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Foreword

Kalman J. Kaplan, Ph.D.

Professor of Psychology, Wayne State University

and

Director, Suicide Research and Prevention Center, Michael Reese Hospital

In this original book, Yacov Rofé manages to develop and suggest a rational approach to the understanding of psychological disorders. I have always felt that our current understanding of psychopathological processes is somewhat limited and that there is a need for alternative theoretical viewpoints in this field. Rofé reviews the current literature and offers Psychobizarreness Theory as a new theory of psychopathology. This is impressive and will undoubtedly generate a heated theoretical controversy, challenging the existing beliefs.

Several novel and interesting questions were posed to all the traditional theories. For example, Rofé asks why women have a higher incidence of almost all neurotic disorders than men.  To my knowledge, not one theory has taken this approach. Additionally, Rofé asks many questions that relate specifically to each theory he presents, paving the way for the introduction of his own approach.

Rofé’s book provides a through critical review of the inherent deficiencies of the current theories of psychopathology. This unique approach to the relevant literature can help both clinicians and researchers enhance their evaluation of the prevailing theories in the field. 

After reading the book, I became convinced of two things: 1. There are still several fundamental mysteries about psychopathology. 2. Rofé’s ideas are logical, straightforward and encompass a large body of data.

Rofé has seriously contemplated the suggestion of leading investigators to reconsider classical psychoanalytic concepts, and his concise review of the literature on repression reveals the lack of reasonable scientific ground for the existing psychoanalytic concepts of repression and unconscious. Rofé offers reasonable and acceptable alternatives for both these concepts. He proposes that repression be viewed as an active method of distracting one’s self from an extreme and intolerable level of stress related thoughts. In this sense, because of their high distractive value, neurotic and psychotic symptoms are viewed as powerful repressive measures.

Rofé also suggests the alternative term of “self-deception” in the development of psychopathology to account for patients’ state of unawareness regarding insight to their pathology; a role that psychoanalytic theory attributes to the unconscious. Using this concept of “self-deception,” Rofé demonstrates the creativity employed by neurotics and psychotics in deceiving themselves. Consequently, he does not view psychiatric patients as 

demonstrates the creativity employed by neurotics and psychotics in deceiving themselves. Thus, he does not view psychiatric patients as senseless victims of irrational psycho-pathological processes. Instead, Rofé depicts both neuroses and psychoses as pathological coping mechanisms where the individual consciously and sophisticatedly activates several cognitive maneuvers to create a state of unawareness. His approach to unawareness is worth exploring. It gives a new insight into an understanding of the mystery of unawareness and seems as reasonable as all the other available alternatives, at the same time being integrative, parsimonious, and readily lending itself to empirical validation.
Rofé’s approach to therapy is original and provocative. Based on his Psychobizarreness Theory, Rofé suggests that all therapies share common mechanisms, thereby producing a unified therapeutic approach.  This integrative model may enhance the effectiveness of therapeutic interventions, as it provides clinicians with a theoretical guideline for an eclectic approach to psychotherapy. 

Beyond his contribution to understanding the development of bizarre behaviors (a term that he uses for neuroses and psychoses), Rofé also offers insight into how simple fears develop. I originally thought that the development of fear was a relatively simple and understood process, but, upon completion of the second chapter, I became aware of the theoretical confusion, and lack of understanding surrounding this basic psychological phenomenon.  In the ninth chapter of his book, Rofé clarified many of the issues that he had raised. His resolution emerged as a result of a fundamental but very necessary distinction between simple fears, which are learned responses, and bizarre fears, which are mechanisms used to cope with stressful situations. 

Finally, since one of my main interests is suicide research, I naturally tried to extract from the book principles applicable to current suicide theories and research. According to Rofé, suicide is one of the several options that individuals consciously and rationally choose when faced with an unbearable level of stress. Here too, Rofé’s approach to suicide is quite interesting and originative. While his basic view of suicide as a rational decision is not new, he goes one step further by delineating the principals by which a deviant behavior is adopted. He enables the reader to glimpse the underlying psychological processes that motivate people to choose deviant behaviors (e.g., suicide, drug abuse, or bizarre behaviors) when their coping resources are insufficient. He proposes that three principals govern the choice of any given behavioral deviation: controllability, availability, and cost-benefit balance. These three principles seem remarkably accurate for the field of suicide and, until now, they had not been conceptualized in an organized fashion. The large number of studies that Rofé has reviewed in support of this concept is truly impressive. He also proposes the concept of “spiritual suicide” to describe his new approach to schizophrenia. This follows his argument that psychoses, like neuroses, are pathological coping mechanisms. This is an interesting and provocative concept that deserves serious thought. 

Psychobizarreness Theory is a comprehensive theory of psychopathology that constitutes a real challenge to the current theories in this field. Rofé’s book is a unique work of scientific importance that should not be overlooked by any serious clinician or researcher in the field of psychopathology.

K. J. Kaplan

Preface

Despite more than a century of intensive research, the mystery of the underlying causes of psychological disorders remains basically unsolved. The theoretical dispute among the three rival traditional theoretical camps, i.e., psychoanalysis, behavioral-cognitive and biological models, has only deepened and become embittered with time, yielding few answers and leaving more confusion in its wake. 

As of yet, there is not even an empirically valid definition of abnormality. While each theory suggests its own theoretical concept, their definitions are largely dependent on the theoretical framework of the clinician or researcher. Consequently, their diagnostic value is limited, as in the case of neuroses, which was excluded from DSM-IV (American Psychiatric Association, 1994) because it could not be translated to an applicable operational definition (see Bayer & Spitzer, 1985). 

As will be shown throughout the first section of this book, the traditional theories are still grappling with their most basic concepts. Their ideas and claims exhibit tremendous scientific flaws, and they often find it difficult to incorporate relevant empirical data into their theoretical frameworks. 

For instance, several investigators who thoroughly reviewed Freud’s work  (e.g., Gross, 1978; Grünbaum, 1984) seriously criticized the empirical basis of repression - the cornerstone of psychoanalytic theory - thereby rejecting the conviction that repression is the underlying cause of behavioral disorders. The dissatisfaction with psychoanalysis has increased in light of accumulating contradictory data that continuously challenges the validity of this concept (see Chapter 1). Therefore, it is no wonder that a growing number of investigators have become increasingly convinced that it may be necessary to abandon the concepts of repression and the unconscious in the psychoanalytical sense (e.g., Greenwald, 1992; Holmes, 1990; Paris, 1996; Pope & Hudson, 1995a; Pope, Oliva, & Hudson, 1999). 

Learning theories of both Watsonian and cognitivist orientations share the same fate as psychoanalysis. While a tremendous amount of research has been carried out in an attempt to understand the development of fears and anxiety, the theoretical confusion in understanding these basic and simple behavioral phenomena persists (see Chapter 2). One prominent sign of this theoretical crisis is the mere number of alternative theories which have developed since the original Watsonian formulation (e.g. Seligman’s preparedness theory 1971; Wolpe and Rowan’s hyperventilation theory, 1988; Bandura’s theory of self-arousal, 1977; and Davey’s cognitive theory of conditioning, 1989a). These theories lack the support of sufficient evidence, and in addition, they do not resolve the basic theoretical difficulties encountered in this field. 

It is still unclear why fear fails to develop despite the presence of extremely frightening events (e.g., Saigh, 1984a, 1984b, & 1985), while on other occasions both simple fears (e.g., acrophobia, Menzies & Clarke, 1995a) and clinical phobias (e.g., agoraphobia, Rachman, 1990) can develop despite the absence of anxiety-provoking events. Another puzzling issue concerns the failure of extinction occurring despite repeated non-reinforcement confrontations with the CS (Rachman & Seligman, 1976; Seligman, 1988; Wolpe & Rowan, 1988). These findings challenge the very foundations of learning theories of fear, and in turn the behavioral-cognitive view of psychopathology. 

It was this growing dissatisfaction with psychological theories that stimulated the development of biological models, such as the suffocation account of panic disorders (Klein, 1993). Although biological theories have increased in popularity over the recent years, their scientific position is not any better off than that of their predecessors. While numerous studies have found significant relationships between biological mechanisms and various psychiatric disorders, they have yet to find a causal association between any particular biological factor and these disorders. There is even a growing skepticism regarding the validity of the biological approach of psychoses, which for many years was almost unanimously considered by the psychiatric community to be of a biological nature (e.g., Halberstadt, 1995; Manschreck, 1995; Mosak, 1995). The very concept of ‘disease’, as promoted by the biological models, is still controversial even with respect to schizophrenia (Sarbin, 1990; Siebert, 2000a, 2000b). The axiomatic assumption of biological research “is that an entity exists, waiting for redefined methods and high technology to identify the causal morphological, neuro-transmission, or biological factor … countless studies have not identified the disease entity. Nevertheless, the profession and public have interpreted the sustained research activity by responsible scientists as evidence that the schizophrenia construction is a tenable one” (Sarbin, 1990, p. 273).

In addition to the specific difficulties unique to each theory, there are several common fundamental issues that further challenge the validity of traditional theories of psychopathology. One example concerns sex and age differences in the distribution of psychological disorders. Why is it that the vast majority of patients with neurotic disorders (e.g., eating disorders, agoraphobia and panic disorder, multiple personality, compulsive cleaners and kleptomania) are women? How is it that obsession-compulsion is the only neurotic disorder with an equal distribution between the sexes (see Chapter 1)? Similarly, it is unclear why certain psychiatric disorders, such as eating disorders (e.g., Irwin, 1981; Stice, 1994), agoraphobia and panic disorder (e.g., Sheehan, Sheehan, & Minichiello, 1981; Wittchen & Essau, 1993) are so rare among children. Why does schizophrenia rarely develop before the age of fifteen (e.g., Yang, Liu, Chiang, Chen, & Lin, 1995)? In turn, why are children more prone to conversion disorder (e.g., Proctor, 1958; Volkmar, Poll, & Lewis, 1984) and obsessive compulsive disorder (e.g., Clarizio, 1991; Thomsen, 1994) rather than other types of neuroses (see Chapter 5)?

Another prominent example illustrating the challenges to the traditional theories concerns the dramatic increase in the prevalence of certain disorders (e.g., multiple personality disorder and eating disorders) and the strikingly different prevalence of various psychiatric disorders between first- and third-world countries (see Chapters 1 & 3). While these differences may be the consequence of psychosocial variables (e.g., mass and media; see Chapter 5), it is hard to see how they can be synthesized within any of the existing traditional theories of psychopathology.

A further theoretical challenge is the need to integrate the outcomes of different therapeutic interventions, stemming from different and even incompatible theoretical assumptions, into one conceptual paradigm. This issue becomes more pressing in light of the fact that not only formal but informal therapies as well, such as religious intervention and shamans, obtain relatively impressive therapeutic results (Chapter 7). Moreover, patients from less developed countries are less responsive to western therapeutic methods (e.g., Csordas, 1987; Pattison & Wintrob, 1981; Witztum, Grisaru, & Budowski, 1996). The theoretical concepts of traditional theories do not allow for the synthesis of therapeutic outcomes into a unified theoretical model.  As noted by Power and Brewin (1997), “some therapists simply bury their heads in the sand and continue their favorite techniques. Others, like ourselves, are puzzled and ask if there are common mechanisms that apply across different therapies...” (p. xi).

Is there any fundamental factor, common to traditional theories, which can account for the above theoretical standstill in psychopathology? Although traditional theories profoundly disagree with regard to the specific mechanism by which psychiatric disorders develop, be it the unconscious, conditioning, faulty self-defeating thoughts, or adverse neurochemical changes, they all share one fundamental belief regarding the emergence of the deviant behavior. The traditional theories agree that the onset, selection and maintenance of the symptom are irrationally and involuntarily determined, i.e., beyond the individual’s conscious control. This axiomatic assumption appeared quite logical in light of the experienced unawareness regarding underlying causes for these behavioral changes, the negative and severely disruptive impacts of psychiatric symptoms on one’s daily adjustment and the inability of patients to resume control. However, many years of research have not yet provided significant empirical data to support this widely accepted claim. In retrospect, this very assumption may have impaired further progress and deeper understanding of the underlying processes involved in the development of psychopathology. For example, one would have difficulty explaining the difference in prevalence of different disorders either between sexes or civilizations in deterministic terms. Does the male and female subconscious differ? Are their conditioning capabilities different? Are easterners more genetically predisposed to spirit possession than westerners? Only a new theoretical formulation arguing that the individual has conscious control over symptom choice, adoption, and maintenance could pave the way for a true insight into the underlying causes of psychological disorders. Such an approach would allow the incorporation of a wide variety of factors related to decision-making processes, and thereby address the aforementioned difficulties. 

The present book thoroughly reviews studies addressing the validity of the major theories in psychopathology (Chapters 1 - 3). While this is alone can be considered an important goal, the true objective of this book is to suggest an alternative theory, termed Psycho-bizarreness Theory (PBT),
which aims at resolving the theoretical crisis in psychopathology. Although some of the ideas presented herein were brought to light in a book entitled Repression and Fear (Rof(, 1989), they have now been expanded upon and elaborated into a comprehensive theory that synthesizes a large amount of past and current research. PBT differs from traditional theories in two fundamental aspects. Firstly, PBT makes a sharp qualitative distinction between bizarre behaviors (i.e., neuroses and psychoses) and non-bizarre deviant behaviors (e.g., simple fears) by providing five empirical criteria for the diagnosis of these two types of behaviors. The central contribution of these criteria is to provide an empirically based definition of abnormality, which is a prerequisite for understanding psychopathological phenomena. In addition, this re-conceptualization of psychopathology is applicable both to the laboratory and the clinic, rendering neurosis as an operationally defined diagnostic classification. 

Second, PBT views bizarre behaviors as coping mechanisms that are consciously and rationally adopted when a person is confronted with an unbearable level of stress.  This is consistent with the point of view of Herbert Simon (1978), the economist Nobel Prize winner, who stated that all behaviors, including pathological behaviors that may first seem to be irrational, are actually arrived at through rational processes. The central function of the bizarre behaviors is repression - the patient voluntarily employs the symptom to eliminate stress-related stimuli from attention and prevents them from resuming control. PBT’s repression is similar to the Freudian essence of repression as it also causes the elimination of stress related thoughts from attention. In addition, like the Freudian approach, the patient is unaware of the repressive processes. However, there are two main differences between both approaches: 

1) In contrast to psychoanalysis, PBT views repression as the consequence, rather than the cause, of the symptom (see Chapter 4). 

2) PBT denies the existence of an autonomous unconscious entity. Instead it claims that the unawareness of repressive processes, which are voluntary and conscious, are the consequence of sophisticated self-deceptive maneuvers (see Chapters 6 & 8). 
Essentially, selecting a specific symptom resembles an economic decision-making process whereby the purchase of a specific product is determined by the individual's needs, the availability of various merchandises and a cost-benefit analysis. Clinical and empirical evidence suggests that a specific symptom is likely to be adopted if, in addition to the high demand of distractibility, it satisfies the individual’s need to establish a sense of control over the source of stress. The suitable symptom will be chosen from the individual’s experiential resources (e.g., constitutional and medical background, behavioral repertoire, childhood experiences, family, and mass media), that are consciously available at the decision-making stage. An additional factor is the cost-benefit assessment, where patients weigh the cost  (e.g., social embarrassment) against the expected benefit (e.g., emotional relief) when choosing certain symptoms. These three principles (controllability, availability, and cost-benefit) enable PBT to account for the variability in the prevalence of various neurotic and psychotic disorders among different social and cultural groups  (Chapters 5 & 8).

The most challenging problem for a conscious approach to psychopathology relates to patients’ unawareness of self-involvement in symptom production while consciously displaying bizarre behavioral deviations. How can the conscious be so actively involved in producing and maintaining the symptom and yet be so deeply and sincerely unaware of these activities? A theoretical model of self-deception processes that is based on informational processing studies was suggested to resolve this issue. The irrational beliefs and distorted thinking that patients display are part of the sophisticated self-deceptive maneuvering by which the conscious becomes unaware of its direct involvement in producing and maintaining the symptom (Chapters 6 & 8).

Although PBT’s unawareness and the Freudian unconscious are phenomenologically similar, these concepts differ fundamentally. Unawareness, by PBT’s definition, is a product of the conscious rather than the consequence of an autonomous unconscious entity. Hence, the unaware materials are encoded and stored in the usual memory facilities. As a result, these seemingly unconscious memories are in fact subjected to the same rules of remembering and forgetting as ordinary information stored in memory.

PBT’s main contribution to therapy is that it reveals the mechanisms common to all therapeutic techniques. Accordingly the same terminology can be used to account for the therapeutic effects of behavioral therapy, cognitive therapy, psychoanalysis, biological interventions and informal therapy. All forms of therapy exert their influence by affecting the same factors, which according to PBT motivated the adoption of the symptom in the first place. Thus, the therapeutic effect may be due to one or a combination of the following factors:

(1) Counteraction of the distractive value of the symptom by sabotaging patients’ self-deceptive believe

(2) Counteraction of controllability value of the symptom through reinforcement-punishment procedures. 

(3) Removal of stress, which is the underlying causes of the symptom. 

(4) Enhancement of patients’ coping abilities. 

(5) Removal of the emotional impact of the stress through drug therapy.

In some exceptional cases, insight-oriented therapy, which focuses patients’ attention to the faulty coping-mechanisms and the self-deceptive maneuvers that they employ, may be necessary to obtain successful therapeutic results.   Thus, PBT provides a new theoretical outlook on therapy that enables the integration of different therapeutic methods under a unified theoretical framework (Chapters 7 & 8). 

In addition, PBT suggests a new theoretical account of simple fears that is able to integrate research data of human beings, from both laboratory and everyday life, with laboratory studies of animals (Chapter 9).  Although this theoretical account is an integral part of PBT, it has been given a distinctive name - Rational Automatic Theory (RAT) - in order to emphasize its inapplicability to bizarre behavioral deviations. Essentially, RAT is a new conceptualization of the Pavlovian paradigm in cognitive terms. It claims that the development of conditioned fear that is resistant to extinction, as is the case with simple fears in everyday life, depends on the following three conditions:

1) The conditioned stimulus (CS) is assessed as inherently dangerous and not merely as a sign of oncoming danger.

2) The CS is accompanied by an arousal that is sufficiently intense to induce a tendency to escape.

3) Subjects believe that this emotional experience is a direct consequence of the contact with the CS.  

These conditions, and hence the likelihood of conditioning, are affected by a number of variables, such as the perceptual characteristics of the CS, perceivers’ cognitive level, genetic predisposition to fear and personality characteristics.

One possible criticism against PBT is that it lacks new evidence that directly tests the validity of its assumptions. This lack of supportive data may be used to discredit the scientific status of PBT, particularly because the scientific community in psychology has a biased attitude toward scientific materials and tend to reject new ideas that challenge existing beliefs (Armstrong, 1982a, 1982b; Mahoney, 1985; Peters & Ceci, 1982).  However, this critique seems unjustified and needs to be rejected because:
(1) Beyond the lack of supportive evidence, traditional theories of psychopathology are confronted with contradictory data and theoretical problems that challenge their fundamental theoretical assumptions.  Nevertheless, they continue to be the dominant theories in accounting for the development and treatment of behavioral disorders.

(2) The vast clinical and controlled research observations accumulated throughout the years in psychopathology are much more consistent with PBT than with any other theoretical model in the field.

(3) In evaluating the scientific value of PBT, it is important to bear in mind that the philosophy of science does not require new evidence for the acceptance of a new theory and the rejection of old paradigms.  As claimed by Conant (1948), “a theory is not overthrown by data but by a better theory”. Similarly, Kuhn (1962) noted that:

the decision to reject one paradigm is always simultaneously the decision to accept another, and the judgment leading to that decision involves the comparison of both paradigms with nature and with each other (p. 77).

PBT should at least be given the chance to prove itself. Hopefully, together with the theoretical account laid out in this book, it will lead to a prolonged and intensive research that will verify PBT’s assumptions. 

Yacov Rofé
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Part I

Shortcomings of Traditional Theories of Psychopathology
1

Psychoanalysis: Flaws in Repression
The criticism of psychoanalytic theory has largely focused on the concept of repression, it being the most fundamental idea of psychoanalysis. Indeed Freud (1914/1959) himself stated that repression is the “cornerstone on which the whole structure of psychoanalysis rests” (p. 16).

Since the confirmation or rejection of repression is critical in determining the validity of the entire psychoanalytic theory, it is not surprising that this concept has attracted the attention of researchers more than any other notion in psychoanalytic theory. “Hundreds of psychoanalytic investigations have been interpreted as either propping up or tearing down this cornerstone,” (Gur & Sackeim, 1979, p. 167).


In psychoanalytic theory, repression is considered an automatic unconscious mechanism by which threatening material is excluded from the conscious, is permanently stored in the unconscious, and thereby exerts pathogenic effects on the individual’s functioning.  However, neither clinical observations nor empirical evidence have confirmed Freud’s theory of repression. Hence, the psychoanalytic theory of psychiatric disorders must be called into question. The insufficiency of clinical evidence was pointed out in Grünbaum’s (1984, 1986) thorough analysis of Freud’s work. Therefore, this chapter will not deal with Freud’s clinical observations; rather the focus will be on the subsequent empirical evidence regarding the psychoanalytic concept of repression. 

Freud’s concept of repression can be divided into three main components. As such the evidence reviewed will be divided accordingly. These three components are as follows: 1) The unconscious, i.e., an autonomous cognitive entity that operates independently and in the absence of awareness. This cognitive system has a special sensitivity to anxiety-provoking stimuli and a memory storage that is inaccessible to conscious retrieval processes; 2) Forgetting and permanency of memory, i.e., the individual has a strong tendency to forget traumatic events. Yet this information is preserved intact for an indefinite period of time and can be restored to the conscious by special means at any given time; and 3) Pathogenic effect, i.e., the repressed experiences cause maladaptive consequences resulting from a distortion of reality and the prevented discharge of energy/tension.

Traditionally, the controversy regarding the existence of repression concentrated on the component of memory, i.e., whether or not traumatic events are automatically eliminated from the conscious and become inaccessible to conscious retrieval (e.g., see Loftus & Loftus, 1980; Pope et al., 1999). However, although the disapproval of this widespread belief is critically important, it would not be sufficient to damage the scientific status of psychoanalysis in psychopathology. Patients are unaware of the underlying causes of their pathological behavior, even when questioned immediately after onset. Hence, advocates of psychoanalysis can still attribute both the causes of the maladaptive behavior and the unawareness of these causes to repression, even if studies fail to verify the aforementioned second component of repression. For this reason, it is essential to demonstrate that the two other components of the psychoanalytic concept of repression, i.e., the unconscious and pathogenic effects, are equally unsound. Thus, this chapter will show that none of the three psychoanalytic concepts of repression has received sufficient empirical validation.

The Unconscious System


In psychoanalytic theory, the cognitive system is divided into two separate units, consciousness and the autonomous unconscious. “Freud’s revolutionary contribution” was his “proposition that there are two fundamentally different kinds of mental processes...” (Jones, 1953, pp. 397-398).  Freud believed that the unconscious is “ruled by entirely different laws from those governing conscious thinking” (Matte-Blanco, 1975, pp. 93-94). He also believed that the repressed materials are preserved in a separate realm that is inaccessible to conscious recall and functions according to “its own rules, developing and pursuing its own goals...” (Galin, 1974, p. 574)

The autonomous unconscious entity was suggested to explain why subjects with behavioral disorders could neither account for nor control their bizarre behavioral reactions (Shevrin & Dickman, 1980, p. 422; Maddi, 1980, p. 425).  However, despite nearly a century of intensive research efforts there is no evidence to support Freud’s theory of the unconscious. All attempts to meet the standard scientific requirements have either not been met or an alternative and more parsimonious explanation was given. In this section three types of evidence which investigators employed to prove the existence of unconscious processes will be reviewed. One type of evidence concerns the existence of an autonomous unconscious entity, the second relates to studies on repression and the third deals with data that have an indirect relationship with Freudian theory.

Autonomous Entity


Advocates of psychoanalysis, such as Silverman (1976), admitted that psychoanalytic clinical observations are insufficient to demonstrate the validity of Freud’s theory of the unconscious. Accordingly, Silverman and his colleagues initiated experimentation using the method of subliminal psychodynamic activation (SPA) (see reviews by Balay & Shevrin, 1988; Hardaway, 1990; Silverman, 1976; Weinberger, 1986). They demonstrated that certain subliminally suggested messages (e.g., “Mommy and I are one”) successfully reduced patients’ symptomatology, such as in schizophrenic thought disorders, while other messages with aggressive content (e.g., “destroy mother”) intensified these symptoms. However, when presented above the perceptive threshold, the same messages did not produce any change in the patients’ symptomatology (see Silverman, 1976; Balay & Shevrin, 1988). Silverman’s laboratory data was deemed a ‘gold mine’ for psychoanalytic advocates. Wachtel (1984) noted that these findings constitute a challenge to those who dismiss psychoanalysis. Any effort to assess the validity of the unconscious “is incomplete without coming to terms with this remarkable body of work.” (p. xi) 

However, the validity of Silverman’s data is questionable since attempts to replicate them have not been successful (e.g., Allen & Condon, 1982; Condon & Allen, 1980; Emmelkamp & Straatman, 1976; Hapsel & Harris, 1982; Heilbrun, 1980, 1982; Leiter, 1982; Oliver & Burkham, 1982; Porterfield & Golding, 1985; Vitrelo, Carlin, Becker, Barris, & Dutton, 1989). In addition, it has been demonstrated that SPA experiments, in general, are confronted with many methodological difficulties that seriously question the existence of SPA (Balay & Shevrin, 1988; Fudin, 1986, 1987, 1993; Fudin & Benjamin, 1992; Moore, 1989; Weinberger & Hardaway, 1990). As of yet, this “is not a validly established phenomenon” (Fudin, 1987, p. 642; see also Fudin & Benjamin, 1992), and “the status of these literatures, indeed of all the subliminal perception literatures, is far from resolved” (Erdelyi, 1985, p. 83). Moreover, even if SPA had not been fraught with inconsistencies and failure of replication, it would not necessarily support the psychoanalytic position. As stated by Weinberger and Hardaway (1990), “the notion that SPA activates unconscious wishes” is, at best, a “logical inference” (p. 751). Controlled experiments may reveal that the phenomena of SPA may be accounted for in conscious terms, just like hypnosis. In the past, hypnosis was considered to be the consequence of unconscious mechanisms (e.g., Kihlstrom, 1979, 1984; Sackeim, Nordlie, & Gur, 1979), but today it is viewed by an increasing number of investigators as a conscious, voluntary process (e.g., Hariman, 1980, 1982; Spanos, 1996; Spanos, Weekes, Menary, & Bertrand, 1986).

Further, if schizophrenia is indeed controlled by unconscious mechanisms and the brief psychoanalytic intervention of SPA can result in beneficial therapeutic results, one would expect that prolonged psychoanalytic therapy would yield more effective consequences. However, contrary to this expectation, an extensive review of the literature shows that psychoanalytic therapy with schizophrenic patients is not effective and may have deleterious rather than beneficial effects (Mueser & Berenbaum, 1990).

Additional evidence used by advocates of the psychoanalytic theory to support the idea that behavioral deviations may be unconsciously motivated is seen in bizarre episodic behavior. In the introduction to their book The Unconscious Reconsidered, Bowers and Meichenbaum (1984) described a case of a successful young Canadian politician who was caught shoplifting a sports coat and, consequently, lost his cabinet seat. The subject was unable to account for his act, claiming, “I didn’t need that coat. I could have paid for it many times over” (p. 2). Bowers and Meichenbaum used this evidence as proof of the existence of the unconscious. However, Reason’s theory of absent-mindedness (i.e., distraction), which unlike Bowers and Meichenbaum’s speculation is based on objective research evidence, can more concisely account for this phenomenon as well as several other cases of bizarre episodic responses (e.g., slips of the tongue) (Reason, 1983, 1984a, 1984b; Reason & Mycielska, 1982). For example, after analyzing 166 letters from 67 individuals who felt they had been wrongly accused of shoplifting, Reason and Lucas (1984) demonstrated that, in most cases, the “thefts” occurred because of some form of distraction. Subjects were distracted either because something in the environment demanded their attention, or due to preoccupation resulting from negative life-events (e.g., divorce). Attention was further restricted in about one fourth of the samples who were receiving medical treatment, i.e., psychotropic drugs.  An additional contributing factor in a number of cases was the employment of some irregular purchasing methods, such as using shopping bags to keep items separate or transferring bulky items to a carrier beneath a stroller, which facilitated forgetfulness.  


The erroneousness of the belief in an autonomous unconscious structure is also reflected in Galin’s association between the unconscious and the right hemisphere (Galin, 1974; Galin, Diamond, & Braff, 1977).  This association was based on split-brain studies indicating that individuals are unable to verbalize information stored in the right hemisphere. Galin et al. (1977) presented proof for their proposal by showing that conversion symptoms occur more frequently on the left side of the body than the right. However, Corballis (1980) rejected the claim that the right hemisphere is not conscious.  Although it cannot produce articulate speech, it is capable of expression through non-verbal means and responding bodily to simple verbal commands (see also Kihlstrom, 1984, pp. 160-161).


In conclusion, the aforementioned evidence used by advocates of psychoanalysis to prove the existence of unconscious processes is unconvincing.  The findings are either inconsistent or can be interpreted more parsimoniously as a reflection of conscious rather than unconscious processes.

Proper and Primal Repression


The lack of scientific support for the unconscious is also reflected in studies that examined the existence of repression. Freud (1915/1964) distinguished between proper and primal repression (see also MacKinnon & Dukes, 1964). Proper repression refers to anxiety-provoking information that was transferred for storage to the unconscious and which can be retrieved into the conscious by removal of the threat. Primal repression involves “the psychical (ideational) representative of the instinct being denied entrance into the conscious” (Freud, 1915/1964, p. 148). Failure to demonstrate the existence of these types of repression will further challenge the validity of the unconscious.


Earlier experiments on proper repression by Zeller (1950a, 1950b, 1951) and others (see Holmes’ review, 1974) were shown to be consistent with Freud’s theory. Subjects displayed poor recall of verbal material that was experimentally followed by ego-threat, but with the removal of the threat, memory improved. Later, however, more controlled experiments showed that these earlier findings were misinterpreted. For example, D’Zurilla (1965) successfully repeated the basic finding of the earlier experiments. However, data from a post-experimental interview led him to conclude that the distraction hypothesis might be a better interpretation for the findings than the psychodynamic concept of repression. When subjects were asked what they had been thinking about during the post-stress retention interval, they were found, contrary to the psychodynamic conceptualization, to have been worrying and thinking about the ego-threatening event rather than avoiding it. Of these subjects, 62% reported thinking about things related to the threat, compared to 24% in the control group. Thus, the poorer recall of the experimental group was attributed to the distraction caused by “irrelevant cognitive responses” elicited by the ego-threatening event, rather than by transference of the ego-threatening material to the unconscious.


The notion of distraction as an alternative to the concept of repression was further strengthened by findings of Holmes and Schallow (1969). They demonstrated that subjects whose attention during the retention period was occupied by irrelevant, non-threatening tasks, displayed a reduced recall of previously learned materials, similar to the ego-threat subjects. After the debriefing, however, the performance of the two experimental groups improved and was equal to that of the control group. Moreover, analyses of the specific words forgotten by the distracted and ego-threat groups ruled out the possibility that the improved recall in the ego-threat group was the result of a specific association between the content of the forgotten words and the threat, thus strengthening the distraction hypothesis.


Additional experiments by Holmes (1972) soon provided more impressive support for the distraction hypothesis. Subjects learned a list of words and then took a Rorschach test in which the words were used as stimuli. Subjects were then given a feedback that was either ego-threatening (i.e., they were told that their choice indicated maladjustment), ego-enhancing (i.e., they were told that they were creative and high in leadership ability), or neutral. Following this, they were tested for recall, debriefed and retested for recall. Results showed that the ego-threatening and ego-enhancing groups performed alike and showed poorer recall on the post-feedback test than did the control group. After the debriefing, however, while the control group did not show a change in their recall, the other two groups displayed a marked improvement.


Based on the latter three experiments, and after a comprehensive review of the experimental studies on repression, Holmes (1974) concluded that “there is no evidence that repression does exist... Attentional processes... which are independent of the unconscious and of ‘defensive functions’ repeatedly provided the best explanation for the laboratory findings…” (p. 650). Similarly, Holmes (1990) noted in his more recent review that “despite over sixty years of research involving numerous approaches by many thoughtful and clever investigators, at the present time there is no controlled laboratory evidence supporting the concept of repression” (p. 96).


The concept of distraction may also serve as an alternative explanation for repression in experimental findings involving post-hypnotic amnesia. Clemes (1964) found that when subjects were given post-hypnotic instructions to remember 10 out of the 18 previously learned words with positive, negative or neutral connotations, the subjects tended to forget those words bearing a negative connotation. Several investigators used this data to support the psychoanalytic concept of repression (e.g., Cooper, 1972; Epstein & Shontz, 1971; Touhey, 1977).  However, Stam, Radtke-Bodorik, and Spanos (1980) were unable to replicate these findings. Furthermore, a large amount of evidence indicates that failure to remember any kind of data as a result of post-hypnotic amnesia may be better explained by the simple notion of distraction, rather than the mysterious concept of unconscious repression (Hariman, 1980, 1982; Spanos’ review, 1986).


Distraction was also used to account for the bulk of findings on perceptual defense, which has direct relevance to the Freudian concept of primal repression (e.g., MacKinnon & Dukes, 1964). Investigators (see reviews by Dixon, 1981; Erdelyi, 1974, 1985; Eriksen & Pierce, 1968; Maddi, 1980) reported that some individuals (repressors) display higher perceptual thresholds for threatening than neutral stimuli, whereas others (sensitizers) show the opposite pattern of behavior, i.e., a lower perceptual thresholds for threatening stimuli. Furthermore, results indicated that repressors exhibited greater autonomous arousal in response to threatening words even though they were not consciously able to identify them. These findings were interpreted by some as evidence of autonomic discrimination without awareness and as confirmation of “Freud’s fundamental definition of repression” (Erdelyi, 1985, p. 255). However, this interpretation was not unanimously accepted by investigators and, in fact, many rejected the phenomenon of perceptual defense on methodological grounds (e.g., see Eriksen & Pierce, 1968, Holmes, 1990).  Others had difficulty accepting this phenomenon because of a logical paradox. “How can the perceiver selectively defend himself against a particular stimulus unless he first perceives the stimulus against which he should defend himself?” (Erdelyi, 1974, p. 3).


Nevertheless, although some investigators continued to refer to perceptual defense studies as truly reflecting unconscious processes (e.g., Dixon, 1981), Erdelyi’s (1974, 1985) alternative theoretical account of this phenomenon makes this explanation unnecessary. Following studies on selective attention, Erdelyi (1974) claimed that the lack of awareness in the perceptual defense studies might have been the result of distraction. He noted that the process of selectivity in attention is a complex phenomenon that is not restricted to certain regions of the perceptual activity. Rather, it may take place along various filtering stages of the perceptual system, before information is encoded into the long-term memory stores. These selective processes are regulated by an internal sensory system analyzing stimuli from the initial to the later stages of perception. If these control mechanisms interrupt the stimulus before being transferred into long-term memory stores, the subject will have no further memory of the stimulus. Accordingly, Erdelyi claimed that in perceptual defense studies, when the subject is confronted with a threatening stimulus at the threshold level, avoidance measures (e.g., closing eyelids or fixating away and thereby contracting the diameter of pupils) are intentionally employed to terminate its processing beyond the iconic stage of memory. Hence, the perceiver is aware of the troublesome material for “a fraction of a second” before it becomes permanently lost from memory.  Nisbett and Wilson (1977) noted, following Erdelyi’s theoretical position, “we cannot perceive without perceiving, but we can perceive without remembering” (p. 240).  Thus, the repression manifested in perceptual defense studies may be viewed as a conscious distractive activity used to avoid unpleasant exposure which generated forgetting and, hence, a genuine inability to report the anxiety provoking material.


In another attempt to demonstrate the existence of repression, Sackeim and Gur (1978; see also Gur & Sackeim, 1979) investigated the concept of self-deception. Self-deception is defined as a situation in which a subject simultaneously holds two incompatible beliefs, one of which is intentionally excluded from awareness, while the other remains conscious. They noted that repression “requires that consciousness be shown to be non-unitary and non-transparent and, in particular, that cognitions that are not subject to awareness to be stored in an unconscious” (p. 142). However, claiming that it is difficult to fulfill these requirements, they suggested investigating the existence of repression by means of self-deception: “If self-deception does not exist, it is unlikely that repression exists” (Sackeim & Gur, 1978, p. 142).


In two experimental studies designed to examine this phenomenon, subjects were asked to indicate whether voices they heard from a tape for a very short period of time were their own or others’.  Results showed that subjects who had negative attitudes toward themselves (determined either by a questionnaire or by exposure to success/failure experience) displayed greater galvanic skin response (GSR) upon hearing their own rather than another’s voice. As expected, this elevated autonomic arousal occurred even when subjects failed to identify their voice. The authors concluded, on the basis of data from post-experimental questionnaires, that this conscious inability to identify was due to unconscious motivation.


However, Sackeim and Gur’s experimental studies may simply be regarded as a variation of perceptual defense and, thus, Erdelyi’s (1974) theoretical standpoint, which was specified above, may account for these findings as well. Subjects’ exposure to their own voice (an aversive stimulus) via a tape was not identical (i.e., contained dissimilar components) to their perception of their natural voice. Hence, they could shift their focus of attention onto the dissimilar components after they consciously identified their voice and, thereby, distract themselves from the aversive event. Thus, as indicated by Erdelyi regarding studies on perceptual defense, the subject identified the aversive event (i.e., his or her own voice) for a fraction of a second, but, at the advanced stage of perception, he or she selectively concentrated on the non-aversive components. The rapid decay of memory traces in the iconic stage, and the priority given to the dissimilar components, inhibited the storage of this knowledge in the long-term memory.


To summarize, the reviewed experimental studies on repression strengthen the above conclusion that no convincing evidence was presented for the unconscious processes. In addition, the evidence pertaining to proper repression and post-hypnotic amnesia sharply contradict the psychoanalytic doctrine of repression. Theoretically, all the relevant experimental studies, including those on perceptual defense and self-deception, suggest that the inhibition of memory and lack of awareness of threatening materials in experimental settings are the consequence of distraction rather than of unconscious processes.

Indirect Observations


The psychoanalytic concept of the unconscious relates to a dynamic cognitive entity that has analytical ability, a unique sensitivity to threatening materials and can affect the individual's emotional and behavioral functioning independent of the conscious. As demonstrated above, this clinically relevant concept received no empirical validation.


Nevertheless, a number of investigators utilized research data from cognitive psychology, which have no direct relevance to the above concept.  Evidence related to spontaneous disappearance of a stabilized retinal image from the conscious, selective attention and subliminal perception of neutral stimuli, was used as indirect proof for the unconscious (e.g., see Greenwald, 1992; Shevrin & Dickman, 1980).  However, Kihlstrom (1984) rejected the applicability of this data to Freud’s concept of the unconscious, “because the nature of these unconscious contents and the principles of their operation are so radically divergent from the proposals of psychoanalysis” (p. 156).


Yet, a distinction must be made between irrelevant and indirect evidence. Evidence such as unconscious neuropsychological activities, (e.g., the spontaneous disappearance of retinal images from the conscious or visceral processes that are never available to conscious processes) where there is no indication of analytical perception or thinking processes, is irrelevant to the psychoanalytic concept of an analytic unconscious.  Although the individual is unaware of these processes, the term unconscious is misleading and should be abrogated from use in this sense.  Indirect data refers to studies suggesting the existence of analytic perceptual abilities in the absence of awareness, but which have no dynamic implications, such as subliminal perception of neutral stimuli.  However, even with regard to this indirect data, there is substantial doubt as to whether they actually reflect unconscious processes. For example, early investigators found that subliminal presentation of a neutral word, termed prime, depending upon its content, either facilitated or inhibited the perception of a target word presented supraliminally. Since the subject could not identify the prime, it was assumed that the facilitation or inhibition of perception was due to unconscious mechanisms (e.g., Kihlstrom, 1987; Marcel, 1980; 1983a, 1983b). However, Bernstein, Bissonnette, Vyas, and Barclay (1989) questioned this conceptualization, since they found that the identification of primes in the context of semantically related targets was superior and in the context of semantically unrelated targets was inferior to the identification of primes presented alone. This data led the investigators to conclude that “an explanation of semantic priming in terms of the interactive nature of stimuli that are near to one another in time seems preferable to one based upon concepts of unconscious processing and subliminal perception” (p. 153). 


Another example of mistaken interpretation of subliminal perception concerns an experiment conducted by Jacoby and Whitehouse (1989). These investigators found that when the subliminally presented context word (prime) matched the test word, the test word was perceived as familiar. In contrast, when the context words were mismatched, the test word was perceived as unfamiliar. Claiming that subjects were unaware of the context words, Jacoby and Whitehouse interpreted their findings as “evidence for the existence of unconscious perception” (p. 132). However, Bernstein and Welch (1991) succeeded in demonstrating that Jacoby and Whitehouse’s conclusion was mistaken. In Bernstein and Welch’s experiment, subjects were not only asked to state whether the test word was familiar or unfamiliar, but also to state whether the context-test words were the same (matched) or different (mismatched). They found that when judgment was made after the presentation of the test words, subjects succeeded in consciously identifying the context words that Jacoby and Whitehouse mistakenly believed to be subliminal. Bernstein and Welch concluded that “although they [Jacoby and Whitehouse] claimed their results supported unconscious perception, short exposure in this article was clearly supraliminal; that is, subjects judged the relation between context and test stimuli far in excess of chance” (p. 324). Further findings, also inconsistent with subliminal perception, were reported by several other investigators (Braind, Heyer, & Dannenbring, 1988; Dark, 1988; Dark & Benson, 1991; Holender, 1986; Purcell, Stewart, & Stanovich, 1983).


Additional criticism argued that the initial research on subliminal perception used verbal reports to assess awareness which, if not administrated properly, could lead to a misleading conclusion (e.g., see Brody, 1989; Erdelyi, 1985, pp. 68 - 74).


In attempting to avoid this critique, a number of investigators conducted a series of experiments on subliminal effects on perception and employed the forced choice method (Kunst-William & Zajonc, 1980; Murphy, Monahan, & Zajonc, 1995; Murphy & Zajonc, 1993). Subjects were given a short exposure duration of 4 milliseconds to a prime, which consisted of faces expressing either positive or negative emotions. This was followed by a target stimulus (a Chinese ideograph) which was presented supraliminally for the duration of 1.000 - 2.000 ms. Subjects were then given a recognition test in which they had to discriminate between the actual prime and an alternative novel face. The investigators found that although the prime affected the emotional value of the target stimulus (i.e., the ideographs were judged more positively when preceded by a positive facial expression as opposed to a negative facial expression), subjects failed to discriminate between the actual prime and the alternate face beyond the chance level. This was interpreted as evidence indicating that subjects were unaware of the prime. However, although recognition may be a more sensitive measure of retrieval than recall (e.g., Beatty, Jocic, Monson, & Staton, 1993; Morris, Abrahams, Baddeley, & Polkey, 1995), recognition may result in poorer memory when the unfamiliar item is similar to the familiar stimulus (e.g., Ley & Long, 1988). Thus, it is likely that the forced choice method in the studies by Zajonc and his colleagues would result in correct recognition of the prime (in this case the original face) if the alternative unfamiliar item would not have been a similar item (an alternative face of the same gender) but rather a different non-similar stimulus (e.g., geometric figure). Furthermore, in some cases, recognition is an even less sensitive measure of retrieval than recall (e.g., Mathews, 1990).


In conclusion, there seems to be no evidence for the existence of the unconscious, at least in the Freudian sense. Moreover, even investigators such as Greenwald (1992; see also Bruner, 1992; Loftus & Klinger, 1992), who interpreted the available empirical data as supporting the existence of some simple form of unconscious process, still completely reject the complex and sophisticated Freudian concept of the unconscious. Psychoanalytic theory “is strongly identified with the view that unconscious cognition uses sophisticated cognitive defenses and intelligently manages complex bodies of repressed (unconscious) knowledge - in other words, that it is smart” (Greenwald, 1992, p. 768). Moreover, the unconscious is perceived as an omnipotent system that can suddenly disrupt the individual’s daily functioning by imposing bizarre cognitions and behaviors for an indefinite period of time. The conscious both lacks knowledge of underlying causes of such responses and is helpless to restore normal behavioral activity. However, at most, experimental studies suggest the existence of a system that is “severely limited in its analytic capacity” (Loftus & Klinger, 1992, p. 761). Accordingly, after an extensive review of direct (e.g., subliminal psychodynamic activation) and indirect evidence (e.g., subliminal exposure to neutral stimuli), Greenwald (1992) concluded that the available studies do not justify the maintenance of the Freudian concept of the unconscious. He noted that it might soon be time for a change in the psychoanalytic concept of the unconscious, saying

If the evidence for cognitively sophisticated capabilities of the unconscious cognition does not soon switch from being controversial to being conclusive, it will be time, at last, to abandon psychoanalytic theory’s proposal that unconscious cognition is the analytic peer (or superior) of the conscious cognition.  (p. 755)

Forgetting and Permanency of Memory

Psychoanalysis promotes the idea that people have a strong tendency to forget/repress anxiety-arousing events. However, the accumulative research data presents a sharp contrast with this assumption. Pope and Hudson (1995a) reviewed several studies documenting extreme traumatic experiences (e.g., examination of 16 children who witnessed the murder of a parent; a study of 113 elementary school children involved in a sniper attack; a four-year follow-up of 34 survivors of a marine explosion) showing that “no subject in any of these studies developed amnesia”.  Indeed, many recalled the events in “extraordinary detail” (Pope & Hudson, 1995a, p. 122). Similar data was reviewed in Pope et al.’s (1999) recent article. For example, the authors reviewed 63 studies examining individuals who were subjected to traumatic events and reported that none of the 10,000 victims exhibited repression of the trauma. Some survivors did exhibit amnesia, but in all cases this could be accounted for through ordinary psychological processes (e.g., loss of consciousness). Pope et al. concluded that people generally remember, rather than forget, traumatic events, barring such factors as loss of consciousness or early childhood amnesia. These findings, along with the accumulative findings from laboratory studies, led Pope and his colleagues to dismiss the psychoanalytic concept of repression. 

Proponents of psychoanalysis might still argue that repression occurs only in special circumstances or among subjects who are prone to a high level of anxiety. If true, one would expect that repressed memories could be retrieved to the conscious through special methods. However, the research and clinical data reviewed below in relation to the Freudian concept of permanency of memory does not support this claim.

The idea of permanency states that, once repressed, the unconscious memories never vanish from the memory system. Moreover, although they are unavailable by ordinary retrieval processes, the memories can be restored to the conscious by special means at any given time. Wachtel (1977) noted that unlike ordinary memories, “unconscious memories” are never lost from the cognitive system.

Freud’s description of the persisting influence of the past is reminiscent of the tales of woolly mammoths found frozen in the Arctic ice, so perfectly preserved after thousands of years that their meat could be eaten… Freud was extremely impressed with the “freshness” and vividness of the memories revealed after digging through the layers of resistance.  (pp. 28- 29)

Similarly, Fischer and Pipp (1984) commented that unconscious memories, “are like photographs or tape recordings - accurate copies of what was originally perceived...” (p. 90) 

Largely due to the influential position of psychoanalytic doctrine, the theory of permanency of memory became dominant in general psychology. Theorists in the psychology of memory (e.g., Shiffrin & Atkinson, 1969; Tulving, 1974) believe that, although material may be inaccessible, once it is registered in long-term memory it can never be lost from the cognitive system. The extensive influence of this theory among psychologists is reflected in a survey in which 84% of the respondents believed that everything one learns becomes permanently stored in one’s memory bank, though much of this information may be irretrievable (Loftus & Loftus, 1980).


Proponents of permanency of memory traces and of the Freudian concept of repression (e.g., Wachtel, 1977, pp. 28-29) typically defend their position by referring to evidence such as electrical stimulation of the brain (Penfield, 1969; Penfield & Perot, 1963; Penfield & Roberts, 1959), hypnosis (Cheek & LeCron, 1968; Moss, 1960), spontaneous and prompted memory (Erdelyi, 1970) and clinical observations (Erdelyi & Goldberg, 1979, pp. 367- 374). However, the reevaluation of these findings questions the validity of this theory. For example, in the reassessment of Penfield’s observations, Loftus and Loftus (1980) found that memory recovery occurred in only 3.5% of the subjects. Furthermore, when they eliminated patients who claimed to hear only music or voices from their past and those with responses too vague to be classified, fewer than 3% of the patients reported lifelike experimental responses. In fact, “a detailed examination of even these patients’ records leaves one with the distinct feeling that they are reconstructions or inferences rather than actual memories.” (Loftus & Loftus, 1980, p. 414). Similar interpretation of brain-stimulation was reported by Neisser, (1967, pp. 167-170) who concluded that Penfield’s work offers no insight into our understanding of memory. 


Similarly, studies increasingly demonstrate that the initial conceptualization of hypnosis, that it had awesome and mysterious power in retrieving forgotten experiences (e.g., Cheek & LeCron, 1968), is invalid.  Hypnosis has no such power, though it stimulates the individual to confabulate information (e.g. Barber, 1965; Geiselman & Bagheri, 1985; Loftus & Loftus, 1980; Nash, 1987; Neisser, 1967; Putnam, 1979; Register & Kihlstrom, 1987, 1988; Sheehan & Tilden, 1983; Smith, 1983; Yuille & McEwan, 1985). “Distortion, and not overall increased accuracy, characterized the memory of hypnotic subjects for material that was highly meaningful” (Sheehan & Tilden, 1984, p. 55). Hypnosis may result in such extreme confabulations that subjects may intentionally (e.g., see Spanos’ review, 1986) “retrieve” events from a previous life (Bernstein, 1956) and future “memories” (Kline, 1958; Rubenstein & Newman, 1954). As noted by Neisser (1982), studies on hypnotism, “demonstrated that it produces much confabulation and little or no hyperamnesia” (pp. 44; see also Smith, 1983). With increasing evidence such as this, Bernheim warns that, “when a physician employs hypnosis with a patient it is wise to always be aware who may be hypnotizing whom” (cited in Erdelyi & Goldberg, 1979, p. 370).


The prime sources for the psychoanalytic belief in the concept of permanency of memory are clinical observations of the lifting of repression. However, Loftus and Loftus (1980) noted that an increasing amount of evidence indicates that the repressed memories may in fact reflect “fanciful guesses, fantasies, or plain confabulations” (p. 415). Accordingly, Loftus (1993, 1995, 1997; Loftus, Polonsky, & Fullilove, 1994), in her discussion of reported memories of childhood sexual abuse, presented empirical data which casts serious doubts on the authenticity of such ‘so-called’ retrieved repressed traumatic events within the clinical setting. Loftus demonstrated that falsified childhood traumatic memories may be ‘implanted’ in the individual’s cognitive system. Thus, the patient’s reported memories may reflect the therapist’s endeavors “to search for evidence that confirms their hunches” (Loftus, 1993, p. 530). 

In discussing child sexual abuse, Mantell (1988) noted that, sometimes, false allegations of this type originate in the very office of professionals who have been entrusted with the care of the child, adolescent or adult. The individual is exposed to suggestive questioning of faulty methodological procedures that, “can plant the idea of molestation in their minds or imply that confirmation of abuse is what the examiner wishes to hear” (p. 620; see also Berliner & Loftus, 1992; Emans, 1988; Frankel, 1993; Loftus, 1995). 

Gutheil (1993) presented evidence suggesting that adult memories of childhood abuse might easily be contaminated - or even generated - through the suggestion of a nonobjective therapist. “More often than not, repressed memories are elicited through therapeutic interventions that involve repeated suggestions, imagery induction, journal writing, hypnosis, sodium amytal, etc.” (Ceci & Loftus, 1994, p. 352; see also Lindsay & Read, 1994; Loftus, 1997, 1998; Loftus & Hoffman, 1989; Pope & Hudson, 1996; Read & Lindsay, 1994).

Indeed, Garry, Manning, Loftus, and Sherman (1996) showed that imagination of an event increased the subject’s confidence that the event did occur.  The authors noted that when a therapist repeatedly encourages a client to imagine a seemingly repressed event such as an abusive childhood event, “these imagination activities may unknowingly promote a greater belief that particular episodes occurred” (p. 214; see also Loftus, 1997).

Merskey (1995) noted that although the accusations are usually not supported by family members and no single event can be identified to indicate trauma of the family’s dysfunction, the patient may, nonetheless, produce memories of childhood abuse.  “If memories do not come quickly, more pressure is exerted” (p. 282). In addition, patients are advised to avoid family members until they acknowledge “their wickedness and guilt” and lawsuits are filed to pay for damages and therapy. The suggestion may be so strong that individuals are likely to truly believe the authenticity of the experience (Zaragoza & Lane, 1994). The therapist’s effect on shaping another’s memory may be so pervasive that Loftus and Hoffman (1989) proposed a Watsonian future for the misinformation effect:

Give us a dozen healthy memories, well-formed, and our own specified world to handle them in. And we’ll guarantee to take any one at random and train it to become any type of memory that we might select... regardless of its origin or the brain that held it (p. 103).

Pope and Hudson (1995a) cast further doubt on the authenticity of repressed memories by demonstrating that none of four studies, which attempted to find evidence for repression of memories of childhood sexual abuse, provided clear confirmation that trauma had actually occurred and that amnesia subsequently developed (see also Pope, Hudson, Budkin, & Oliva, 1998; Pope et al., 1999). An additional line of evidence used to support the notion of permanency of memory is the spontaneous reappearance of inaccessible memories triggered by the provision of certain cues (Crowder, 1976; Tulving & Thomson, 1971, 1973).  A related phenomenon is the recovery of memories through daydreams or free associations. In criticizing this argument, Loftus and Loftus (1980) indicated that these phenomena do not prove that all memories are potentially recoverable. Moreover, with regard to the effects of fantasy activities on memory, Erdelyi (1970) pointed out that rather than intensifying the memory itself, fantasy induces people to adopt a lax criterion for reporting; therefore, low confidence memory items, which otherwise might not be reported, are recalled.

The retention of verbal and motor skills, even after a lack of practice for a prolonged period of time, lends additional support to the concept of permanency of memory. For example, in his attempt to further confirm the psychoanalytic thesis of permanency, Wachtel (1977, p. 29) described the case of a woman who, while recovering from anesthesia, began to spontaneously speak in Hungarian, a language she had not spoken since early childhood and of which she claimed to be ignorant as an adult. However, while it has been empirically demonstrated that language and other knowledge, though not used, can be preserved for many years (Bahrick, 1984a; Bahrick, Bahrick, Bahrick, & Bahrick, 1993; Conway, Cohen, Stanhope, 1991, 1992; Power, 1993), evidence suggests that this holds true only for those components of an organized structure that were highly practiced. The degree of learning affects the memory traces and, thereby, constitutes a major factor in determining the longevity of retention (Bahrick, 1984b; Conway, et al. 1992). This means that highly practiced and organized materials, such as language retention, motor skills (e.g. Adams, 1987; Wilberg, 1990) and visual memories (Bahrick, 1983; Bahrick, Bahrick, & Wittlinger, 1975) may be immune to forgetting. However, these findings by no means support the psychoanalytic concept of permanency of memory. The very function of repression is to inhibit rehearsal and organization of anxiety-provoking events, particularly since the mechanism is typically activated immediately after one- time exposure. 

A number of investigators of “Flashbulb Memories” (Brown & Kulik, 1977; Sheingold & Tenney, 1982; Winograd & Killinger, 1983; Yarmey & Bull, 1978), examined the recall of salient childhood events, such as the assassination of President Kennedy, the resignation of President Nixon, and the birth of a younger sibling, and found that these memories could be recalled even many years after their occurrence. Brown and Kulik (1977) theorized that this phenomenon implies the existence of a special memory mechanism which results in a detailed, permanent record of one’s experience and which is activated by a surprising and exceptional event. However, in a more controlled study in which subjects were questioned about the explosion of the Challenger Space Shuttle both immediately after and following a nine month interval, McCloskey, Wilbe, and Cohen (1988) found that flashbulb memories are neither uniformly accurate nor immune to forgetting. The authors concluded that flashbulb memories should be viewed as products of an ordinary, rather than a special, memory mechanism (see also Cohen, McCloskey, & Wilbe, 1990; and Wright, 1993). These results are substantiated by several other investigators as well (Christianson, 1989; Weaver, 1993; see also Hudson & Fivush, 1991). 

Thus, the evidence suggests that people remember rather than forget traumatic incidences. Additionally, the overall findings tend to support Hintzman’s (1978) statement that “the most reasonable conclusion regarding the permanent memory hypothesis, at the present time, is that it is probably incorrect” (p. 804). Certainly the evidence does not support Freud’s concept of permanency of repressed memories. Moreover, the findings suggest that Freud arrived at his mistaken conclusion because he motivated his patients to generate false memories that would confirm his psychoanalytic hypotheses. 

Pathogenic Effect of Repression


According to psychoanalytic theory, repression is a primitive and ineffective method of coping that resembles escaping a problem, rather than solving it (Freud, 1926/1964, pp. 92, 153, 202-203; 1936/1963, pp. 19, 97). Repression is harmful because it inhibits an accurate perception of reality and thus prevents the utilization of effective coping measures.

Furthermore, the stressor remains active in the unconscious system producing tension that, if not discharged, may result in serious behavioral disturbances and/or damage the individual’s physiological system (e.g., see Alexander, 1939, 1950; Fenichel, 1946; see case studies by Bagby, 1922; Dollard & Miller, 1950, p. 20; Leonard, 1927). Fenichel (1946) noted that as long as the internal energy is not strong enough to break through the barrier of repression, “the person may suffer only a certain impoverishment of personality.” (p. 121) However, the disturbance of this equilibrium may bring “the danger of a neurosis” (p. 121). 

Repression may promote adjustment only when the repressed energy is sublimated or discharged in a socially acceptable manner (i.e., catharsis), such as in a verbal expression of anger (Alexander, 1950; Geen & Quanty, 1977; Holt, 1970). In this case, “energy is withdrawn in favor of the cathexis of its substitute” (Fenichel, 1946, p. 141). Thus, the task of treatment is to lift “repression of the pertinent traumatic experience, and to effect a release of the pent-up affect” (Grünbaum, 1984, p. 177).  Lifting of repression, which supposedly allows the penetration of forgotten events into the conscious, is considered by psychoanalytic advocates as a prerequisite for any true and enduring therapeutic success (Bagby, 1922; Grünbaum, 1984; Messer, 1986; Moss, 1960; Wachtel, 1977, pp. 18- 23, 26-29).


Case studies are the type of evidence that psychoanalytic advocates typically employ to support the idea of pathogenic effects of repression. However, as demonstrated by Grünbaum (1984) in his reanalysis of Freud’s work, this type of evidence is insufficient to verify the psychoanalytic hypothesis mainly because it can be accounted for by alternative concepts. The same conclusion was reached by other investigators that reanalyzed Freud’s case study (Wolpe & Rachman, 1960) or other psychoanalytic cases (e.g., Rofé, 1989, pp. 131-141; 187-192; see also case 1 in Chapter 4, pp. 107-111). In this section three types of empirical studies that are relevant to the psychoanalytic concept of pathogenic effects of repression will be examined. These include studies on reality distortion, the inhibition of emotion and lifting of repression in clinical settings. 

Reality Distortion

Largely due to the great impact of the Freudian doctrine of repression, the psychological community adopted the view that full awareness of reality is crucial for the individual’s well being (e.g., Jahoda, 1953, p. 349; 1958, p. 6; Jourard & Landsman, 1980, p. 104; Maslow, 1950, p.16; Millham & Kellog, 980, p. 456). However, contrary to this conception, increasing evidence indicates that among the normal population, distortion in the perception of self and world buffers the noxious psychological consequences of stress and, in general, enhances rather than inhibits adjustment (e.g., Baumeister, 1989). Numerous studies comparing depressed individuals with normal subjects found that the former had a more accurate perception of reality (Taylor, 1983, 1989; Taylor & Brown, 1988). Similarly, evidence shows that subjects with a higher illusion of control (e.g., Alloy & Clements, 1992) or distractive response style, by which the individual avoids ruminating on stress-related thoughts  (Nolen-Hoeksema, 1991; Nolen-Hoeksema & Morrow, 1991, 1993; Nolen-Hoeksema, Morrow, & Fredrickson, 1993), were less vulnerable to depression when confronted with experimentally induced failure or naturally occurring negative life-events. Other evidence (Cain, 1990; Lewinsohn, Mischel, Chaplin, & Barton, 1980; Nolen-Hoeksema et al., 1993; Rof(, 1989, pp. 279-283) indicates that therapy should encourage the development of illusion/distraction coping strategies rather than an accurate perception of reality. An illusion/distraction coping strategy is effective not only in decreasing the likelihood of depression, but in dealing with anxiety-provoking situations as well (see Cohen & Lazarus, 1973; Gibbons, 1990; Langer, Janis, & Wolfer, 1975; Miller, 1981; Miller & Mangan, 1983; Schwarzwald, Weisenberg, Waysman, & Solomon, 1993; Shaw, 1987). 

From the standpoint of psychoanalysis, a coping personality style that prefers minimal information about threatening events should result in a more poorly adjusted individual than a personality type who prefers maximal information about a threatening event. However, the bulk of studies regarding the psychological adjustment of repressors and sensitizers (see review by Bell & Byrne, 1978, pp. 449-485; Rof(, 1989, pp. 26-32) and high social desirability scorers (e.g., McCrae & Costa, 1983; Millham & Kellog, 1980), indicate that threat-avoidance behavior is likely to enhance adjustment. Evidence shows that “repressors,” namely those who avoid perceiving, thinking, recalling or verbalizing threatening stimuli (Bonanno, 1989; Davis, 1987; Davis & Schwartz, 1987; Eberhage, Polek, & Hyman, 1985; Mendolia, Moore, & Tesser, 1996; Olson & Zanna, 1979; Rof(, 1989, pp. 26-28; Thornton, 1992), are less anxious and generally better adjusted individuals (de-Man, 1990; Rof(, 1989, 28-32) than those termed “sensitizers,” who display the opposite coping strategy. As claimed by Epstein and Shontz (1971), these findings are inconsistent with the psychoanalytical model of repression, since, according to psychoanalysis, sensitizers who are aware of their weaknesses should present a “picture of psychological well-being.” (p. 389)

Several investigators questioned the validity of the Repression-Sensitization (R-S) scale for two main reasons: 1) A high positive correlation with self-report scales of anxiety (e.g., .91 with Taylor’s anxiety scale; see Joy, 1963; Sullivan & Roberts, 1969), and a high negative correlation with social desirability scales (e.g., 90; Abbott, 1972; Joy, 1963). These findings raise the possibility that the R-S scale is in fact a measure of anxiety or social desirability, rather than repression; 2) The greater adjustment of repressors on self-report scales may merely reflect their stronger social desirability tendency rather than true adjustment. This is consistent with evidence that repressors displayed greater levels of anxiety on physiological measurements of anxiety (see Rofé, 1989 pp. 28-30). However, as mentioned above (see Rofé, 1989 pp. 26-28), studies consistently demonstrated that repressors display avoidance tendency toward anxiety- arising stimuli, namely that they avoid perceiving, thinking, recalling and verbalizing threatening stimuli. These findings are sufficient to justify the validity of the R-S scale. Moreover, repressors were found to be more adjustable individuals than sensitizers, not only on self-report scales, but also by independent measures of adjustment such as spouse’s and peer’s ratings (Rofé & Lewin, 1979; Rofé, 1985). Regarding the physiological measurements of anxiety, some reported that repressors showed higher levels of anxiety than sensitizers, some found the opposite, and some reported no significant differences (see Rofé, 1989 pp. 28-30). Thus, the overall findings are consistent with the studies reviewed above. They demonstrate that, contrary to the psychoanalytic ideology of repression, among the general population, when the stress is unavoidable or insolvable, distraction and reality distortion enhances rather than inhibits adjustment. 

Additional evidence supporting this hypothesis concerns studies on social desirability. Research data show that high social desirability scorers distort reality so that both they themselves and others become aware of their positive rather than negative personality characteristics (Berger, 1971; Millham & Kellog, 1980). Yet, contrary to the traditional psychoanalytic conception that viewed high social desirability as having a negative impact on one’s mental health, the high scorers on this measure displayed better psychological adjustment (Bell & Byrne, 1978). This better adjustment was displayed not only on self-report scales but also when independent measures of adjustment, such as spouse’s ratings, were used (McCrae & Costa, 1983). Authors concluded that the high social desirability subjects “were in fact better adjusted, friendlier and more open than those who scored low” (McCrae & Costa, 1983, p. 886). These findings are consistent with data reviewed by Taylor and Brown (1988) that demonstrate that adjusted people “tend to be very cognizant of their strengths and assets, and considerably less aware of their weaknesses and faults” (p. 195). Thus, while in the past it was assumed that “positive mental functioning depends upon being in touch with reality” (Taylor, 1983, p. 1167), the cumulative objective research data indicates that successful adjustment to frustrating life events “rests fundamentally upon the ability to form and maintain a set of illusions” (Taylor, 1983, p. 1161).

Emotion Inhibition

In psychoanalysis, repression is an unhealthy psychological process, not only because it distorts reality and, hence, prevents rational adjustment processes, but also because it may block discharge of stress-related tension.  A prolonged emotional restraint may damage both mental and physical health (e.g., Alexander, 1950; 
Fenichel, 1946; Holt, 1970). Repression of anger was viewed as preventing intimate relationships, increasing hostile-prone personalities and facilitating the development of various illnesses such as rheumatoid arthritis, hives, psoriasis, peptic ulcers, epilepsy, migraines, Raynaud’s disease and essential hypertension  (Holt, 1970, p. 9).  However, there is little evidence in favor of this psychoanalytic notion.  For example, although repressors tend to inhibit their feeling of anger (Scarpetti, 1974), they are better adjusted individuals (Rof( & Lewin, 1979) and have more satisfactory marital relationships than sensitizers who tend to express their anger (Rof(, 1985). Similarly, contrary to a psychoanalytic hypothesis, the expression of anger (i.e., catharsis) actually increases the potential for subsequent episodes of aggressive behaviors (Berkowitz & Green, 1967; Berkowitz, Green, & Macaulay, 1962; Goldman, Keck, & O’Leary, 1969; Loew, 1967; Nelsen, 1969; Wheeler & Caggiula, 1966).  Likewise, while earlier studies tended to be in agreement with the psychoanalytic hypothesis that repressed hostility may be one of the underlying causes for essential hypertension (e.g., Cochrane, 1971), more recent studies could not replicate those results.  Evidence shows either no connection between these two variables (e.g., Cochrane, 1973; Goldberg, Comsock, & Graves, 1980; Steptoe, Melville, & Ross, 1982; Weatley et al., 1975) or the opposite trend, i.e., that hypertensive patients tend to be more hostile (Baer, Collins, Bourianoff, & Ketchel, 1979; Mann, 1977; Whitehead, Blackwell, DeSilva, & Robinson, 1977).  Mann (1977) concluded that his findings “run contrary to the accepted theory of repressed hostility” (p. 659). “If anything, the hypertensive subjects displayed more self-criticism and reported more expressions of hostility than normotensive subjects” (Mann, 1984, p. 31). Additionally, several other investigators reported that the expression of anger, rather than its repression, significantly increases the risk of coronary heart disease (Chesney, Black, Chadwick, & Rosenman, 1981; Matthews, Glass, Rosenman, & Bortner, 1977; Siegman, 1993; Williams et al., 1980). 

A number of investigators found a significant relationship between a repressive personality type and cancer (see Bahnson, 1981; Jensen, 1987; McHugh, 1985; Pettingale, Morris, Greer, & Haybittle, 1985; Taylor & Brown, 1988).  Some investigators believe that due to the inhibition of negative emotions, particularly anger, repression either contributes to the development of cancer or inhibits emotional adjustment to the illness (Dattore, Shontz, & Coyne, 1980; Grassi & Molinari; 1988; Greer, 1983). Other researchers claim that repression facilitates the development of cancer because it reduces attention to bodily signals of distress.  Reduced attention may either prevent the nervous system from regulating itself effectively (Jensen, 1987), or inhibit the patient from seeking proper medical care (Lazarus, 1979). However, while further research is needed to psychologically clarify the exact nature of this relationship, other evidence indicates that cancer patients can cope better with feelings of anxiety, depression and helplessness, when they have a repressive rather than expressive, personality style (Jensen, 1987; Miller & Mangan, 1983; Taylor, 1983; Taylor & Brown, 1988). 


In conclusion, there is little evidence to support the psychoanalytic assertion that inhibition of emotion may have dangerous consequences on the individual’s well being. The data suggests that expression rather than inhibition of anger is likely to damage the individual’s social adjustment and may precipitate cardiovascular diseases.  The exact relationship between emotional inhibition, particularly anger, and the development of hypertension or cancer is yet unclear.

Lifting of Repression

In a thorough analysis of Freud’s work, Grünbaum (1984, pp. 177-189) claimed that the psychoanalytic conviction that neurosis was a direct result of repression was based on subjective interpretation of therapeutic outcomes rather than on vigorous scientific data.  Psychoanalytic therapeutic achievements were attributed to a “cathartic lifting of the repression” (Grünbaum, 1986, p. 223), i.e., a reinstatement of the preceding trauma in consciousness, along with the release of the pent-up emotional distress originally related to the trauma. However, as elaborated upon by Grünbaum (1984, 1986), the psychoanalytic therapeutic results are insufficient evidence for the concept of “lifting of repression”, since these effects can equally be attributed to placebo (Grünbaum, 1986, pp. 224).

Additionally, Eysenck (1952) reported that two-thirds of neurotic patients will recover or improve to a marked degree within about 2 years of the onset of their disorder, irrespective to whether they received psychotherapy or not (p. 322; see also Eysenck, 1966). After careful consideration of the critique which Eysenck’s findings generated, both Rachman and Wilson (1980), and Erwin (1980) came to the conclusion that there is no evidence to support the view that psychoanalysis is an effective therapy. In fact, psychoanalytic therapeutic intervention may intensify the patient’s suffering by refocusing the individual’s attention to the traumatic memory or by generating such a memory  (Ceci & Loftus, 1994, p. 358; Gross, 1978, pp. 32, 205; Mueser & Berenbaum, 1990).  

Therapeutic interventions that ignore patients’ past memories, such as behavioral, cognitive and drug therapy, achieve significant therapeutic gains (see Chapter 7), often better than psychoanalysis (e.g., Giles, 1983a, 1983b; Rachman & Wilson, 1980). This further challenges the validity of Freud’s concept of lifting of repression. 


In conclusion, the claim that repression is unhealthy for the individual’s well being has received no empirical support.  Contrary to psychoanalysis, a repressive coping style among the general population tends to enhance one’s adjustment. Psychoanalysts have yet to prove that psychiatric symptoms are causally linked to repression and that lifting of repression facilitates recovery. The evidence challenges the validity of psychoanalytic assumptions. 

Discussion


As shown throughout this chapter, not one of the components composing Freud’s concept of repression has received empirical support. Moreover, three areas of research contradicted Freud’s theoretical position.  The first concerns laboratory studies that attempted to prove the unconscious component of repression. The second concerns studies showing that people remember rather than forget their traumatic events, and the third relates to studies that examined the pathogenic effect of repression.


Regarding the unconscious, studies found no empirical confirmation for the existence of an autonomous unconscious entity. Furthermore, contrary to psychoanalysis, laboratory studies show that the memory inhibition of anxiety-provoking events, previously attributed to unconscious processes, is merely the result of distraction. As one would expect of the anti-experimental attitude of the founders of the psychoanalytic movement (Freud, 1914/1959, p. 298; Jung, 1928, p. 246; see also Gross, 1978, p. 196), psychoanalytically oriented investigators devalued the theoretical implications of these findings. Thus, while Holmes (1974) concluded that “there is no evidence that repression exists” (p. 650), Erdelyi and Goldberg (1979) responded that Holmes’ had neglected the clinical evidence that serves as the foundation for the concept of repression. They argued that the existence of repression need not be determined by laboratory studies. “It certainly would be misleading to imply that repression was a piece of philosophic or artistic speculation... But since when, and by what philosophy of science, is a phenomenon’s existence predicated on the laboratory scientist’s ability to create it?” (Erdelyi & Goldberg, 1979, p. 359).

In response, Holmes (1990) noted that when laboratory studies were consistent with the psychoanalytic conception, most theorists “embraced” these findings. When further controlled studies could not produce results in support of repression, “advocates of repression turn their backs on the procedures” (p. 96). Holmes added that since “sixty years of research has failed to reveal evidence for repression... The time may very well have come for us to get repression behind us... so that we can move on” (Holmes, 1990, p. 99). 


As an alternative, Erdelyi and Goldberg (1979; see also Erdleyi, 1990, 1993) defended the psychoanalytic concept of repression by claiming that Freud himself conceptualized repression as a conscious process. The authors noted that, in his very early writings, repression was viewed as “a conscious, deliberate act” (Erdelyi & Goldberg, 1979, p. 365).

However, Mackinnon and Dukes (1964) noted that while Freud first used the terms repression and suppression to refer to a single mechanism and defense, he later referred to repression as a process, “which went on without any conscious awareness” (p. 681). Further, Laplanche and Pontails (1968) indicated that, as a result of incorrect English translation, some investigators were misled into thinking that Freud did not differentiate between repression and suppression.   

Even if Erdelyi and Goldberg’s interpretation of Freud’s real intention is accepted, it should not affect the critique of the psychoanalytic doctrine of repression. Psychoanalytic advocates view repression as an involuntary unconscious mechanism. For example, Alexander (1932) viewed repression as an unconscious censorship. “It is comparable with a conditioned reflex rather than with a deliberate judgment” (Alexander, 1932, p. 113).  Likewise, Fenichel (1946) viewed repression as “an unconsciously purposeful forgetting or not becoming aware of internal impulses or external events” (p. 148).  A similar position was expressed by many other investigators (e.g., Jourard & Landsman, 1980, p. 140; Stafford-Clark, 1966).  Further, even according to Erdelyi and Goldberg (1979; see also Erdelyi, 1985, 1990, 1993), in both the Freudian and the psychoanalytic doctrine, repressed materials are kept in the unconscious and may dramatically affect individuals’ adjustment. Thus, even if the initial act of repression is viewed as a conscious process, it is indisputable that according to Freud and the entire psychoanalytic doctrine, repression has a strong connection with unconscious processes and the products of repression become no longer accessible to the conscious in the absence of therapeutic intervention.  However, this hypnosis received no empirical validation. 

The second type of evidence refuting the psychoanalytic concept of repression is the previously mentioned, impressive amount of evidence reviewed by Pope and his colleagues (Pope & Hudson, 1995a; Pope et al., 1999). Contrary to the psychoanalytic hypothesis, people remember, rather than forget, traumatic events. In light of these findings, and following Holmes’ (1974, 1990, 1994) experimental findings, Pope and his colleagues arrived at the conclusion that “repression does not occur.” Likewise, Paris (1996), after a review of relevant studies, concluded that, “there is no evidence that trauma makes repression more likely”  (p. 201). 

Regarding the pathogenic effect of repression – the third area of research that contradicts psychoanalysis - previously reviewed evidence showed that among the normal population, a distortion of reality and inhibition of emotions facilitate, rather than inhibit, emotional and behavioral adjustment. One may argue that repression has a positive influence when mild, and has negative consequences, as in clinical cases, when it reaches extreme levels. However, psychoanalysis provides no operational definition of maladaptive repression.  It is not possible to determine in advance, i.e., before behavior deteriorates as a result of stress, whether one has internalized harmful repression. Moreover, the concept of sublimation does not allow one to determine whether repression would eventually result in maladaptive behaviors. Popper (1986) noted that, “since a psychoanalyst cannot predict whether anybody will repress or sublimate, he cannot predict overt behavior (p. 254).


As shown, the evidence casts doubt on the validity of psychoanalysis in the clinical setting, as well. The concept of permanency of memory, a vital component of repression, has received no empirical confirmation. Moreover, it is likely that Freud based his theory on erroneous data due to the increasing evidence that patients can generate false memories, with or without therapeutic suggestions, to fulfill therapists’ expectations. Even if patients’ reported memories were proven to be authentic, this would not be sufficient validation of Freud’s theory of neurosis. As noted by Grünbaum (1986), “the mere existence of repression as a psychological phenomenon... is not sufficient to demonstrate that it causes neurotic symptoms” (p. 225). Psychoanalysts would have to demonstrate that a given type of repressed trauma is always associated with a specific symptom, or alternatively, they would have to specify the conditions that lead to other behavioral changes. However, these minimal demands have not been fulfilled. Evidence shows that the same supposedly repressed trauma (e.g., sexual childhood abuse) either has no maladaptive effects or is associated with a large variety of deviant behaviors (e.g., Cole & Putnam, 1992; Kendall-Tackett, Williams, & Finkelhor, 1993; Pope & Hudson, 1995b; Pope, Mangweth, Negrão, Hudson, & Cordás, 1994; Read & Lindsay, 1994, p. 421). As of now, no satisfactory explanation has been given for these variations.

An additional difficulty is the aforementioned studies’ demonstration of the inefficiency of psychoanalytic therapy. There is no compelling evidence that “therapeutic approaches designed to help clients recover suspected repressed memories are helpful” (Read & Lindsay, 1994, p. 430). Moreover, behavioral and cognitive therapies, which neglects to relate to the patient’s memories, are more effective than psychoanalysis (e.g., see Chapter 7; and Rachman & Wilson, 1980). This poses an additional challenge to Freud’s theory of repression.  

Perhaps the most problematic concept of psychoanalysis concerns the existence of an autonomous unconscious, which is regarded as “one of the three great scientific discoveries that dethroned humankind from its exalted view of itself” (Epstein, 1994, p. 709). No convincing evidence verifies the existence of a storage facility where “dirty laundry” is preserved intact for an indefinite period of time until it is freed by psychoanalytic manipulations. Certainly, there is no data to confirm the existence of a sophisticated autonomous cognitive system that can spontaneously compel life altering behaviors, such as multiple personalities or panic disorders, which can only be subdued by psychoanalytic experts.


In fact, from a strictly scientific point of view, the doctrine of an autonomous unconscious is not necessarily different from the demonology theory of ancient times (Bandura & Walters, 1963, p.30). Like psychoanalysis, the demonology theory claimed that a devil (or an early traumatic event) penetrated the mind (or the unconscious) without the individual’s knowledge, making him or her vulnerable to physical and/or psychiatric illnesses. The only chance of escaping the outbreak of a disease was to avoid making the devil angry (or not exposing oneself to stressful situations similar to those stored in the unconscious; see White & Watt, 1981, pp. 198-199). However, since the devil was completely autonomous and one had no knowledge of its existence, the onset of serious illness was almost inevitable. In order to save the subject from this fate, or cure him after the onset of the illness, the devil (or traumatic event) had to be detected and eliminated from the mind (or brought under the control of the individual’s conscious). This process, however, could be very painful (see Erdelyi & Goldberg, 1979, pp. 367-368 on Freud’s therapeutic intervention). Thus, exorcism (or hyperamnesia, i.e., lifting of repression; see Erdelyi & Goldberg, 1979, pp. 367-371) could not be accomplished without the assistance of a priest (or psychoanalyst). For the duration of the treatment the patient remained unaware of his or her increased resistance as the “healer” got close to the troublesome source (devil or repressed materials; see Perry & Laurence, 1984, p. 24); only the “healer” could tell whether or not the treatment was successful (Erwin, 1980).

Demonology theory has not received any scientific credibility, despite the fact that therapeutic intervention of this kind has resulted in significant outcomes (Hall & Goldstein, 1986; Kirkpatrick, 1981; see also Chapter 7), because no one can demonstrate the existence of demons. In contrast, although the existence of an autonomous, sophisticated unconscious entity was never convincingly proven despite tremendous research efforts (e.g., Greenwald, 1992), psychoanalysis continues to enjoy a respectable status in the science world. In this respect, Gross (1978) seemed to be right when he called the ‘Great Unconscious’ one of the most powerful religious ideas of the second half of the twentieth century.

Our Unconscious becomes real only after revelation by a therapist-priest who can explain the mysteries of the ‘Unknown Us’, as reasonably as the clergy once explained the secrets of the ‘Unseen God’ (Gross, 1978, p. 44).

It is no wonder that investigators are calling for the abandonment of the concept of the unconscious if it “does not soon switch from being controversial to being conclusive” (Greenwald, 1992, p. 755).

Much like Freud in the past (Freud, 1914/1959, p. 298), investigators still believe that psychoanalytic concepts are supported by a “wealth of clinical evidence” (Erdelyi & Goldberg, 1979, p. 650). It is in this respect that Gr(nbaum’s (1984, 1986) thorough critical examination of Freud’s work poses serious problems to the validity of this data. As noted by Marmor (1986),

Grünbaum demonstrated convincingly that the basic tenants upon which psychoanalytic theory rests... all fail to meet the tests of scientific methodology. These criticisms have been made by others, both within [e.g., Silverman, 1976] and outside [e.g., Wolpe & Rachman, 1960] of the psychoanalytic profession, but never with as much detail and overwhelming logic as Grünbaum (p. 249; see also Greenberg, 1986).

In addition to the lack of supportive evidence, psychoanalysis dos not have an adequate theoretical account for a number of fundamental issues. For example, it is unclear why the prevalence of nearly all types of neurotic disorders is much higher among women than men. This applies to conversion disorder (Folks, Ford, & Regan, 1984; Jones, 1980), agoraphobia, panic disorders  (Barlow, 1988; Clum & Knowles, 1991; Rosenbaum, Pollock, Otto, & Pollack, 1995; Woodman, 1993), eating disorders (Bemis, 1978; Crisp, 1980; Stice, 1994; Striegel-Moore, Silberstein, & Rodin, 1986), compulsive cleaning neurosis (Marks, 1987a, pp. 284, 298, 424; Rachman, 1985b, p. 6), kleptomania (McElroy, Hudson, Pope, & Keck, 1991; Zavitzianos, 1997) and multiple personality disorder (Allison & Schwartz, 1980; Boor, 1982; Coons, 1980; Coons, Bowman, & Milstein, 1988; Greaves, 1980; Solomon & Solomon, 1982). Why is obsessive-compulsive disorder the only neurosis where the distribution is either equal or higher among men (e.g., Black, 1974, pp. 29 – 33; Cameron & Hill, 1989; Clarizio, 1991; Karno, Golding, & Sorenson, 1988; Rachman & Hodgson, 1980; Rasmussen & Eisen, 1992; Rasmussen & Tsuang, 1984)? Could it be that the females’ unconscious is more prone to certain psychiatric disorders as compared to men?

It is likewise unclear, from a psychoanalytic point of view, why the rate of unipolar depression is significantly higher among women than men (Cicchetti & Toth, 1995; Nolen-Hoeksema, 1987), and why the rate tends to be equal in bipolar disorder (Cicchetti & Toth, 1995; Leibenluft, 1996)?  Psychoanalytic investigators attribute sex difference in depression to differences in men and women’s psycho-sexual development, associated with the Oedipal stage, castration anxiety and penis envy (Mitchell, 1974). Nolen-Hoeksema (1987) rejected this and other traditional explanations of sex differences in depression (e.g., biological, sex role and learned helplessness) for lack of scientific validity. They presented data suggesting that a greater female vulnerability to depression is the result of an increased tendency for women to focus their attention on stress-related stimuli (see also Schwartz, 1972; and Stavosky & Borkovec, 1988). This explanation is supported by additional studies that demonstrate the vital importance of distraction in alleviating depression (Nolen-Hoeksema, 1991; Nolen-Hoeksema & Morrow, 1991, 1993; Nolen-Hoeksema et al., 1993). These findings are inconsistent with the psychoanalytic theory which states that an increased awareness of stressful events decreases the vulnerability to psychiatric disorders (see Epstein & Shontz, 1971, p. 389).

Another theoretical flaw that challenges the validity of psychoanalysis is choice of symptoms. Although Freud suggested that the specific nature of repressed trauma determines the eventual symptom, this hypothesis never gained empirical support (Grünbaum, 1984). For example, investigators did not find a significant relationship between separation anxiety and agoraphobia (Thyer, Nesse, Cameron, & Curtis, 1985; Thyer, Nesse, Curtis, & Cameron, 1986) and between anal fixation and obsessive-compulsive disorders (e.g., Emmelkamp, 1982, pp. 184-188; Pollak, 1979; Rachman & Hodgson, 1980, p. 143) as hypothesized by psychoanalytic theory. Thus, the basic question of how specific psychopathological disorders are generated remains unanswered.

It is equally difficult to account for the diagnostic fluctuations observed throughout the years. Why has there been a substantial decrease in conversion disorder, especially in its dramatic forms (Jones, 1980), and why has this disorder become more typical at the lower socio-economic level (Jones, 1980; Weinstein, Eck, & Lyerly, 1969)? Nandi, Banerjee, Nandi, and Nandi (1992) conducted a controlled survey of two Indian villages within either a 10 or 15 year time gap. The authors reported that a decrease in the prevalence of conversion disorder was associated with improvement in the socio-economic level. How can these socio-culture differences be explained in psychoanalytic terms? 

Another noticeable diagnostic fluctuation is the dramatic increase in the prevalence of eating disorders (Lucas, Beard, O’Fallon, & Kurland, 1991; Mitchell & Eckert, 1987; Striegel-Moore et al., 1986; Szmukler, McCance, McCrone, & Hunter, 1986; Willi & Grossmann, 1983; Willi, Giacometti, & Limacher, 1990). They were once prevalent among the upper class and are now either more common in the lower class  (Pope, Champoux, & Hudson, 1987) or equally distributed among all classes (e.g., Mitchell & Eckert, 1987; Whitaker, et al., 1989).  One striking example was reported by Kaffman and Sadeh (1989), in kibbutz settlements where there has been an increase of about 800% in anorexia nervosa in a time period of 25 years. The increase in bulimia nervosa, which has been termed the “disorder of the 1980s” (Foryet, 1986, p. 659), has been even more dramatic (Shisslak, Crago, Neal, & Swain, 1987; Striegel-Moore et al., 1986).

A dramatic increase was observed, as well, in the prevalence of multiple personality disorder (Boor, 1982; Fahy, 1988; Merskey, 1995). Although some investigators denied that these diagnostic fluctuations actually occurred (e.g., Stephens & Kamp, 1962, with respect to conversion disorder), the aforementioned evidence points to the opposite conclusion.

It might be argued that criticism of Freud’s concepts does not affect the credibility of psychoanalysis because post-classical psychoanalysts have since made significant modifications in Freudian theory. However, as noted by Erwin (1986), repression plays a key role in the development of neuroses in all versions of psychoanalytic theory (e.g., see Messer, 1986; Mitchell & Black, 1995; Sampson, 1992). Therefore, “the epistemological problems that Grünbaum raised for the clinical confirmation of orthodox Freudian theory are also problems for newer versions of the theory” (Erwin 1986, p. 235). Basically, this claim is applicable as well to critique raised throughout this chapter.

Thus, just as Grünbaum’s (1984) work constitutes a major challenge for all versions of psychoanalytic theory, so too the empirical data and theoretical difficulties raised in this chapter are applicable to the entire doctrine of psychoanalysis.


Why does some of the scientific community resist or hesitate abandoning the troublesome psychoanalytic concepts, particularly the unconscious, despite the chronic lack of evidence and fundamental theoretical difficulties? Is it because these concepts serve an important theoretical need in accounting for the phenomenon of unawareness (something which other existing theories have failed to do)? In order to answer this question, unawareness needs to be divided into three major categories.

The first category concerns states of permanent unawareness where the individual has never been and can never be aware.  For example, both firing of the nervous system (Kihlstrom, 1984; White, 1980) and the spontaneous disappearance of a stabilized image on the retina (Shevrin & Dickman, 1980) are never consciously perceived.  These states can be accounted for by the biological limitation of the human brain and are irrelevant to the psychoanalytic theory.  As suggested before, the term unconscious in this context is misleading and should be abrogated at least in the psychoanalytic sense.  

The second category refers to unawareness of normal behavioral activities, such as the automization of motor skills (e.g., driving; Lewin, 1982), perceptual defense (e.g., Erdelyi, 1974), episodic bizarre behaviors (e.g., shoplifting; Bowers & Meichenbaum, 1984; Reason & Lucas, 1984), disastrous slips in action (e.g., Reason, 1984a), and failure to report the underlying causes of simple behavioral deviation (e.g., animal phobia; McNally & Steketee, 1985; Moss, 1960). As stated previously and elsewhere (Rof(, 1989), none of these phenomena necessitate the term unconscious since they can be accounted for by alternative terms such as divided attention, absentmindedness, distraction or normal forgetting processes. As noted by Loftus et al., (1994) 

Normal forgetting of all sorts of events is a fact of life, but it is not thought to involve some special repression mechanism.  Forgetting of all sorts of events happens, even significant or traumatic ones, but this forgetting is not thought to involve a repression mechanism (p. 73).

The third category of unawareness, which constitutes the most serious issue in psychopathology, concerns the inability of neurotic and psychotic patients to account for the dramatic and bizarre changes in their behavior, even when questioned immediately after onset, and their helplessness to restore normal behavioral functioning. One of many examples (see Chapter 4) that can demonstrate this claim is a woman who developed an extreme fear of chocolate (Rachman & Seligman, 1976). The fear severely disrupted the woman’s daily behavior, could not be accounted for by any environmental event, and was highly resistant to extinction. Originally, Freud suggested the concept of an unconscious because his patients could neither explain these bizarre and often radical changes in behavior nor control them (see Shevrin & Dickman, 1980, p. 422; and Maddi, 1980, p. 425). Since the psychiatric community has not yet provided a more scientifically based account for this third category of unawareness, and the alternative theoretical approaches have not yet proved their scientific validity (see Chapters 2 & 3), the need for Freud’s concept of the unconscious continues.

As noted by Emmelkamp (1982) in reference to several examples of bizarre behavioral deviations, “although there is little empirical support for the psychoanalytic point of view... one cannot help but be impressed by some of the clinical observations [of bizarre behaviors]... made by psychoanalysts, especially by Freud and Fenichel” (p. 181). Erdelyi (1985) later noted, in discussing the case of a woman who developed a bizarre behavioral disorder, that

Freud’s espousal of the unconscious was ultimately dictated not by any specific empirical fact but by scientific necessity; for without the assumption of an unconscious dimension of mind, psychological activity dissolves into a senseless unfolding of disconnected, haphazard, and even bizarre events... (p. 51).

Hence, the necessity of the unconscious is dictated not by solid empirical evidence but rather by the theoretical need to account for senseless and bizarre behavioral functioning.

Freudian concepts will lose their theoretical appeal, only if a better theory is provided to account for the development of psychiatric symptoms, patients’ lack of unawareness of the underlying causes for the dramatic changes in their behavior, and their inability to restore normal functioning. 

2

Flaws in Behavioral-Cognitive Theories of Fear


As repression is to psychoanalysis, fear is the most critical concept in behaviorist approaches to psychopathology. The vast majority of behavioral studies focus on the underlying mechanisms of fear in their attempts to understand the development of behavioral disorders. Research and clinical data reviewed in this chapter will show that neither conditioning nor cognitive theories can account for the complex phenomena of acquiring fear. This failure to validate their basic theoretical position regarding the development of fear would essentially jeopardize the foundation of the behavioral-cognitive approach to psychopathology.

Behavioral Models

Pavlovian Model


According to the Pavlovian paradigm, any conditioned stimulus (CS), i.e., neutral stimulus, which is followed by an unconditioned stimulus (UCS) that naturally provokes anxiety, should generate a conditioned fear toward the CS.  This theoretical model was adopted to account for both the development of simple fears (e.g., Watson & Rayner, 1920) and neurosis (e.g., Eysenck & Rachman, 1965; Wolpe, 1952, 1958; Wolpe & Plaud, 1997).  However, a large amount of research shows that the orthodox Pavlovian paradigm is inadequate to account for the development of even simple fears. One indication of this fact is that people often fail to develop conditioned fear despite the presence of intense aversive events. For example, aversive experiences with dogs will not necessarily cause dog phobia (Di Nardo et al., 1988), and painful, traumatic experiences during dental surgery may not lead to the development of dental phobia (e.g., Davey, 1989a). Even repeated exposure to highly traumatic events, such as those during World War II (Rachman, 1990), the Lebanon War (Saigh, 1984a, 1984b, 1985), and terrorist attacks (Rof( & Lewin, 1980, 1982), do not always cause behavioral deviations. 

Failure of conditioning was noticed in laboratory settings as well. For example, in a laboratory analogue of electrical aversion therapy, Hallam and Rachman (1976) found that no conditioned fear developed in response to the aversive event. Similarly, Marks and Gelder (1967) reported that most of their patients were indifferent to conditioned stimuli employed in electrical aversion therapy (see also Bancroft, 1969; and Hallam, Rachman, & Falkowski, 1972 for similar results). None of these findings can be integrated within the Pavlovian paradigm


According to Pavlovian theory, all stimuli have an equal chance to be conditioned as long as they are followed by a UCS (Rachman & Costello, 1961; Wolpe & Rachman, 1960). However, research data indicates that the distribution of fear is inconsistent with the prevalence expected by the Pavlovian paradigm (Menzies & Clarke, 1995a; Rachman, 1990). For example, snake phobia is far more common than dental or injection phobia, despite the fact that negative experiences of the latter are much greater (Agras, Sylvester, & Oliveau, 1969).


A more fundamental problem with the Pavlovian model concerns the development of agoraphobia and panic disorders. Unlike simple fears, they severely disrupt the individual’s daily functioning and are the most prevalent of clinical fears (e.g., Mathews, Gelder, & Johnston, 1981; Thorpe & Burns, 1983). Usually, the onset of these fears is sudden, i.e., in the absence of environmental conditioning events (i.e., UCS) or observational learning (Barlow, 1988; Jacobs & Nadel, 1985; Marks, 1987a; Rachman, 1990). This phenomenon of sudden onset is typical of other types of bizarre fears, which like agoraphobia and panic disorders, seriously disrupt one’s daily activities.  This includes cases of unusual fears of chocolate or vegetables (Rachman & Seligman, 1976), trains (see Leonard’s autobiographical account, 1927), insects (Jacobs & Nadel, 1985), and rat germ contamination (Brandt & Mackenzie, 1987). In all these cases there is no environmental event that can account for the behavioral change in conditioning terms.  

The conditioning paradigm is inapplicable to these types of fear not only due to the absence of environmental traumatic events that could justify the response, but also due to their broad generalization. While according to Pavlovian generalization fear is restricted solely to stimuli similar to the CS, in panic disorders, as noted by Jacobs and Nadel (1985), the response may be spontaneously displayed independent of the environmental context. “Anxiety or phobic reactions may strike at work, in an automobile, or even in the safety of one’s own home” (Jacobs & Nadel, 1985, p. 514). Further, generalization may be so broad that “in some cases (e.g., agoraphobia) the individual may not be able to tell us what is frightening” (Jacobs & Nadel, 1985, p. 514). 


Another basic difficulty is the rarity of agoraphobia, panic disorders, or other forms of bizarre fears, amongst children (e.g., Barlow & Craske, 1988; Kenardy, Oei, & Evans, 1990; Klein, Mannuzza, Chapman, & Fyer, 1992; Rachman, 1990; Rosenbaum et al., 1995; Tearnan, Telch, & Keefe, 1984). “Why should people begin to experience a fear of public places and travel between the ages of 18 and 25?” (Rachman, 1990, p. 73). One would expect that adults who have had much greater fearless exposures to situations such as supermarkets and restaurants would be less vulnerable to developing agoraphobia. This claim is compatible with both the behaviorist notion of habit strength, which states that the learned response is strengthened with reinforced repetition (e.g., Hulse, Egeth, & Deese, 1980 pp. 175, 181-185), and findings that fearless experiences tend to immunize the subject from acquiring conditioned fear (e.g., Davey, 1989a, 1989b; Mineka & Cook, 1986; Rachman, 1990, pp. 181-182). Yet the clinical evidence is contrary to this expectation. The lower prevalence of bizarre fears amongst children is also surprising because simple fears (e.g., fear of animals, darkness, and water) develop during childhood rather than adulthood (e.g., Fredrikson, Annas, Fischer, & Wik, 1996; Graham & Gaffan, 1997; King, Eleonora, & Ollendick, 1998; Lautch, 1971; Marks, 1987a, p. 372; McNally & Steketee, 1985; Menzies & Clarke, 1993a; Milgrom, Mancl, King, & Weinstein, 1995; Moore, Brodsgaard, & Birn, 1991; Rachman, 1990, p. 73; Spence & McCathie, 1993). 

Pavlovian models also have difficulty explaining why simple and clinical fears (e.g., agoraphobia and panic disorders) are more common among women than men (e.g., Arrindell, Kolk, Pickersgill, & Hageman, 1993; Bennet-Levy & Marteau, 1984; Dillon, Wolf, & Katz, 1985; Eaton, Kessler, Wittchen, & Magee, 1994; Fredrikson et al., 1996; McNally, 1990; Rachman, 1984a; Rosenbaum et al., 1995).


The high resistance to extinction of agoraphobia and panic disorders presents another problem since response continues despite exposure to the CS in the absence of the UCS. As stated by Jacobs and Nadel (1985), “those afflicted with such problems often fail to show extinction after many years of exposure to the feared stimuli, even in the absence of any aversive consequences” (p. 514, see also Seligman, 1988). This lack of extinction is typical of other forms of bizarre fears as well (e.g., chocolate phobia; Rachman & Seligman, 1976). In one clinical case study, a bizarre fear of trains developed into agoraphobia that lasted for more than 14 years, despite vigorous attempts to overcome the fear with a variety of therapeutic introversions.  As noted by Eysenck (1976) 


unless this fact can be explained in a satisfactory manner, the theory becomes untenable.  Indeed, as the essence of the ‘neurotic paradox’ is precisely the failure of extinction to occur (anxiety fails to extinguish although no reinforcement is offered: behavior which is punished continues to occur), we may say that the Watson theory fails to come to grips with the problem which it was designed to solve.  (p. 254; see also Seligman, 1988, p. 326)

According to the Pavlovian model, there should be no difference in the therapeutic efficacy between various kinds of fear. However, evidence shows that exposure treatment causes different therapeutic effects for simple fears and agoraphobia. While only prolonged exposure is beneficial for simple fears (e.g., Marshal, 1985; Rohrbaugh & Riccio, 1970; Rohrbaugh, Riccio, & Arthur, 1972; Stone & Borkovec, 1975), both prolonged and short exposure may lead to an equal amount of improvement in agoraphobia (Emmelkamp & Ultee, 1974; De Silva & Rachman, 1984; Rachman, Craske, Tallman, Solyom, 1986). 


A major challenge to the classic Pavlovian conditioning theory is the phenomena of spontaneous remission. Research and clinical evidence shows that bizarre clinical fear may spontaneously disappear in the absence of exposure (e.g., Rachman, 1990, pp. 237-238; Rachman & Wilson, 1980). For example, a case study by Wolpe (1982, pp. 286-287) demonstrated that the agoraphobic symptoms of a married woman disappeared when she left her husband in order to live with another man, and reappeared when she returned to her husband. A full recovery was achieved only after she divorced her husband. From the perspective of classical conditioning theory, however, the conditioned stimulus was a fear of public places and not a fear of her husband. Therefore, the fact that the patient left her husband should not have caused a remission of her symptoms.

Comments


Despite the above difficulties, Öst and Hugdhal (1981, 1983, 1985; Öst, 1985) claimed that conditioning theory is the best explanation of human fears.  Using self-report scales, they found that high percentages of subjects with animal phobia (47.5%), claustrophobia (68.6%) and agoraphobia (88%) attributed their fear to direct conditioned experiences. Upon administering the same questionnaire, Merckelbach and his colleagues obtained similar findings (Merckelbach, de Ruiter, van den Hout, & Hoekstra, 1989, Merckelbach, Arntz, & de Jong, 1991). However, questionnaire data, particularly when just two out of twenty-five items are related to conditioning experiences and are answered in a ‘yes’ or ‘no’ manner, may not be useful to validate the conditioning theory. Furthermore, while investigating adults concerning the etiology of their animal phobia, McNally and Steketee (1985) found that 77% could not recall the onset of their phobia, claiming that they had had the fear as long as they could remember. Only 23% attributed their fear to conditioned events. Moreover, McNally and Steketee (1985) noted that 

even in those instances when the patients did cite a specific event, it may not necessarily have been the actual cause of the phobia.  It is possible the individuals postulate possible triggering events when at a loss to explain the cause of their irrational fears.  (p. 434)

Similarly, when subjects in other studies were asked to indicate the origin of their fear, only 11.5% to 18% of acrophobic individuals were classified as cases of direct conditioning (Menzies & Clarke, 1993b, 1995b). A larger percentage of the subjects (42% - 56%) claimed that their fear had always been present or had arisen through a non-associative traumatic event (e.g. observational learning). Likewise, Jones and Menzies (1995) reported that 13 of their 19 spider-fearing subjects claimed that they had always been afraid, 4 could not remember the origin of their phobia, and 2 attributed it to a non-associative traumatic event. None of their subjects attributed their fear to direct or indirect conditioning. In another study that investigated spider phobia (Kirkby, Menzies, Daniels, & Smith, 1995), only 6.1% of the cases were classified as direct conditioning when Menzies and Clarke’s questionnaire was administered, as opposed to Öst and Hugdahl’s questionnaire which yielded 51.5%.  In addition, while 75.8% of the responses in the former questionnaire were classified as a “non-conditioning traumatic event or always been this way,” only 15.2% of the responses in the latter questionnaire were so.  Kirkby et al. (1995) noted that in light of these findings there may be an “inherent bias” in the Öst and Hugdahl questionnaire in favor of classical conditioning theory. 


In order to obtain more valid results, Merckelbach, Muris, and Schouten (1996) investigated children, using parental reports to check the authenticity of the subjects’ responses. Employing a revised version of Öst and Hugdahl’s questionnaire, the investigators found that 41% of their phobic children attributed their spider phobia to aversive conditioning events, and the majority of these events were confirmed by their parents.  Nevertheless, their results also show that 46% of the phobic children claimed to have always been afraid of spiders.

Öst and Hugdahl’s report that most of their agoraphobic patients attributed their fear to conditioning is even more surprising than their findings regarding simple fears. While there is at least some supportive research data for the claim that simple fears develop in response to traumatic environmental events (e.g., Milgrom et al., 1995; Rachman, 1991; Yule, Udwin, & Murdoch, 1990), no such evidence exists with respect to agoraphobia and panic disorders. Agoraphobic patients “are very seldom, if ever, run down by a car in the parking lot of a shopping mall. Nor are they assaulted in church, or a movie theater, or some other crowded location” (Barlow, 1988, p. 226).  Öst and Hugdahl (1983) themselves confessed “it is only a minority of the cases for which the UCS to the first anxiety attack can be identified” (p. 629). The authors attempted to reconcile these inconsistent findings by suggesting that the first panic attack was spontaneous and itself functioned as the UCS. However, this is a radical departure from the orthodox conditioning formula.  As will be elaborated later, this suggestion, which became the formal position of the neo-conditioning theorists (Forsyth & Eifert, 1996), is no less problematic.


Another attempt to defend the Pavlovian approach to clinical fears was made by Wolpe (1989). He accused investigators (e.g. Marks, 1976, 1981) who suggested abandonment of the conditioning theory of neurosis of being unjustifiably antagonistic to the theory. The primary argument against the behaviorist approach was that “few patients give the history of traumatic or social conditioning that is demanded by conditioning theory” (Wolpe, 1989, p. 5). Wolpe (1989) disagreed and claimed that this statement was contradicted by reports by Symonds (1943), Lautch (1971), Öst and Hugdahl (1981), and Wolpe (1981). However, the studies by Symonds (1943) and Lautch (1971) did not discuss bizarre fears, such as agoraphobia and panic disorders but rather combat stress reaction (e.g., anxiety, insomnia, and headaches) and dental phobia. Although Wolpe (1981) referred to both simple fear (e.g., driving, public speaking and acrophobia) and clinical phobia (e.g., agoraphobia), his conclusion that these reactions developed due to conditioning was based on his own subjective assessment of a number of relevant cases.  Moreover, Wolpe and Rowan (1988, 1989) themselves acknowledged that the Pavlovian paradigm, in its classic form, does not account for the development of panic disorders, since the onset is not preceded by an observable environmental aversive event. 


Yet, despite its faults, the classical conditioning model of fear cannot be completely abandoned, both because studies with animals are consistent with the theory and because people do occasionally develop simple fears (e.g., dental and dog phobia) after traumatic experiences (see Barlow, 1988, pp. 221-222; Davey, 1989a: Di Nardo et al., 1988; Kuch, Swinson, & Kirby, 1985; Lautch, 1971; Merckelbach et al., 1996; Merckelbach & Muris, 1997; Rachman, 1990, pp. 168-173; Yule et al., 1990).  However, while conditioning can sometimes account for specific forms of fears, the “theory is hard to defend as a satisfactory, sufficient and comprehensive theory of fear acquisition” (Rachman, 1985a, p. 427; see also Rachman, 1991), and a revised theory is in order.

Preparedness Theory


The preparedness theory, originally proposed by Seligman (1970, 1971), states that due to evolutionary processes, species are biologically more prepared to be conditioned to stimuli that are historically essential for their survival (e.g., snakes). Seligman (1971) argued that 

unprepared contingencies are learned and extinguish cognitively i.e., by such mechanisms as expectations, intentions, beliefs or attention, while prepared associations are learned more primitively or non-cognitively. Prepared associations may be the blind associations that Pavlov and Thorndike had thought they were studying (Seligman, 1971, pp. 315- 316).  

Conditioning studies involving infants (e.g., Bregman, 1934; English, 1929; Valentine, 1930; Watson & Rayner, 1920) were employed to demonstrate that conditioning is more readily established with evolution-relevant stimuli (e.g., rats) than evolution-irrelevant stimuli (e.g., wooden duck).  However, these studies are not sufficiently supportive evidence, also because their validity was questioned on methodological grounds (e.g., Delprato, 1980; Harris 1979).


The preparedness theory was also based on taste aversion studies done by Garcia and colleagues (Garcia, Ervin, & Koelling, 1966; Garcia & Koelling, 1966; and Garcia, McGowan, & Green, 1972).  In these studies, rats were more easily conditioned to avoid drinking saccharine-flavored water if it was followed by an illness.  In contrast, aversive conditioning could not easily be obtained if taste was followed by electric shocks, or if illness was associated with external stimuli (e.g., lights). Seligman (1971) claimed that the rapid conditioning of taste-illness reflected a “contingency which rodents have faced through the course of evolution” (p. 314). However, several investigators rejected this interpretation (Delprato, 1980; Jacobs & Nadel, 1985) and stated that the preparedness theory neglected to take into account the belongingness aspects of taste-illness and the developmental history of the animals. Accordingly, Sullivan (1979; see Jacobs & Nadel, 1985, p. 522) demonstrated that aversive conditioning was obtained more easily with the visual cue when the developmental history of rats was experimentally manipulated so that ingestion consequences of a given food were consistently associated with a certain visual cue rather than with a specific taste.


Further, the large number of experimental studies designed to examine the preparedness theory found only partial support for the theory (Davey, 1995; McNally, 1987). Typically, subjects in these experiments were conditioned to either fear-relevant stimuli (e.g., picture of snakes and spiders) or fear-irrelevant stimuli (e.g., pictures of flowers and geometric figures), using electric shocks or a loud noise as the UCS. The acquisition’s hypothesis - i.e., that fear-relevant stimuli are more easily conditioned than fear-irrelevant stimuli - received only minimal or equivocal support (McNally, 1987). Evidence most consistent with this theory is that extinction of conditioned fear to relevant stimuli is slower and non-cognitively mediated than extinction of conditioned fear to fear-irrelevant stimuli (McNally, 1987; Soares & Öhman, 1993).


These findings, however, do not necessarily prove the preparedness hypothesis. Based on two experimental studies, Lovibond, Siddle, and Bond (1993) claimed that the greater resistance to extinction of responses to fear-relevant stimuli might be the result of selective sensitization rather than preparedness. Selective sensitization refers to findings that showed that fear-relevant stimuli elicited larger electrodermal response than fear-irrelevant stimuli when subjects were expecting electric shocks. Although selective sensitization may be attributed to genetic factors, Honeybourne, Matchett, and Davey (1993) reported data that is inconsistent with this possibility. These investigators demonstrated that subjects exposed to phylogenetic (e.g., slides of snakes and spiders) or ontogenetic (e.g., slides of a hand gun or electricity outlet) fear-relevant stimuli did not differ on the expectation of the UCS and on skin conductance response.  Yet both groups displayed greater reactions on both UCS expectation and skin conductance response than did those who were exposed to fear-irrelevant stimuli (slides of flowers and landscape). Thus, UCS-expectancy bias and selective sensitization can be found with nominally dangerous stimuli that have no survival relevance to pre-technological humankind.  The perception of certain stimuli as dangerous may “lead subjects to expect them to be associated with aversive outcomes, and this expectancy bias is then likely to be translated into traditional physiological CRs to produce the standard laboratory preparedness phenomena” (Honeybourne et al., 1993, p. 261).  

This theoretical approach was supported by several additional experimental studies (Davey & Craigie, 1997; Davey & Dixon, 1996). As claimed by Davey (see also Davey’s critical review, 1995), and inconsistent with preparedness theory, the robust conditioning relationships between fear-relevant stimuli and aversive outcomes are the result of the pre-experimental bias. The greater aversive nature of the fear-relevant stimuli “can be explained by biases in the processing of information about threatening stimuli (an expectancy bias model), rather than by phylogenetically-based associative predispositions (biological preparedness)” (Davey & Dixon, 1996, p. 251).  This theoretical approach was employed by Davey to account for results that had previously been thought to support preparedness theory, such as findings of slower extinction rate to phylogenetic stimuli as compared to ontogenetic stimuli (Cook, Hodes, & Lang, 1986; Hugdahl & K(rker, 1981). Additional findings consistent with Davey’s cognitive theoretical position and in conflict with the validity of the preparedness theory were recently obtained through experimental manipulation of these two types of stimuli (Davey & Dixon, 1996).


Numerous investigations examined the applicability of the preparedness concept in clinical settings.  Several investigators assessing the preparedness degree of fears among clinical patients, consisting of specific fears (e.g., fear of loud noises, fear of bees and wasps), found that prepared fears made up the majority of these fears (de Silva, 1988; de Silva, Rachman, & Seligman, 1977; Zafiropoulon & McPherson, 1986). However, Merckelbach, van dan Hout, Hoekstra, and Van Oppen (1988), in examining preparedness among patients with obsessive-compulsive disorders and simple phobias, could not replicate these findings.  Contrary to the above studies, they found that prepared fear did not make up a majority of the fears. Furthermore, all the above researchers, including Merckelbach et al. reported that the degree of preparedness was unrelated to the suddenness and age of onset, duration of phobias and severity of impairment. In addition, de Silva (1988) and Zafiropoulon and McPherson (1986) found no relationship between preparedness and therapeutic outcomes. Although Merckelbach et al. (1988) did obtain some positive results, they noted that

The small size, the relatively low agreement between the preparedness ratings of the independent raters, and the absence of exact information regarding the therapeutic interventions all weaken the weight that can be attached to this positive evidence. (p. 530)


Not only does Seligman’s theory lack supportive evidence in clinical settings (see also Davey’s review, 1995), but clinical evidence sharply contradicts its basic theoretical assumptions. Clinical fears, which are highly resistant to extinction and seriously disrupt the individual’s daily functioning, may develop towards stimuli that are clearly “unprepared”, such as fear of chocolates, vegetables (Rachman & Seligman, 1976), trains (Leonard, 1927) and public places (Leonard, 1927; Marks, 1987a, pp. 325-327).  Moreover, these fears, as with other types of clinical fears (see Menzies & Clarke, 1995a, p. 34), constitute a problem to preparedness theory since the fear develops in the absence of traumatic conditioning episodes, i.e., UCS.  In addition, from an evolutionary point of view, there is no reason for the rarity of these fears among children and their high prevalence among women (McNally, 1990; Rachman, 1990, pp. 73, 107; see also Davey’s review, 1995).


In conclusion, empirical evidence does not justify the acceptance of the preparedness theory. “Laboratory findings have produced only limited support for the preparedness account of phobias.  Moreover, it is not clear at this point that any of the supportive findings require the preparedness explanation” (Menzies & Clarke, 1995a, p. 33). These findings tend to be more consistent with Davey’s cognitive account that fear-relevant stimuli heighten the individual’s expectancy of aversive outcomes and thereby increase the likelihood of conditioning. Additionally, the very fact that laboratory prepared fears were weak and readily extinguishable reduces the potential value of the preparedness theory, even with respect to simple fears. Certainly, preparedness studies do not promote the understanding of clinical fears, such as agoraphobia and panic disorders. “In sum, at present it is difficult to consider this laboratory work as a comprehensive account of human phobic reactions” (Menzies & Clarke, 1995a, p. 33) 

Hyperventilation Theory

  
The lack of UCS in the etiology of panic disorders constitutes a major problem for the conditioning paradigm (e.g., Jacobs & Nadel, 1985).  In an attempt to resolve this problem, Wolpe and Rowan (1988) suggested differentiating between the first and subsequent panic attacks. They claimed that in the overwhelming majority of panic cases, subjects chronically suffer from high levels of anxiety resulting from severe personal stress (e.g., marital conflicts, death, illness, separation and loss). Consequently, the subject might experience extraordinary physiological disturbances during hyperventilation (e.g., dizziness, palpitations and sweating), resulting in the initial panic attack. 

Experimentally, the hyperventilation symptomology is equivalent to the noxious event (UCS) in the classical conditioning studies, which means that subsequent attacks can be viewed as conditioned responses. “Just as electrically elicited anxiety becomes conditioned to contiguous stimuli to produce experimental neurosis . . . so may panic anxiety become conditioned to contiguous stimuli to produce panic disorder” (Wolpe & Rowan, 1988, p. 446). Realizing that panic attacks also occur in the absence of hyperventilation, Wolpe and Rowan (1988; 1989) claimed that, in a minority of cases, both initial and recurrent attacks are caused by biological factors rather than conditioning.

Neo-conditioning theorists of panic disorders adopted a similar theoretical approach (see Barlow, 1988; Carter & Barlow, 1995; Forsyth & Eifert, 1996, 1998; McNally, 1990). As noted by Forsyth and Eifert (1996), “identifying environmental UCS capable of evoking a strong UCR is neither necessary nor sufficient for direct respondent conditioning.  What is necessary, however, is the occurrence of an intense, abrupt and negatively evaluated bodily response” (457).

However, Sanderson and Beck (1989) noted, in their critique of Wolpe and Rowan’s model, that “hyperventilation does not invariably lead to a panic attack in PD [panic disorder] patients (as a UCS should), and that panic attacks are not always accompanied by hyperventilation” (p. 581). For evidence, they mentioned Gorman et al.’s (1988a) findings that only a small proportion (23%) of panic patients responded with panic attacks following laboratory induction of hyperventilation.  In response, Wolpe and Rowan (1989) questioned the validity of Gorman et al.'s findings, claiming that they are inconsistent with clinical observations.  They noted that these “surprising findings” might be the result of methodological differences where Gorman et al. asked their subjects to breathe every 2 seconds instead of 1. Additionally, Wolpe and Rowan clarified their theoretical position by stating that the UCS is not hyperventilation, but rather “a bizarre physiological state in whose production hyperventilation has a causal role” (p. 583).  This explanation does not help Wolpe and Rowan’s case, however, as it implies that any similar sensations should function as conditioned stimulus and invariably cause the arousal of panic attacks.  

Wolpe and Rowan’s theoretical approach is inconsistent not only with Gorman et al.’s laboratory findings but also with results reported by Hibbert and Pilsbury (1989). In examining hyperventilation among panic disorder patients in a natural setting, they noted that their findings 

do not support the hypothesis that hyperventilation causes panic attacks or contributes to their severity.  Hyperventilation may be better understood as a consequence of panic. (p. 805)

Similarly, de Ruiter, Garssen, Rijken, and Kraaimat (1992), in a critical review article, concluded that, “evidence from empirical studies does not support a central role for hyperventilation in panic attacks” (p. 643; see also Garssen, de Ruiter, & van Dyck, 1992; Garssen, de Ruiter, van Dyck, & Hornsveld, 1993).  Likewise, in a more recent study, it was found that room-air hyperventilation caused panic attacks in only a small number of patients; 13% according to blind evaluators and 30% according to patients’ reports (Gorman et al., 1994).


In addition, in criticizing the neo-Pavlovian account of panic disorder, McNally (1990) stated that Pavlovian concepts do not correspond with events that occur during a panic attack. For example, since certain bodily sensations are viewed as CS, which elicit the CR of panic, and because panic itself is defined by these sensations, it is not possible to distinguish between the CS and the CR. “The distinction between CS and CR is further blurred if they are defined by two arbitrary points on a continuum of arousal (i.e., CS = a little physiological arousal, CR = a lot of physiological arousal)” (McNally, 1990, p.406). Additionally, since certain bodily sensations are viewed as the UCS, and these stimuli define both the CS and the CR, it is not clear what the UCS or UCR are.


Furthermore, Sanderson and Beck (1989) claimed that a wide range of substances that do not necessarily cause hyperventilation, are able to provoke panic attacks among panic disorder patients. Wolpe and Rowan (1989) responded that the effect of these substances is the result of a biological vulnerability that some people have to panic disorder. However, there is neither sufficient evidence to support a biological approach to panic disorder (see Barlow, 1988; Rachman, 1990; and Chapter 3 in this book), nor data suggesting that panic patients sensitive to chemical substances are biologically different from patients who do not display panic attacks in response to such substances.


Wolpe and Rowan (1988) and neo-conditioning investigators (e.g., Öst & Hugdahl, 1983) assumed that one spontaneous panic attack is sufficient to produce a psychiatric disorder, resistant to extinction, that may seriously disrupt the individual’s daily functioning for years. However, they neglected to take into account the above-mentioned evidence that human beings, unlike animals, are highly resistant to conditioning - i.e., fear does not develop even when exposed to extreme anxiety-provoking events, both in real life settings (e.g., combat situations; Rachman, 1990; Saigh, 1984a, 1984b, 1985) and in laboratory conditions (e.g., Marks, 1987a, p. 232; Hallam & Rachman, 1976; Hallam et al., 1972). In light of these findings, it is unlikely that one spontaneous arousal of panic attack would cause a conditioned response that would be resistant to extinction and disrupt the individual’s life for an extended period, as is typical in panic disorders (see Jacobs & Nadel, 1985; Leonard, 1927).


Even if one accepts Wolpe and Rowan’s fundamental assumption that stress automatically causes the first panic attack, it is still unclear why this stress factor does not also lead to subsequent attacks. Since it is not claimed that the first panic attack eliminates the stressor, stress can potentially be responsible for the subsequent attacks as well.  If  so, why is the concept of conditioning needed at all? There could have been some justification for this concept if subsequent attacks were elicited only by certain specific stimuli, as is typically the case in Pavlovian conditioning. However, Jacobs and Nadel (1985) noted that “anxiety or phobic reactions may strike at work, in an automobile, or even in the safety of one’s own home. This runs counter to most known forms of learning” (p. 514).


Additionally, neo-conditioning theories of panic disorder do not clarify the conditioning mechanisms by which various forms of panic disorders develop. How does the supposedly spontaneous initial panic attack develop in some cases into non-situational panic disorder and in other cases into agoraphobia with panic (e.g., Barlow, 1988; Jacobs & Nadel, 1985: Marks, 1987b)? Why do panic attacks sometimes become linked to a specific stimulus, such as trains (Leonard, 1927) and driving (e.g., Ehlers, Hoffman, Herda, & Roth, 1994)?  Since both endogenous cues (bodily sensations) and exogenous stimuli (e.g., trains) are present during the first panic attack, it is not clear, from the standpoint of Wolpe and Rowan (1988) and other neo-conditioning theorists (Forsyth & Eifert, 1996, 1998), how the variability of conditioned fears is generated. An additional problem concerns the fact that agoraphobia may also develop in the absence of panic attacks (Gelder, 1989).  


Stress is associated not only with panic disorders but with nearly all types of neuroses, including conversion disorder (e.g., Black, O’Brien, & Hassanyeh, 1985; Blanchared & Hersen, 1976; Folks et al., 1984; P(rez-Sales, 1990; Volkmar et al., 1984), obsessive-compulsive disorder (Brandt & Mackenzie, 1987; de Loof, Zandbergen, Lousberg, Pols, & Grieze, 1989; McAndrew, 1989), and eating disorders (e.g., Bennett, Pleak, & Silverman, 1988; Palmer, 1990; Soukup, Beiler, & Terrell, 1990; Van Den Broucke & Vandereycken, 1986). Since according to Wolpe and Rowan personal stress initiates the first panic attack, and because there is no reason that the intensity of stress in the above-mentioned disorders would be less severe than in panic disorders, the authors need to explain the variability in symptomatology following stressful life-events.


Further, in their critique of cognitive theory, which will be elaborated later, Wolpe and Rowan (1988) claimed that certain anxiety provoking situations, such as when an individual is informed that he or she suffers from a deadly disease (e.g., AIDS or coronary disease), do not produce panic attacks.  However, since Wolpe and Rowan themselves attributed the initial panic attack to anxiety provoking situations which supposedly result in a state of hyperventilation, it is unclear why stress associated with such a deadly disease does not produce hyperventilation and thereby panic disorder.  


In an attempt to defend the neo-conditioning account of panic disorder, Forsyth and his colleagues (Forsyth, Eifert & Thompson, 1996; Forsyth, & Eifert, 1998) subjected a non-clinical student population to conditioning experiments where the UCS was either 20% or 13% CO2 enriched air.  Theorizing that the critical component in conditioning is not the UCS but rather strong bodily sensations, the authors noted that for ethical reasons it was not possible to experimentally test whether responses similar to panic attack could result in conditioned fear.  In order to circumvent this problem, the authors decided to use high concentrations of CO2 enriched air, which had been proven in various experiments as an effective means to provoke panic attacks among panic disorder patients. Forsyth and Eifert found that electrodermal, electromyograph (EMG) and heart rate were higher and more resistant to extinction when associated with fear relevant stimuli (e.g., picture of snake) than fear irrelevant stimuli (e.g., picture of flower). This effect was more robust with more intense UCS. The authors interpreted these findings as supportive of their claim that panic disorders are the consequence of intense bodily sensations that function as UCS.  However, there is an enormous gap between these experimental conditioned fears, which extinguished after 10 non-reinforced CS presentations, and panic disorders, which severely disrupt the individual’s daily life and are highly resistant to extinction. Another problem concerns the experimental findings of Schmidt, Telch, and Jaimez (1996). They reported that only about 40%-45% of panic patients experienced a panic attack during 35% CO2 challenge. If Forsyth and Eifert’s theoretical approach was valid, one would expect that at least the vast majority would panic when reinforced with “their true UCS,” i.e., bodily sensations. Additionally, this theoretical approach is subjected to some of the above criticisms, such as the fact that, often, intense anxiety provoking situations, in both real life and experimental situations, fail to induce conditioning. 


In conclusion, the theoretical attempt at suggesting the concept of hyperventilation or intense bodily sensations as an alternative to the ordinary UCS, which is absent in the etiology of panic disorder, received no empirical validation. Moreover, in addition to specific theoretical problems, this theory suffers from basic theoretical difficulties that challenge the validity of the Pavlovian model (e.g., inability to account for sex and age differences).

Theory of Conditioned Fear Recovery


Jacobs and Nadel (1985) synthesized conditioning and psychoanalytic concepts to account for panic disorders, which, they say, are developed in the absence of UCS and, unlike simple fears, are characterized by broad generalization and strong resistance to extinction. In agreement with the psychoanalytic assumption that childhood events have profound effects on the individual’s later adjustment, and in an attempt to account for patients’ unawareness of the underlying causes of their symptoms, they suggested that the critical conditioning event had taken place in the early stage of development.  Moreover, since patients are unable to remember these events, Jacobs and Nadel (1985) claimed that the conditioning must have taken place in infancy.  In an attempt to account for the patient’s infantile amnesia of this event, the authors argued on the basis of research data on animals (e.g., O’Keefe & Nadel, 1978), that learning is controlled by two neurophysiological mechanisms.  One mechanism is the taxon system, responsible for the establishment of stimulus-stimulus (S-S) and stimulus-response (S-R) bonds, and the second is the hippocampus, where information regarding time-place context of the learning is registered. Since the hippocampus begins to function only after 18-36 months postpartum, prior learning is controlled solely by the taxon system. Therefore, with an inactive hippocampus, the subject is incapable of remembering the time and the place of the conditioning event. Thus, conditioned fear, established at infancy and subsequently forgotten, constitutes the basis of the onset of clinical phobia in adulthood. Based on research data with animals, Jacobs and Nadel (1985) claimed that stress produces hormonal changes that inhibit the neural activity of the hippocampus, and causes the reinstatement of the conditioned fear established at the infancy stage. Once developed, “conditioned fear might never be eliminated using traditional extinction or counter-conditioning procedures,” (p. 525).


Not only is the subject unaware of the frightening infantile events, but he or she can never become aware of these experiences. Furthermore, it is not possible to free the individual altogether from the poisoning effects of the infantile conditioned fear because the predisposition “towards psycho-pathological reactions” (Jacobs and Nadel, 1985, p. 525) remains even after extinction of the symptom. The authors suggested that in order for therapy to be effective, counter-conditioning must be accompanied by stress management training. Further, “it may be necessary to provide extinction experience in many different settings in order to achieve the generality that is needed in effective psychotherapy” (p. 525).  


Jacobs and Nadel’s theory resembles psychoanalysis, particularly in their emphasis of the “tyranny of childhood” (p. 513). In order to validate their theory, the authors needed to show that a conditioned fear in infancy does indeed develop, that this response is latently preserved in the absence of external signs until reinstated by stress, and that bizarre adult fear (e.g., agoraphobia) is causally linked to this infantile incident. However, they failed to provide even a simple case study in support of their theoretical claims. Jacobs and Nadel’s task seems to be even more difficult than that of the psychoanalysts, since with their assumption that the infantile trauma is no longer accessible to awareness, it is not even possible to use patients’ introspective reports to test the validity of their theory.

Cognitive Models
Conditioning Models


Dissatisfaction with the Pavlovian model led cognitivists to view conditioning as a matter of expectation, namely an association between stimulus-stimulus (S-S) rather than between stimulus-response (S-R) (e.g., Mackintosh, 1983). This hypothesis was based on experimental studies showing that conditioned fears fail to develop when subjects are unaware that the CS signifies an aversive event, and that extinction is readily obtained when they are assured that the CS will no longer be followed by the UCS (e.g., Bandura, 1971, 1977; Brewer, 1974; Davey, 1989a; Dawson, Schell, & Banis, 1986).  These findings led Bandura (1977) to propose the self-arousal theory, which states that conditioned fear is aroused through fear-provoking thoughts.  “For individuals who are aware that certain events forebode distress, such events activate fear-arousal of thoughts, which in turn produce emotional responses” (p. 69).  Thus, conditioning is a matter of belief that the past contingencies remain in effect and the more severe the effects are expected to be, the stronger the emotional arousal will be.  A similar theoretical position was expressed by Beck (1976; Beck, Emery, & Greenberg, 1985) in his perceived danger theory of phobia.


Similarly, Davey (1989a), who noted that conditioning is no longer “considered to be the mechanistic learning of S-R reflex,” suggested that conditioning is “comprised of a complex interaction of cognitive and information processing capacities” (p. 521).  Davey’s main theoretical contribution is his attempt to account for the unexplained findings that fear sometimes fails to develop despite exposure to a noxious event, and that severely disruptive fear, such as agoraphobia, may develop in the absence of UCS.  According to Davey, the strength of conditioned fear is effected not only by associative processes which link the CS with the UCS, but also by processes which lead the individual to reevaluate the UCS itself.  Hence, regarding the first issue that fear does not develop despite exposure to aversive events, Davey proposed the concept of “latent inhibition”, stating that previous non-aversive exposure to the CS will neutralize the noxious effect of the UCS. In support of this hypothesis, Davey (1989b) presented research evidence showing that prior painless dental treatment inhibited the acquisition of dental phobia. 

Concerning the second problem that agoraphobia and panic disorders may develop in the absence of a UCS, Davey (1989b) proposed the concept of sensory preconditioning. This concept indicates that an association between CS and UCS may be established when the UCS is harmless. Later, when the UCS becomes aversive, the subject is likely to show avoidance behavior toward the CS. For example, a person may witness a death resulting from a heart attack (UCS) while riding a bus or a train (CS) without developing observable fear.  However, later exposure to the death of a relative, brought about by a heart attack, may inflate the aversiveness of the UCS and give rise to an acute anxiety towards public transportation. In an experimental examination of this hypothesis (White & Davey, 1989), a visual stimulus (CS) was associated with an innocuous 65dB tone (UCS). Then the aversiveness of the “UCS” was inflated, in the absence of the CS, by increasing the intensity of the tone to 115dB.  Results showed that the CS aroused a significant conditioned response (skin conductance response) only after the inflation procedure, but not at the initial stage.


However, cognitivists do not adequately answer the fundamental problems of automatic arousal and resistance to extinction in both simple and clinical fears. Typically, subjects in natural settings are aware that the feared stimulus is not harmful, yet they are unable to prevent the automatic arousal of fear.  People who have an intense fear of snakes are likely to experience fear and display avoidance even in the presence of a toy snake (Rachman, 1984b, p. 638).  Similarly, “telling a phobic, however persuasively, that cats (CS) won’t do him any harm, or showing him that the UCS doesn’t occur when cats are around is rarely effective,” (Seligman, 1971, p. 311).  Likewise, agoraphobia and panic disorders may continue for years, despite repeated non-harmful exposure to the feared stimuli (Jacobs & Nadel, 1985; Leonard, 1927; Rachman & Seligman, 1976; Seligman, 1988). As noted by Wolpe and Rowan (1988) in their critique of cognitive theories of panic disorder, under regular conditions when a physician informs a patient who is terrified of chest pain that his heart is normal there is usually an end to the anxiety.

By contrast, the most authoritative verbal assurances that panic will not culminate in death or insanity are incomparably less effective in controlling panic attacks, or diminishing the liability to panic disorder. (p. 444) 

 
Also, it is unclear why “a person who has experienced hundreds of panic attacks fails to learn that his heart is not failing.  Why does he continue to believe that he is about to have a heart attack?” (Rachman, 1990, p. 137).  This theoretical dilemma particularly complicates Davey’s (1989a) theory of sensory preconditioning which states that “individuals would actively search for information that updates their evaluation of the UCS – especially if the UCS is aversive and they want to find ways of reducing the anxiety that the UCS has generated” (p. 522). If this was true, a post-conditioning devaluation of the UCS should promptly eliminate the CR; but in everyday life this does not happen.


In an attempt to resolve the problem of automatic arousal and resistance to extinction, Bandura (1977) suggested that the external stimulus becomes such a powerful elicitor of fear-arousing thoughts that these thoughts are not easily subject to voluntary control. For example, acrophobics display fear while looking down from the rooftop of a tall building because they are unable to quell thoughts of horrendous things that might happen to them, despite the safety of the situation. However, not only is this explanation no less mechanistic than the S-R formula that is rejected by the cognitivists (e.g., Mackintosh, 1983, p. 2), but it fails to clarify how such powerful fear-arousing thoughts are established. Moreover, inconsistent with Bandura’s hypothesis, investigations of acrophobics show that perception of danger is a very weak predictor of phobic behavior (Williams, Turner, & Peer, 1985; Williams & Watson, 1985).  Similarly, Menzies and Clarke (1995b) reported that acrophobic subjects rated their likelihood of falling lower than 12 on a 100-point scale. In the same manner, a more recent study, Williams, Kinney, Harap, and Liebmann (1997) found that, despite the experience of a high level of anxiety when confronting their worst fears, agoraphobic patients reported almost no evidence of preoccupation with thoughts of danger or with anticipation of becoming more anxious or panicky. The authors noted that similar results were reported by earlier investigators (e.g., Kenardy, Oei, Weir, & Evans, 1993; Last, Barlow, & O’Brien, 1985). Williams et al. concluded that the “rarity of danger thoughts poses an explanatory challenge for all cognitive theories of phobia and especially for the perceived danger theory of A.T. Beck (1976) ... It is also a puzzle for anticipated anxiety or panic and self-efficacy theories” (p. 511, 519). 


Likewise, although numerous studies show that negative cognitions occupy the individual’s attention when subjects with simple fears (e.g., dental and animal phobia) are exposed to their phobic stimuli (e.g., de Jongh & ter Horsts, 1993; de Jongh, Muris, ter Horst, van Zuuren, & de Wit, 1994; de Jongh et al., 1995a; de Jongh, Muris, Schoenmakers, & ter Horst, 1995b; de Jongh, Muris, ter Horst, & Duyx, 1995c; Kent & Gibbons, 1987; McNally & Steketee, 1985; Thorpe & Salkoviskis, 1995), they do not seem to be the cause for the persistence of the conditioned fear. Recent observations by several investigators show that these cognitions do not precede but rather are the consequence of the individual’s interpretation of his or her spontaneous emotional arousal (“If I feel anxious, there must be danger”; see Arntz, Rauner, & van den Hout, 1995).

Further, it does not seem that Davey (1989a), had sufficient empirical evidence to justify the acceptance of his concept of sensory preconditioning to resolve the problem of the absence of UCS in the development of agoraphobia and panic disorders. The aforementioned experimental findings (White & Davey, 1989) are insufficient support for this concept because the conditioned response of skin conductance does not resemble fear in everyday life.  Moreover, Davey had to demonstrate that agoraphobia and panic disorders are the consequence of an inflation of earlier traumatic experiences. In fact, this idea is reminiscent of the Freudian concept of repression, particularly in its learning formation by Dollard and Miller (1950), which states that a previous fearful event of which the subject is not aware increases the individual’s vulnerability to develop pathological behavior at a later stage. However, as stated earlier (Chapter 1), this psychoanalytic concept of repression did not receive empirical validation (Grünbaum, 1984, 1986; Holmes, 1990; Pope & Hudson, 1995a; Rof(, 1989).


One further criticism concerns the rarity of agoraphobia among children (Kenardy et al., 1990; Rachman, 1990, pp. 73-112; Tearnan et al., 1984, p. 52).  Since adults have greater non-aversive exposures to public places, one would expect, in light of Davey’s (1989b) notion of latent inhibition, that they would be less vulnerable to agoraphobia than children.  However, the findings are in contrast with this prediction.


In summation, the validity of cognitive models of conditioning is questionable. Like the Pavlovian paradigm, they lack sufficient empirical support and are confronted with fundamental theoretical difficulties.

Misinterpretation Theories


Unlike the aforementioned investigators who suggested a comprehensive theory of fear, several investigators (Beck, 1988; Clark, 1986, 1987, 1988; Ley, 1985a, 1985b) focused solely on the explanation of panic disorders. According to these theories, panic attacks are the consequence of catastrophic misinterpretations of certain bodily sensations.  For example, Clark (1986, 1988) claimed that palpitations or dizziness could be misinterpreted by panic patients as evidence of an impending heart attack or loss of control. These sensations may be triggered by external anxiety-provoking cues, such as a supermarket for an agoraphobic who previously had an attack in a similar setting, or internal stimuli (i.e., threatening thoughts). They can also be brought on by emotional arousal like excitement and anger, or by innocuous events that result in physiological arousal, such as suddenly standing up from a sitting position (dizziness), strenuous exercise (breathlessness) and coffee consumption (palpitations). Both situational and non-situational panic disorders are the results of the same psychophysiological process, i.e., misinterpretation of bodily sensations.  

Rachman (1990), however, realizing that bodily sensations may not be present in all panic attacks, simplified Clark’s theory and attributed panic attacks to catastrophic cognitions where “the raw material for these cognitions can come from many sources. The restriction to catastrophic misinterpretations of bodily sensations can be omitted” (p. 132).


In support of his theory, Clark (1986, 1988; see also Cox, Endler, & Swinson, 1995; Margraf & Ehlers, 1991) referred to evidence indicating that attention of patients suffering from panic attacks is dominated by catastrophic thoughts concerning one’s bodily sensations, and that these thoughts usually precede a panic attack. Further, panic patients are significantly more alert to their bodily sensations, and more likely to misinterpret them in a negative fashion, than normal controlled subjects or patients without panic attacks (see Clark, 1986, 1988; Rachman, 1990; Richards, Edgar, & Gibbon, 1996; Westling & Öst, 1995). Additionally, cognitive treatment of panic patients that aimed to reduce one’s tendency to make catastrophic misinterpretations of bodily sensations, is effective in reducing the occurrence of panic attacks (Beck, 1988; Clark, 1988; Gelder, Clark, Salkovskis, 1993; Ollendick, 1995; Rachman, 1990, pp. 128, 133; Westling & Öst, 1995).


The basic problem with Clark’s (1986, 1988) theory concerns the causal relationship between catastrophic thoughts and panic attacks.  Rachman (1990) noted that “it is possible that the cognitions described by panic disorder patients are epiphenomena; perhaps they are mere accompaniments of a fundamentally biological disorder or accompaniments of conditioned panic reactions” (pp. 129- 130). Further, research findings by Rachman, Lopatka, and Levitt (1988) showed that fearful cognitions did not occur in 27% (8 of 30) of the panic attacks experienced by panic disorder patients. Panic patients of this type have been termed by Kushner and Beitman (1990) as “non-cognitive panic.” Similarly, panic attacks during sleep, which are fairly common among panic disorder patients, typically occur during non-dreaming stages (Ley, 1988a, 1988b, 1989; Rosenfeld & Furman, 1994). Moreover, Wolpe and Rowan (1988) reported that catastrophic thoughts follow, rather than precede, attacks. Also, it is difficult to see how cognitive theory can be applied to agoraphobia in light of the aforementioned findings by S.L. Williams et al. (1997) that agoraphobic patients very rarely report catastrophic thoughts during confrontation with their phobic stimuli, despite the experience of intense anxiety.


When addressing this evidence of lack of catastrophic thoughts, McNally (1990) mentioned Clark’s (1988) argument that this type of thought may not be conscious.  The catastrophic misinterpretations may be so fast and automatic that patients may not be aware of their existence (Clark, 1988).  However, McNally (1990) noted that it seems that patients would remember thoughts of having a heart attack, even if it was momentary. Moreover, if misinterpretation can also be unconscious, “then what would constitute evidence against the hypothesis that catastrophic misinterpretation necessarily precede panic attacks?” (McNally, 1990, p. 407).  Further, with the insertion of unconscious processes, Clark’s theory loses its unique distinction from psychoanalytic theory, and it becomes subject to the same harsh critique against the Freudian’s concepts of repression and unconscious (see Chapter 1).   

Further, misinterpretation of bodily sensations may lead to “non-fearful panic disorder” (e.g., Eifert, 1992; Kushner & Beitman, 1990).  Patients experience somatic symptoms of panic disorder (e.g., chest pain and heart palpitations) in the absence of subjective fear. It is unclear why misinterpretations may cause panic disorders that are only sometimes accompanied by fear. 

An additional problem is why certain stressful situations, such as when a person learns that he faces a deadly health threat (e.g., AIDS, a massive coronary thrombosis), do not increase the rate of panic disorder (Perdices, Dunbar, Grunseit, Hall, & Cooper, 1992; Wolpe & Rowan, 1988).  Sanderson and Beck (1989) stated, in response to this criticism, that in the case of AIDS, “death is not imminent. Misattribution theory predicts that panic will occur only when the individual believes that death is imminent (i.e., patients believe that they are dying right now)” (p. 582).  Nevertheless, it is hard to reconcile that a prognosis of prolonged physical, painful deterioration resulting in death is insufficiently threatening to cause catastrophic thoughts, and hence panic.  Moreover, if Sanderson and Beck’s argument is valid, then one would expect that cardiac patients with advanced heart disease would display a high rate of panic disorder.  However, contrary to this expectation, recent research data (Beitman, Mukerji, Russell, Grafing, 1993; Margraf & Ehlers, 1991) indicated that patients with false heart attacks (“cardiac neurosis”) or atypical angina displayed a greater frequency of panic disorder and other related symptoms (e.g., palpitations, fear of dying, and trembling) than patients with myocardial infraction.


Finally, Wolpe and Rowan (1988) discredited the cognitivists’ position by claiming that panic attacks do not yield to corrective information. Sanderson and Beck (1989) rejected this claim, stating that “very often merely providing PD [panic disorders] patients with an explanation of the attacks reduces their occurrence” (p. 582).  However, Sanderson and Beck’s answer relates solely to cognitive therapy, which in many cases fails to result in therapeutic changes (e.g., Brown & Barlow, 1995); it does not address the fundamental issue of why patients do not learn from their own experiences that their thoughts are not reality based.  As noted by Seligman (1988), a panic disorder patient who has experienced hundreds of panic attacks should have abandoned his belief that he or she suffers from a heart disease.  “Under the laws of disconfirmation that I know, he received ample evidence that this belief was false” (p. 326).  Cognitivists suggested that catastrophic misinterpretation is resistant to extinction because patients adopt protective maneuvers which they believe prevent disaster (e.g., McNally, 1990).  For example, the subject can immediately sit down or take measures to terminate the panic when misinterpreting his bodily sensations of impending disaster (see Hoffart, 1993; Salkoviskis, Clark, & Gelder, 1996).  Yet, as noted by McNally (1990), “it remains a mystery why some individuals require such rigorous demonstrations for them to abandon their pathological beliefs, whereas others are immediately convinced that their symptoms are harmless when provided corrective information by their family physician” (p. 407).

Another problem is the flexibility of agoraphobic patients in displaying symptoms. For example, patients may inhibit these symptoms under certain circumstances, such as when near the door in a restaurant, when accompanied by a significant other (e.g. Thorpe & Burns, 1983, pg. 25-26), when the symptom threatens one’s job, or when it interferes with the completion of important goals (see case 1 Chapter 4, pp. 107-111). Similarly, sometimes agoraphobics are able to suspend their symptoms when temporarily displaced from the stressor, and eventually recover when the stressor is removed (e.g., see Wolpe, 1982, pp. 286-287). Cognitive theory lacks adequate concepts to account for these variations. 

In conclusion, the main problems of cognitive theory of panic disorder are as follows: 

(1)  There isn’t sufficient evidence to support a causal relationship between irrational/catastrophic thoughts and panic disorder. In many cases, panic attacks occur in the absence of these thoughts, or they precede rather than follow the thoughts. This is more typical in agoraphobia, where, as a rule, an intense anxiety is experienced when confronted with the anxiety-provoking stimuli (e.g., supermarket) in the absence of catastrophic thoughts.

(2)  The etiology of the irrational thoughts remains unclear: Why would a small minority of people develop such ridiculous thoughts, which are so inconsistent with reality and their own past or present experiences?

(3)  The extreme resistance of panic disorder patients to extinction and their unresponsiveness to corrective information supplied by physicians is unaccounted for by the theory.

(4)  The theory lacks concepts to account for the flexibility of agoraphobic patients in the displayment or inhibition of their symptoms

(5)  Sex and age differences in the prevalence of panic and agoraphobia are unexplained by the theory. 

Dyspneic-Fear Theory


Ley’s (1985b, 1987) original hyperventilation theory suggested that agoraphobia and panic disorder are the results of misinterpretation of unexpected dyspnea (i.e., respiratory distress) and palpitations produced by hyperventilation. However, Ley (1989) revised this theory in light of evidence showing that catastrophic thoughts may be absent or follow panic attacks rather than precede them. This new formulation claims that panic disorder

is a direct response to the sensation of severe dyspnea (i.e., respiratory distress) in the context of a situation in which the sufferer believes that she has little or no control over the conditions that give rise to the dyspnea ... If misattribution of the hypocapnic sensations produced by hyperventilation is not the source of  fear then the source must lie in the sensations (Ley, 1989, pp. 549-550).

Thus, while in his previous theory Ley maintained that panic disorder is the result of misinterpretation of respiratory distress, in the new conception panic attacks are the consequence of lack of control resulting from breathing distress.


However, there is a weak correlation between hyperventilation and panic attacks in both laboratory conditions (Gorman et al., 1988a) and freely ambulant subjects experiencing naturally occurring panic attacks (Hibbert & Pilsbury, 1988, 1989).  Further, studies reviewed by de Ruiter et al. (1992) “do not provide support for a central role for the symptom of dyspnea in panic attacks, neither in terms of frequency nor severity” (p. 644; see also Garssen et al., 1992, 1993).  In a direct examination of Ley’s theory, Carr, Lehrer, and Hochron (1992) found that dyspnea contributed to the experience of panic/fear only among asthmatics, but not among panic disorder patients. An attempt to question the validity of these findings (Ley, 1994) was rejected by Carr and Lehrer (1994). Asumundson and Stein (1994) reported evidence consistent with Ley’s theory, but Spinhoven, Onstein, and Sterk (1995) failed to replicate those findings. Additional evidence opposing the causal role of hyperventilation in panic disorder was provided by de Ruiter et al. (1992).  Moreover, Hibbert and Pilsbury (1989) suggested that  “hyperventilation may be better understood as a consequence of panic” (p. 805).


Additionally, inconsistent with Ley’s (1989) prediction, breathing retraining does not reduce panic attack frequency; both behavioral and cognitive treatments are equally effective with or without this intervention (de Ruiter, Rijken, Garssen, & Kraaimaat, 1989; de Ruiter et al., 1992; Salkovskis, Clark, & Hackmann, 1991). 


In short, Ley’s revised hyperventilation theory received no empirical support. In fact, the evidence is inconsistent with the theory.

Safety - Signal Theory

The safety-signal theory, as suggested by Rachman (1984a; 1984b; 1990, pp. 112-113, 274-275), states that agoraphobia is a response to a desire to achieve and maintain a sense of safety. This hypothesis was based on self-report data showing that people with agoraphobia feel more comfortable under safety circumstances (e.g., when they have means to quickly return home, or when accompanied by their spouse). Additionally, Rachman claimed that the onset of agoraphobia is often associated with situations that threaten the individual’s sense of safety, such as illness or the loss of a spouse, relative or friend. From this perspective, Rachman attributed the higher frequency of agoraphobia among women to greater prevalence of anxious and dependent personality styles. Young women are less vulnerable to this disorder because they practice independent behaviors that neutralize their negative personality traits. In their mid-twenties, the risk for developing agoraphobia rises because these women become relatively housebound. They cease practicing independent responses, which causes the return of the fear of being alone. As noted by Rachman (1990), “their safety signals and procedures are weakened by lack of repetition and practice” (p. 113).


In criticizing his theory, Rachman (1984a) stated that agoraphobics do not perceive their problems as stemming from a lack of safety. Few patients give spontaneous accounts that are consistent with the safety-signal theory.  Further, according to Rachman (1990), “any important event that threatens one’s security or health and well-being is capable of tilting the balance between danger and safety” (p. 112), and hence triggering the onset of agoraphobia. If this hypothesis was valid, one would find that incurable diseases, wars and natural disasters would increase the risk of this disorder.  However, there is no evidence to confirm this hypnosis.
Non-Associative Account of Fear

In recent years a number of investigators promoted the non-associative, Darwinian account of fear acquisition (see Menzies & Clarke, 1995a for a review). According to this theory, due to the natural selection process our ancestors developed fear of many consistently dangerous situations. Consequently, most members of a species will show fear of evolutionary-relevant stimuli, once they have reached a particular stage of maturation, on their first encounter with these stimuli.  In support of this theory, a number of studies which investigated the origin of certain simple fears (e.g., fear of spiders, heights and deep water), found that subjects, including children, reported that they have always been afraid of these stimuli since their first contact with them (e.g., Graham & Gaffan, 1997; Jones & Menzies, 1995; Kirkby et al., 1995; Menzies & Clarke, 1993a, 1993b, 1995b).

However, some evidence is inconsistent with this theory. Merckelbach et al. (1996) reported that although 46% of children with spider phobia claimed to have always been afraid, 41% attributed the onset of their phobia to aversive conditioning events, and an additional 13% to modeling or informational learning. Merckelbach and Muris (1997), who conducted the same type of study, obtained similar findings. Likewise, research data by Fredrikson, Annas, and Wik (1997) showed that direct aversive exposure was reported by 54% of snake phobic subjects and 46% of spider phobics.  Indirect exposures were reported by 67% and 32% of snake and spider phobics, respectively.  Similarly, although Murray and Foote (1979) reported little evidence to support the prevalence of direct conditioning events in the etiology of snake phobia, their findings suggested that fear was related to a variety of observational and instructional learning experiences.  In another study, King, Clowes-Hollins, and Ollendick (1997) reported that nearly all parents of a sample of children with dog phobia attributed the phobia to one of three fear pathways: direct conditioning (26.7%), modeling (53.3%) and instruction/information (6.7%).  In only a few cases (13.3%) the origin of dog phobia was unknown to the parents. 

Additionally, the theory has a problem integrating within its theoretical framework those non-associative fears that do not have Darwinistic origins. For example, it is unlikely that phobia of public speaking had an evolutionary survival value. Yet, these fears lacked associate learning experiences as well. Traumatic external events or vicarious learning are more notably uncommon among subjects with public speaking phobia. Similarly, the pre-technological man could obviously not develop fear of driving, yet most subjects (53%) with driving phobia attributed their fear to spontaneous panic, rather than associative learning experiences (e.g. automobile accidents; Ehlers et al., 1994). These findings suggest that the absence of a learning event in the development of fear does not necessarily indicate an evolutionary, Darwinistic etiology. 

Nevertheless, despite the theoretical weakness of the non-associative account, empirical findings that fear develops in the absence of environmental learning events challenges the basic foundation of traditional learning theories that fear is always the result of learning. Even in the aforementioned studies by Merckelbach and his colleagues, 46% (Merckelbach et al., 1996) to 61.5% (Merckelbach & Muris, 1997) of the phobic children reported that they had always been afraid of spiders. Merckelbach and Muris (1997) raised the possibility that the non-associative reports may have been the result of forgetting.  This hypothesis is only applicable to studies with adults whose questioning regarding the origin of the symptom was conducted many years later (e.g., Jones & Menzies, 1995; Kirkby et al., 1995; Menzies & Clarke, 1993a, 1995a). However, this is less likely in studies with children who were questioned relatively shortly after onset (e.g., Graham & Gaffan, 1997; Menzies & Clarke, 1993b). Further evidence that precludes the possibility of forgetting is the fact that children's reports were confirmed by their parents (Merckelbach et al., 1996; Merckelbach & Muris, 1997). Thus, the non-associative studies challenge both the Pavlovian and cognitive theories that are not equipped to incorporate these findings into their theoretical framework. 
Discussion


As shown, the various behavioral and cognitive theories of fear increase rather than clarify the theoretical confusion in this area.  In fact, despite the simplicity of the problem and tremendous research efforts we still have no understanding of how fear develops.

There seems to be no doubt that the Pavlovian paradigm in its classical form is inadequate for this problem. Although fear sometimes develops in accordance with this theoretical model, and therefore it is not easy to abandon it altogether, the accumulative data questions its validity.  In many cases people fail to develop fear despite their being exposed to ideal traumatic situations from the perspective of the Pavlovian theory (e.g., repeated air raids). Further, the increasing amount of evidence by recent investigators of the non-associative account - showing that fear during childhood may develop in the absence of any visible learning experiences - questions the validity of all forms of learning theories. Yet the non-associative theory is in itself problematic. It does not account for non-associative fears that have no Darwinistic origin (e.g., social and driving phobia), and it does not present sufficient evidence to support the genetic etiology of fears.


The most serious challenges to the validity of the Pavlovian paradigm regards the clinical phobias, such as agoraphobia and panic disorders, which develop in the absence of an observable traumatic incident. The various attempts to resolve this problem, including the neo-Pavlovian suggestions that relate these fears to hyperventilation or intense bodily sensations, are unsatisfactory due to the lack of empirical support, contradictory evidence, and fundamental theoretical difficulties. One of these problems is the over-representation of women and the rarity of children in these phobias.

Cognitive theories are in no better position. Their most problematic issue in simple fears is the lack of a satisfactory explanation for resistance to extinction. Fear continues even when the subject is aware that the CS is harmless. Regarding agoraphobia and panic disorders, there is insufficient support for the claim that these symptoms are the consequence of catastrophic thoughts. Often agoraphobic symptoms and panic attacks are not preceded by catastrophic thoughts. Moreover, there are instances when these thoughts occur after the experience of the panic attack. Additionally, cognitive theory does not clarify why people who have catastrophic thoughts as a result of real life-threatening events (e.g., incurable disease) do not develop agoraphobic and panic disorder.

Cognitivists claim that panic patients do not think rationally. Accordingly, they developed therapeutic strategies aimed at reeducating patients to interpret their bodily sensations realistically (e.g., Beck, 1988; Clark, 1986, 1988). However, they do not clarify the mechanisms that cause this supposedly irrational thinking, or why corrective information by physicians and patients’ own experiences is insufficient to change the maladaptive thinking process. Why is the therapist’s help necessary to change the patient’s maladaptive thinking?

On the one hand, cognitivists criticize the Watsonian account of simple fears as being mechanistic because it ignores the human being’s ability “to think, reason and learn to talk” (Mackintosh, 1983, p. 2). On the other hand, they themselves undermine the individual’s cognitive abilities when they neglect to address the basic issue of how agoraphobic patients become irrational and why they need to be reeducated. Cognitivists are as mechanistic as behaviorists, except that they transfer the concept of maladaptive learning from the response system to the cognitive realm.

Another theoretical difficulty is the patients’ unawareness of the underlying causes of their symptoms even when questioned immediately after onset (e.g., see case no. 1 Chapter 4, p. 107-111). Clark (1988) noted that 

in patients who experience recurrent attacks, catastrophic misinterpretations may be so fast and automatic that patients will not always be aware of the interpretive process (p. 76).  

However, this explanation does not solve the problem of the patients’ unawareness immediately after onset. Moreover, Clark’s claim does not apply to agoraphobia that develops only after one panic attack (see the autobiographical account of Leonard, 1927) or even in the absence of panic experiences (e.g. Barlow, 1988 pp. 360-361; Rachman, 1988, pp. 260-262).  Further, agoraphobic patients rarely report catastrophic thoughts when confronted with their phobic stimuli (S.L. Williams, et al., 1997).

With respect to panic patients, it does not seem likely that repeated behavior, especially when it dramatically disrupts one’s daily behavior, may become so automatic as to inhibit the individual’s ability to recall that the behavior is in fact under his or her conscious control. Even with certain skills that become automatic and require minimal attention due to repetition, such as driving (Lewin, 1982), subjects can always become aware of their own actions and restore conscious control without the assistance of an external observer. However, the panic patients, like the rest of neurotic patients, lack this ability and need the assistance of the therapist to resume control (see Chapter 7).


An additional problem that is noteworthy concerns the higher prevalence of all types of fears, both simple and clinical, among women. Is it possible that women are more prone to irrational thinking when confronted by anxiety-provoking situations? It is also unclear how cognitive terms can account for the higher prevalence of simple fears, versus the rarity of agoraphobia, among children. Another challenging problem for both behaviorists and cognitivists is the strong association between agoraphobia, panic disorder and depression, which does not exist with regard to simple fears (see Chapter 9). As of yet, there is no satisfactory explanation for this relationship and the fact that a prolonged use of anti-depressant drugs is effective in the treatment of these clinical fears ( Chapters 3 & 7) but not simple phobia (e.g., Sheehan, Ballenger, & Jacobsen, 1980; Zitrin, Klein, & Woerner, 1978).

Nevertheless, despite their basic weaknesses, both the behavioral and cognitive theories made important contributions to the understanding of fear. The Pavlovian paradigm was consistently sustained through animal studies and gained considerable support from studies with humans. Similarly, there is no doubt that cognitive factors play a crucial role in the development of fear. Any new theoretical endeavor must also take into account the numerous studies showing the efficiency of both behavioral and cognitive intervention in the treatment of fears as well (see Chapters 7 & 9).
 3

Biological Models of Psychopathology: A Critique

Due to the growing disappointment with psychoanalytic and behavioral/cognitive theories of psychopathology, the hypothesis that psychiatric disorders are the result of neurochemical changes is gaining popularity. As stated by Reich (1982), “American psychiatry has in fact undergone a significant shift from an emphasis that was primarily psychological to one that is more clearly biological ... in every sphere of psychiatric enterprise” (p. 189). Likewise, Telch (1988) specified that, “biological theories of panic and agoraphobia have shown a major increase in popularity” (p. 507), and Spanos expressed a similar opinion (1996, pp. 287-290). However, as will be shown in this chapter, although psychiatric disorders are associated with adverse neurophysiological variables, the research findings observations are insufficient to validate the biological causality of neurosis or psychosis. Moreover, the biological model is fraught with theoretical difficulties that intensify the improbability that advocates of this theory will ultimately succeed in proving their biological thesis. Nevertheless, the relationship between various neurochemical changes and psychiatric disorders cannot be overlooked in any new endeavor to understand the development of psychiatric disorders.  

Neurosis

Genetic Factors


The investigation of family history is one of the methods employed to prove the genetic basis of neurotic disorders. However, although family studies found higher familial incidence than in the general population, cases of familial incidence are still low, and in most cases patients do not have a family history of the same neurosis. For example, the familial incidence in various studies investigating conversion disorder ranges from 2.4% to 31% as compared to less than 0.5% in the general population (Inouye, 1972). Similarly, the family incidence of obsessive-compulsive disorders ranges from 0.5% to 37%, higher than the rate of 1.9%–2.4% in the control group (Insel, 1992; Pauls, Alsobrook, Goodman, Rasmussen, & Leckamn, 1995; Rasmussen, 1993; Rasmussen & Tsuang, 1984). Similar percentages were reported for agoraphobia and panic disorders (5.7%–49% as compared to 0%–12% in families of control probands; Maier & Lichtermann, 1993; Weissman, 1990, 1993; Woodman, 1993) and for eating disorders (anorexia nervosa, 5% to 29% as compared to 0.5%-3.7% in the general population; Holland et al., 1984

Weissman, 1990, 1993; Woodman, 1993) and for eating disorders (anorexia nervosa, 5% to 29% as compared to 0.5%–3.7% in the general population; Holland, Hall, Murray, Russel, & Crisp, 1984; Holland, Sicotte, & Treasure, 1988; Strober & Humphrey, 1987; Walters & Kendler, 1995).

Further, Barlow (1988) noted in connection to agoraphobia and panic disorders, 

even family studies with the strongest results provide only suggestive evidence of genetic transmission.  An alternative likely interpretation is that something in the environment facilitates the acquisition of various emotional disorders or disturbed behaviors in families (p. 164).

Similar conclusions have also been reached regarding obsessive-compulsive disorder (Emmelkamp, 1982, p. 177; Rachman & Hodgson, 1980, p. 42; Turner, Beidel, & Nathan, 1985). 


Twin studies, the most influential proof of genetic transmission, yield problematic interpretations as well.  In most studies, the concordance rates among the monozygotic as opposed to dizygotic twins are not high enough to exclude environmental factors.  This is the case for conversion disorder (0%–21% versus 0%, respectively; see Inouye’s review, 1972), anxiety neurosis (30%–40% versus 4%–9%; Carey, 1982; Carey & Gottesman, 1981), panic disorder (31% versus 0%; Barlow, 1988, pp. 164–166; Weissman, 1990,1993; Woodman, 1993) and eating disorders (25%–56% versus 5%–38% for anorexia nervosa and 22.9% versus 8.7% for bulimia nervosa; Elbadawy, Cliffe, & James, 1985; Holland et al., 1984, 1988; Kendler, Maclean, Neale, & Kessler, 1991; Mitchell & Eckert, 1987; Walters & Kendler, 1995).  In one study, the concordance rate for anorexia nervosa among monozygotic twins was even lower than among dizygotic twins (Walters & Kendler, 1995).


A limited number of studies found high concordance rates for obsessive-compulsive disorder (80%–92% for monozygotic twins versus 38%–50% for dizygotic twins; Carey & Gottesman, 1981; Inouye, 1965; Tienari, 1963) and agoraphobia (88% versus 38%, respectively; Carey, 1982; Carey & Gottesman, 1981). However, these studies are insufficient to support the genetic role in the development of these disorders.  As noted by Rachman and Hodgson (1980) in discussing Inouye’s study

both the index cases and their co-twins seemingly suffered from a range of mild psychological difficulties and a few serious ones.  In all the cases quoted, there is doubt about whether a firm diagnosis of obsessional-compulsive neurosis was justified. (p. 39)

Similarly, Black (1974), in re-evaluating the diagnosis of 21 pairs of neurotic twins in Tienari’s (1963) study, noted that, “there is no support for the diagnosis of obsessional neurosis in a single case” (p. 23). Likewise, the diagnostic category in Carey and Gottesman’s (1981) study for both obsessive-compulsive disorder and agoraphobia consisted of a wide range of symptoms. When the diagnosis was more strictly defined, the concordance rate dropped to 33% (monozygotic twins) and 7% (dizygotic twins) for obsessive-compulsive disorder and to 13% versus 8% for agoraphobia.  In addition, the authors noted that their sample was too small (N = 8 to 15) to allow adequate statistical analysis. The same problem characterized the genetic studies in conversion disorder (see Inouye’s review, 1972). 

A more serious flaw in the twin studies is that the higher concordance rate among the monozygotic twins “may be caused by a greater opportunity to imitate each other” (Carey & Gottesman, 1981, p. 131). Supportive evidence for this claim was provided in a case study in which identical twins suffered from obsessive-compulsive symptoms (Marks, Crowe, Drewe, Young, & Dewhurst, 1969). As noted by Marks et al.

The similarity of the content of the disorder in both twins is probably the result of mutual social interaction between them, with the patient’s brother deciding the rules to be followed with the disorder, just as he did in normal activities before the disorder developed.  The brother withdrew from the patient if he did not comply”  (p. 993).  

Rachman and Hodgson (1980) noted that although this example is classified as an instance of concordance between monozygotic twins, “the importance of environmental transmission from the co-twin to the patient is beyond dispute; the genetic contribution to the patient’s obsessional disorder cannot be demonstrated” (p. 40).  Additionally, Torgersen (1983) found no concordance case of obsessive-compulsive disorder in his study on three monozygotic and nine dizygotic co-twins.  Similar findings refuting the importance of genetic factors in the development of obsessive-compulsive disorder was reported by Andrews and his colleagues (Andrews, Stewart, Allen, & Henderson, 1990a; Andrews, Stewart, Morris-Yates, Holt, & Henderson, 1990b).  These findings led Insel (1992) to state that, “the twin studies to date do not strongly support the genetic component for OCD [obsessive compulsive disorder]” (p. 31).


In conclusion, the genetic findings are insufficient to support the biological theory of neuroses.  Most subjects with the identical genetic constitution as the proband do not develop neurotic disorders and those who do, do not necessarily display the same symptoms.  Although family incidences of neurotic disorders, particularly among monozygotic twins, increase the vulnerability to behavioral deviancy, these studies did not rule out the possibility that the dominant mediating mechanism may be psychological rather than physiological.  With regard to other neurotic disorders, that have not been mentioned in this section (e.g., multiple personality disorder), there still exists no evidence that they are genetically determined.

Neurophysiological Factors

In this section the neurophysiological studies on classic neurotic disorders will be critically reviewed to demonstrate that, despite intensive research efforts, biological theorists have not found reasonable empirical support for the concept of disease in any of the neurotic disorders. 

Conversion Disorder

Whitlock (1967) found that most patients diagnosed with conversion disorder (63.5%) had co-existing or preceding organic brain disorder. Similar findings were reported by Merskey and Buhrich (1975).  Although the authors agreed that conversion disorder might be purely the result of emotional conflicts, they concluded, on the basis of these findings, that cerebral disease may play an etiological role in the development of this disorder.  Whitlock (1967) theorized that the symptoms are the result of biological attentional deficits caused by impaired functioning of the brain stem, particularly the reticular formation, “whose integrity is essential for normal consciousness” (p. 158). Although Merskey and Buhrich (1975) rejected the attentional-deficit explanation on the grounds that “valid evidence is lacking” (p. 364), they maintained the belief that cerebral disease can directly cause the development of conversion disorder. 

However, these investigators based their biological model of conversion disorder on correlational data between cerebral dysfunction and conversion symptoms, which are insufficient to prove causality. Moreover, they cannot suggest a valid explanation for this correlational data. Merskey and Burich admitted that, “the mechanism by which such cerebral disturbances work... is not known” (p. 364). Additionally, Levy and Jankovic (1983), in criticizing the biological model of conversion disorder, presented an experimental case study that “is difficult to reconcile with neurological theories of hysterical conversion reaction” (p. 247). Through experimental manipulation of the patient’s belief, the authors could motivate the patient to display normal behavioral functioning or manifest a variety of dramatic pseudoneurological symptoms, including hysterical aphasia, pseudo seizure, and profound unresponsiveness. Further, while psychological therapy can eliminate conversion disorder symptoms (Blanchard & Hersen, 1976; Goldblatt & Munitz, 1976; Tucher & Long, 1985), no evidence exists that neurochemical therapy is effective to the same extent. 

Multiple Personality Disorder

A large body of research has documented various neurophysiological abnormalities among multiple personality disorder (MPD) patients.  These include epilepsy, abnormal EEG, evoked potential, cerebral blood flow, frontal and temporal dysfunction, galvanic skin response, skin temperature, neuroendocrine profiles, thyroid functioning, response to medication, visual and auditory perception and motor behavior (Fahy, 1988; Flor-Henry, Tomer, Kumpula, Koles, & Yeudall, 1990; Greaves, 1980; Loewenstein, 1991; Miller & Triggiano, 1992; Rosenstein, 1994). Based on this research, biological advocates have suggested that MPD may be caused by such abnormalities.  However, the MPD studies may be inherently flawed. Coons et al. (1988), in criticizing the correlational between data MPD and epilepsy, rejected these findings on methodological grounds. They noted that most patients did not meet the DSM-III criteria for MPD, and that their “study samples were skewed because they were drawn from a base population including only seizure disorders” (pp. 524–525). Moreover, in re-examining the association between MPD and epilepsy, Coons et al. (1988) found that only 10% of their subjects suffered from organic seizures.  Coons et al. concluded that it is extremely unlikely that “MPD is a manifestation of chronic limbic epilepsy or an interictal phenomenon of temporal lobe epilepsy” (p. 525).

Similarly, Miller and Triggiano (1992) noted in an article’s review that, “organic seizures and epilepsy are not present in the majority of MPD cases and therefore, are not responsible for the complex presenting picture of the disorder” (p. 52). The authors estimated that the overlap of dissociative experiences between MPD and seizure patients is about 20%. Thus, although earlier investigators suggested that MPD is a form of epilepsy, research data  “have uniformly failed to find any convincing evidence that these two disorders are causally related” (Putnam, 1995, p. 595). 

Miller and Triggiano (1992) criticized other neurophysiological studies of MPD as well. For example, in criticizing the EEG data, they noted that these studies have suffered from methodological flaws (e.g., over-reliance on a single subject and inadequate experimental controls) that make generalization of their findings difficult. Miller and Triggiano concluded that

At best, such methodological short-comings limit the generalization of the present findings. At worst, they provide a confusing and contradictory psychophysiological picture that might ultimately undermine the original purpose for which the research was designed, that is, to provide valid and reliable physiologic criteria capable of establishing MPD as a clinical entity and eventually aiding diagnosis and treatment (p. 56).

Additionally, even on the theoretical level there are no adequate neurophysiological concepts that can account for the mechanism controlling the shift of personality. Some investigators (Putnam, 1991; Rosenstein, 1994) raised the possibility that these personality changes might be the result of memory deficits, where the subject may “confabulate in order to fill the gap in their memory” (Rosenstein, 1994, p. 225), or of abnormal brain electrical activity. However, these explanations lack empirical basis and are purely speculative.  Another neurological hypothesis is that MPD is the consequence of disconnection between the two cerebral hemispheres, or the difference in lateralization of physiological measures across alter personalities.  However, Putnam (1995) stated that 

The absence of MPD-like phenomena in surgically disconnected “split-brain” patients…together with failure to find clear evidence of lateralization in controlled physiological studies, would indicate caution in acceptance of this hypothesis. (p. 595)

Further, assuming that MPD is the result of neurochemical mechanisms, it is difficult to imagine how non-biological factors that are linked with MPD (e.g., sexual abuse of children; Boor, 1982; Braun, 1984; Fahy, 1988, Wilbur, 1984a) could affect or reinforce the adverse neurochemical changes which supposedly cause this disorder. Another problem is the need to synthesize findings showing that MPD patients benefit from psychotherapy (Adams, 1990; Greaves, 1980; Kluft, 1987; Loewenstein, 1991; Putnam & Loewenstein, 1993), while they only moderately benefit from medications which primarily affect the alleviation of depression and anxiety (Kluft, 1987; Loewenstein, 1991; Putnam & Loewenstein, 1993).  Moreover, as Loewenstein (1991) states, “there is no sound basis for any prescription written for an MPD patient and ... every prescription is an empirical trial without scientific foundation” (p. 723). These findings cast further doubt on the notion that MPD symptoms are biologically determined. This is consistent with Spanos’ (1996) theoretical position that viewed MPD as a volunteer conscious response. Regarding the physiological correlates of MPD, Spanos noted that

to the extent that involvement in the enactment of personality A requires the calling up of different moods, different interpretations of social situations, different levels of vigilance toward others, and the enactment of different emotional nuances than does the enactment of personality B, we might expect different patterns of psychophysiological responding to accompany the enactments of personalities A and B (p. 251). 

This means that the neurophysiological changes observed in MPD patients are not necessarily a reflection of a cause and effect relationship. They could merely be the consequence of the patient’s deliberate enactment of two or more different types of personality.

Panic Disorders and Agoraphobia


Fundamental Arguments

The idea that panic disorder and agoraphobia are the result of biological dysfunctions was promoted by many investigators (see reviews by Acierno, Hersen, & Van Hasselt, 1993; Gelder, 1989; Krystal, Deutsch, & Charney, 1996; Margraf, Ehlers, & Roth, 1986; Nutt & Lawson, 1992; Rachman, 1990). This theoretical model was based on four major arguments.  First, the majority of panic attacks, especially at the onset of the disorder, occur spontaneously in the absence of a specific environmental condition.  Agoraphobia is a secondary elaboration of panic disorder, as the experience of a panic attack leads to anticipatory anxiety and avoidance of situations in which attacks occurred.  Hence, if panic attacks are spontaneous, namely that they are not the result of situational cues, then the cause must be biochemical or physiological. Second, panic attacks among panic disorder patients can be experimentally induced with biological agents such as sodium lactate infusion and CO2 inhalation. Third, panic attacks can be alleviated by different drugs, such as imipramine. Fourth, family and twin studies indicate the existence of genetic factors in the etiology of panic and agoraphobia. 

Regarding the first argument, Margraf et al. (1986) and Gelder (1989) referred to research data indicating that precipitating stressful-life events in a time frame of days or hours, and/or misinterpretations of bodily sensations, may have been the triggering factors of the panic attacks. Accordingly, psychological factors may be sufficient to account for these “spontaneous” panic attacks.  With respect to the second claim relating to the effect of sodium lactate infusion, the relevant studies are subjected to methodological problems such as demand characteristics of the experimental situation, failure to control for baseline responding, bias resulting from the experimenter's knowledge of the identity of the subjects and the drug being infused (see Magraf et al., 1986; Rachman, 1990). 

Additionally, “none of the proposed biological mechanisms seem to explain the effects of lactate infusions sufficiently” (Margraf et al., 1986, p. 557).  Further, panic attacks can be provoked by such a wide variety of chemical substances (e.g., adrenaline, epinephrine, isoproterenol, yohimbine and caffeine; Barlow, 1988, pp. 112–121; Nutt & Lawson, 1992; Rapee, 1995) that Gorman (1987) wondered if there is “any active agent that does not cause a panic” (p. 6).  Regarding the possibility that these substances have a common neurochemical base, Barlow (1988) noted that

This speculation has been confounded by hints that the various pharmacological agents may be associated with fundamentally different neurobiological processes.  This raises difficult questions about the causes of panic.  (p. 126)  

Moreover, several studies have indicated that the effect of these panic-provoking techniques is mediated through psychological processes, rather than physiological ones (see Rapee, 1995 and studies reviewed below). In accordance with cognitive theories of panic disorders (see Chapter 2), the panic attack may be the result of catastrophic misinterpretations of the physiological sensations produced by these chemical substances.

With respect to the third claim, not only panic patients, but schizophrenics as well, are likely to benefit from imipramine (e.g., Klein, 1989). Moreover, panic patients are sensitive to several other classes of medications, such as tricyclic anti-depressants, fluvoxamine, monoamine oxidase inhibitors, benzodiazepines, and alprazolam (e.g., Black, Wesner, Bowers, & Gable, 1993; Gelder, 1992; Gould, Otto & Pollak, 1995; Klerman, 1992; Westenberg, 1996). Hence, “the claim of an exclusive connection between imipramine and panics has been disconfirmed” (Rachman, 1990, p. 123). Additionally, although drug therapy may be effective with panic and agoraphobia patients, behavioral-cognitive therapy usually results in better outcomes, and relapse is likely when pharmacotherapy is discontinued (Beamish, et al., 1996; Clark et al., 1994; Fye & Sandberg, 1988; Fyer, 1988; Gelder, 1992; Gorman, 1994; Gould et al., 1995; Lydiard, Roy-Bryne, & Ballenger, 1988; Mavissakalian & Perel, 1992; Noyes, Garvey, Cook, & Samuelson, 1989; Noyes & Perry, 1990; Pecknold, Swinson, Kuch, & Lewis, 1988; Westenberg, 1996). Basoğlu (1992) concluded, after reviewing research evidence on this issue, that “drugs in PD [panic disorder] confer little benefit which disappears on discontinuation.  Exposure-based treatments, on the other hand, can achieve a lasting improvement in PD and agoraphobia” (p. 59). Thus, it would not be easy to explain why, “in contrast to the assumptions of proponents of biological models... panic disorder can be effectively treated with cognitive therapy without using medication” (Margraf & Ehlers, 1991, p. 314).  

In an attempt to defend the biological theory of panic disorders, Klein (1996; see also Klein, 1990) questioned the validity of studies showing the superiority of cognitive behavioral therapy by exposing methodological weaknesses in theses studies. However, both Jacobson and Hollon (1996) and McNally (1996a, 1996b) convincingly demonstrated that this critique is unjustified.  Furthermore, even when drug treatment is effective, this does not necessarily support the biological model.  As claimed by Margraf et al. (1986), there are at least two other mechanisms of as-yet-unknown biological bases that can account for these effects. Antidepressants relieve depression and consequently reduce panic attacks; or they facilitate exposure to the threatening situations, which results in the reduction of panic frequency.


The fourth argument, that family and twin studies suggest biological etiology, has weak scientific grounds since the aforementioned review of relevant studies provided meager support for this claim. As shown, the percentage of incidence in the family and twin studies is not sufficiently high to confirm the biological theory or exclude environmental etiology. Additionally, these studies are characterized by methodological weaknesses, inconsistencies and contradictions (see also Margraf et al., 1986).  

Suffocation False-Alarm Theory

In recent years there has been an increasing interest in an improved version of Klein’s (1993) biological model of panic disorder and agoraphobia, known as the suffocation false-alarm theory. According to this theory, panic attacks are the result of an alarming suffocation monitor in the brain, which is hypersensitive among patients with panic and agoraphobic disorders. Panic attacks occur “when the brain’s suffocation monitor erroneously signals a lack of useful air, thereby maladaptively triggering an evoked suffocation alarm system” (Klein, 1993, p. 306). Agoraphobia is the consequence of the same biological processes, except that due to the greater severity of panic disorders (e.g., greater frequency of attacks, longer duration of illness, high anticipatory anxiety and earlier age of onset) patients will develop avoidance behavior. Thus, Klein minimized the importance of psychological factors, and emphasized instead the critical value of physiological processes in the etiology of panic and agoraphobic disorders (Taylor, Woody, Koch, McLean, & Anderson, 1996). Nevertheless, the author argued that the suffocation alarm system could be triggered by psychosocial cues as well, which function as releasing stimuli in a reflex-like manner.

Klein distinguished between panic arising from a dysfunctional suffocation alarm system, and fear-like panics that are caused by other mechanisms such as maladaptive learning.  Accordingly, panic attacks among panic disorder patients, induced by chemical substances such as carbon dioxide and sodium lactate infusion (Goetz, Klein, & Gorman, 1996; Klein, 1993) are attributed to the false activation of the suffocation alarm monitor. In contrast, panic attacks released by other chemicals, such as yohimbine, caffeine, and benzodiazepine (see also Barlow, 1988; Nutt & Lawson, 1992), are claimed to be a result of the activation of the automatic nervous system, which these substances stimulate, as in anxiety disorders and normal emergency reactions.


However, several studies challenged the validity of Klein’s theory. For example, Schmidt et al. (1996) reviewed studies that examined the relationship between CO2 and panic disorder, which were originally interpreted as supporting Klein’s theory (Asmundson & Stein, 1994; Gorman et al., 1994; Pine et al., 1994). They claimed that the findings were equally consistent with the cognitive theory of panic disorder. Moreover, Schmidt et al.'s own experimental findings were inconsistent with Klein’s theory. Based on Klein’s theory - that patients with panic disorders (PD) have greater biological sensitivity to detect and monitor arterial partial pressure of carbon dioxide (PCO2) - Schmidt et al. predicted that their patients would exhibit: (a) lower fear levels and fewer panic attacks in response to biological challenges that lower PCO2 levels (e.g., hyperventilation); and (b) increased fear and more panic attacks to biological challenges that raise PCO2 levels (e.g., inhalation of 35% CO2 gas). However, using subjective and physiological indices to evaluate patients’ responses, no difference was found between subjects’ responses to hyperventilation versus their responses to inhaling 35% CO2. Results also showed that only about 40% - 45% of the panic patients experienced a panic attack during the 35% CO2 challenge task.  Schmidt et al. (1996) noted, with respect to this data, that considering that 35% CO2 concentration is 875 times greater than inspired dry room air, “the fact that a majority of participants did not panic during the challenge raises a question about the suffocation alarm threshold” (p. 452). 


In another study, inconsistent with Klein’s theory as well, Schmidt, Trakowski, and Staab (1997) found that cognitive behavioral treatment (CBT) effectively eliminated CO2-induced panic attacks. While at the pretreatment stage, 74% of the patients experienced a panic attack during the inhalation of 35% CO2 / 65% O2, at the post treatment assessment only 22% did so, compared with 64% of the untreated patients. In addition, 44% of the treated patients, compared with 0% of the untreated patients, reported no anxiety during post treatment inhalations. Furthermore, Schmidt et al. included in this study a group of patients who received CBT with respiratory training that was designed to prevent chronic and acute hyperventilation. Since this training prevented hyperventilation – hence, the reduction of arterial levels of CO2 - Klein’s theory would expect this group to show greater fearful responses compared with CBT who have not been taught breathing skills. However, no significant differences were found between the two treatment groups. The investigators concluded that their findings were inconsistent with Klein’s suffocation theory.


As stated, Klein (1993) distinguished between two types of panic attacks: panic with intense dyspnea which theoretically results from the dysfunction of the suffocation alarm system, and fear-like panics with little or no dyspnea that were attributed to other mechanisms such as maladaptive learning. This theoretical approach suggests that CBT is less effective for the former than the latter group. However, contrary to this prediction, Taylor et al. (1996) found that CBT was equally effective for both groups of panic disorder.   


Klein’s theory suggests that suffocation sensations should distinguish clinical from non-clinical panic attacks better than other sensations. To test this prediction, McNally, Hornig, and Donnel (1995) conducted phenomenological comparisons between attack patterns of patients with panic disorder and control subjects who had experienced unexpected panic. Results showed that the two groups differed primarily in terms of severity rather than pattern of symptoms. Inconsistent with Klein’s theory, and in accordance with cognitive theories, three cognitive symptoms (fear of dying, heart attack and loss of control) best discern the two research groups. Although suffocation sensations had the highest effect size of all physiological symptoms (e.g. chest pain, tingling and faintness), none of these factors had the discriminative power of the cognitive symptoms. 

Moreover, the aforementioned studies question the validity of Klein’s explanation of agoraphobia as well. For example, the theory does not account for the fact that agoraphobia may develop in the absence of panic attacks (Rachman, 1988; Weissman, Leaf, Blazer, Boyd, & Florio, 1986), and that panic disorder may become associated with peculiar stimuli such as trains (e.g. Leonard, 1927). Additionally, it is doubtful whether any biological theory would be able to account for the greater frequency of panic disorders (e.g., Rosenbaum et al., 1995), particularly agoraphobia (e.g., Bekker, 1996) among women.

Pulmonary Diseases

Investigators (Shavitt, Gentil, & Mandetta, 1992; Van Peski-Oosterbaan, Spinhoven, van der Does, Willems, & Sterk, 1996; Yellowlees & Kalucy, 1990) found a greater prevalence of panic disorder (6.5%–17%) and agoraphobia without panic attacks (13.1%) in asthmatic patients versus the general population (1%-3% versus 3%–9% for panic disorder and agoraphobia, respectively). Yet, although panic disorder and agoraphobia are the most frequent psychiatric symptoms among patients with pulmonary diseases, such as asthma, the significance of these findings is not yet clear (Van Peski-Oosterbaan et al., 1996).  

Klein (1996) viewed these findings as supportive of his suffocation false alarm theory. However, he does not provide a rationale as to why only a relatively small percentage of patients with pulmonary diseases develop these disorders. Moreover, Van Peski-Oosterbaan et al. (1996) reported findings that are inconsistent with Klein’s theory. The authors found that the high prevalence of panic disorder in asthmatic patients (9%), although higher than that in the general population, was very similar to the rate observed in non-asthmatic patients referred for a histamine provocation test  (8.9%). The authors noted that it seemed unwarranted to interpret the high rates of panic disorder in asthmatic patients as specific to asthma or pulmonary disease, since panic disorder is one of the most frequently found psychiatric disorders in medical patients.

Additionally, the investigators reported that asthmatic patients with panic disorders displayed a similar pulmonary function to asthmatic patients without panic disorder. The main difference between the two groups was a higher level of anxiety and depression among the asthmatic patients with panic disorder. However, measures of anxiety were unrelated to the number of asthma symptoms during the previous year and bronchial responsiveness. The authors noted that their findings were consistent with previous studies that also found that the degree of pulmonary function impairment is not related to panic disorder. 

Additional evidence, which challenges the biological conception of asthma and panic disorder, was reported by Carr, Lehrer, and Hochron (1995). These investigators found a significant relationship between cognitive variables and measures of panic-fear, after controlling the effects of asthma variables through regression analyses. In contrast, asthma variables were not associated with these measures after the effects of cognitive variables were partialed out. These findings support Clark’s (1986) cognitive theory of panic disorder, but are inconsistent with Klein’s (1993) suffocation alarm theory.


Pine and colleagues (1994) reported that children with congenial central hyperventilation syndrome, who cannot perceive elevations of CO2, exhibited significantly fewer anxiety symptoms than non-referred groups of community subjects, which included a subgroup of children with asthma. Two children in the former group (15%) met the criteria for anxiety disorder as compared with 24% in the whole community group and 47% of the asthmatic children. Pine et al. claimed that this data supported the suffocation-false alarm theory. However, besides the methodological limitations that the authors themselves addressed (e.g., small number of subjects in the study group which consisted of only 13 children, variations in the administration of the interviews, and differences between the study group and comparison subjects in sex, age and I.Q.), this study did not investigate panic disorder, and, consequentially, its results cannot be considered as support for Klein’s theory. On the contrary, both the rarity of panic disorder among children in the general population (e.g., Barlow & Craske, 1988; Kenardy et al., 1990; Rosenbaum et al., 1995; Tearnan et al., 1984), and the fact that none of the asthmatic children in the above study manifested panic disorder (despite their supposedly high biological preparedness to do so), argue against the suffocation false alarm theory.

Mitral Valve Prolapse

Another attempt to account for the development of panic disorder and agoraphobia in biological terms was made by studies which investigated the relationship between mitral valve prolapse (MVP) and panic and agoraphobia disorder.  MVP is a congenital cardiac abnormality whose symptoms include non-anginal chest pain, palpitations, dyspnea, light-headedness, and anxiety (Bowen, D’Arcy, & Orchard, 1991, p. 400; Marks, 1987a, p. 352). Several researchers found a relatively high prevalence of MVP among panic and agoraphobic patients, that was usually ranged between 12%–50%, as compared to the general population, that normally ranged between 3%–5% (see Bowen et al., 1991; Chaudury & Augustine, 1990; Gorman, Shear, Devereux, & King, 1986; Kaplan et al., 1991; Margraf, Ehlers, & Roth, 1988; Marks, 1987a; Matuzas, Al-Sadir, Uhlenhuth, & Glass, 1987; Matuzas, Al-Sadir, Uhlenhuth, Glass, & Easton, 1989; Raj & Sheehan, 1990; Sivaramakrishnan, Alexander, & Saharsarnamam, 1994). This correlative data and the general similarity of the symptoms led to the idea that MVP could be an important etiological cause of panic disorder and agoraphobia (see Margraf et al.’s review, 1988).  However, as Margraf et al. (1988) showed, elevated prevalence of MVP was also reported for eating disorders (see also Kaplan et al., 1991), generalized anxiety disorder, and bipolar affective disorder.  A more problematic issue was that some studies reported low frequency and others found no significant relationship between MVP and panic and/or agoraphobia (e.g., Bowen et al., 1991; Gorman et al., 1986; Margraf, et al., 1988). 

Nevertheless, on the basis of a meta-analysis of 21 studies, Katerndahl (1993) concluded that there appeared to be a significant relationship between MVP and panic disorder. Likewise, Gorman et al. (1988b), in re-examining this issue, reported that MVP is more common in panic and agoraphobia disorders. However, MVP in these patients was mild, was not associated with thickened mitral leaflets or small left ventricular size, and moderate or severe prolapse was uncommon. The authors concluded that although MVP is more common among these patients than in the general population, “there continues to be no evidence that MVP has any clinical relevance in the actual management of patients with PD/AgP [panic disorder or agoraphobia with panic attacks]” (p. 120).  Additional indications call into question the causal relationship between MVP and panic disorder. Coplan, Papp, King, and Gorman (1992) claimed that MVP is the consequence, rather than the cause of panic disorder. Accordingly, they found that panic disorder patients with MVP showed amelioration of prolapse on repeated echocardiograms after treatment for panic disorder.   

In conclusion, as stated by Rachman (1990) in his evaluation of the biological theory of panic disorder

the original notion that there is some underlying biological dysfunction has failed to attract support despite numerous investigators and the energetic use of all of the most advanced biochemical and imaging diagnostic techniques.  The trawl for a biological cause of panic has led to repeated disappointments and should be more discouraging than it has been (p. 124).

It appears that the new findings accumulated since then do not justify any revision of this conclusion.

Obsessive-Compulsive Disorder
The inadequacy of the biological model of psychopathology is apparent with regard to obsessive-compulsive disorder (OCD) as well.  Psychiatric literature is overwhelmed with studies showing that obsessive-compulsive disorder is associated with various neurophysiological variables that reflect brain pathology.  These variables include brain tumors, epilepsy, Parkinson’s disease, head injury, abnormal evoked potential and EEG patterns, frontal dysfunction, smaller caudate nuclei, elevated metabolic rates in the cerebral hemispheres, and selective response to pharmacology treatment (Alarcon, Libb, & Boll, 1994; Baxter et al., 1988; Garber, Ananth, Chiu, Griswold & Oldenforf, 1989; Goldberg & Podell, 1995; Kant, Smith-Seemiller, & Duffy, 1996; Kettle & Marks, 1986; Luxenberg et al., 1988; McKeon, McGuffin, & Robinson, 1984; Melvin & Kellner, 1992; Turner et al., 1985).  However, these studies reported only correlational data and, therefore, cannot confirm the claim that obsessive-compulsive symptoms are biologically determined.  In discussing their findings, Baxter et al. (1988) noted that

we would like to caution ... that cerebral glucose metabolic data [and so other neurophysiological findings] do not address the causes of obsessive-compulsive disorder.  All mental activity, as well as motor behavior, regardless of ‘cause’, is mediated by the biochemical processes of the brain.  These data merely provides clues to sites of abnormal cerebral activity that may mediate the complex mentation and behavioral patterns seen in obsessive-compulsive disorder  (p. 1563).


Similar comments were made by Alarcon et al. (1994), when he reviewed the neurophysiological data in this area.  Furthermore, as specified above, cases of brain pathology, such as epilepsy, head injury, and abnormal EEG and evoked potential, were found to be associated with other neurotic disorders as well, such as conversion reaction (e.g., Levy & Mushim, 1973; Merskey & Buhrich, 1975 Whitlock, 1967) and multiple personality disorder (e.g., Fahy, 1988; Miller & Triggiano, 1992). Likewise, sometimes the same etiological factor (e.g., defects in serotonergic and/or hypocampus system) is used to explain obsessive-compulsive symptoms (Chouinard et al., 1990; Thomsen, 1994; Turner et al., 1985; Zetin & Kramer, 1992) and other disorders, such as agoraphobia and panic or affective disorders (Jacobs & Nadel, 1985; Krystal et al., 1996; Leake, Fairbairn, McKeith, & Ferrier, 1991; Sheehan, Raj, Trehan, & Knapp, 1993), without explaining how the diversity of symptomology occurs.  Moreover, the biological hypothesis which associates OCD with abnormal seretonin metabolism (e.g., Zohar & Insel, 1987) has been questioned by several investigators who reported inconsistent evidence (e.g., see Franklin & Foa, 1998).  

The biological account of OCD is confronted with three additional problems: 

1) Sometimes the same biological impairment that is viewed as the cause of OCD is a characteristic normal people as well.  Zitterl, Wemberger, Demal, and Hofer (1994) compared a group of 18 OCD patients with a control group of 18 subjects who suffered from unspecified headaches. Although 12 of the OCD patients displayed 25 pathological findings, 6 of the control subjects manifested 6 pathological indications as well. Further, no exclusive connection was found between any specific neuroanatomic system and OCD.

2) Magnetic resonance imaging (MRI) indicated that OCD might develop in the absence of brain pathology associated with OCD. For example, Robinson et al. (1995) found normal prefrontal cortex size in OCD patients. Likewise, Aylward et al. (1996) reported a normal caudate nucleus size in subjects with OCD. No volumetric differences were observed between OCD patients and the control group in any measure.

3) Inconsistencies and discrepancies are not infrequent phenomena in this area of investigation (Aylward et al., 1996; see also Insel, 1985; Kettle & Marks, 1986).

 
The biological approach is problematic with regard to therapy as well.  To date, biological theories have been unable to account for the lack of differences, and the greater effectiveness, of non-pharmacological treatments, mainly cognitive-behavioral therapy, vs. drug therapy (Abel, 1993; Abramovitz, 1997; Baer et al., 1994; DeVeaugh-Geiss, J., 1993; False-Stewart, Lucente, & Schafer, 1993; James & Blackburn, 1995; March, 1995; Marks & O’Sullivan, 1988; McLeod, 1997; Stanley & Turner, 1995). Pharmacological treatment may be more effective only when patients suffer from severe depression (Abel, 1993). Yet even when drug treatment is effective, its discontinuation may result in a relapse of the symptoms (Pato, Zohar-Kadouch, Zohar, & Murphy, 1988). A further problem concerns the controversial intervention of psychosurgery in the treatment of obsessive-compulsive disorder (Sachdev, Hay, & Cumming, 1992; Turner et al., 1985).  Rachman and Hodgson (1980) noted that surgical intervention helps to perpetuate the notion that OCD is a physiological illness. However, 

no serious attempt has been made to explain why surgery should reduce obsessional disorders; even if there were acceptable empirical proofs of its therapeutic value, we would remain in the dark about the process of change  (p. 103).

Since the research on psychosurgery has been subjected to serious methodological problems, such as lack of adequate control groups, small number of subjects, and lack of objectivity in outcome assessments (Hay et al., 1993, p. 197; Rachman & Hodgson, 1980, p. 104–105), no firm conclusion can be made.  Although Hay et al. (1993) made more serious attempts to overcome these problems, the control group used is still unsatisfactory.  As acknowledged by the authors themselves, they could not match the groups fully for sex and duration of treatment. The control group was not randomly assigned and the number of subjects was relatively small. Even if the psychosurgery was completely successful, it would not be sufficient to validate the biological theories of obsessive-compulsive disorder because the findings could be attributed to alternate explanations (Rachman & Hodgson, 1980, pp. 104–105).


In conclusion, although many studies have demonstrated a significant relationship between OCD and neurophysiological deficiencies, these findings are insufficient for confirming the biological accounts of OCD.  These deficits are not exclusive as they have been observed in other neurotic disorders as well. Moreover, OCD might develop in the absence of brain pathology as well, which apparently constitutes the majority of the cases. Further, the higher efficacy of cognitive/behavior therapy vs. drug therapy, which has often been reported, increases the doubt of the validity of the biological position. 

Eating Disorder
Both anorexia and bulimia nervosa are related to numerous serious biological changes, such as dermatological, cardiovascular, gastrointestinal and neuro-endocrinological abnormalities (Fava, Copeland, Schweiger, & Herzog, 1989; Kaplan & Woodside, 1987; Kingston, Szmukler, Andrewes, Tress, & Desmond, 1996). However, most of these adverse biological changes followed rather than preceded the onset of these disorders.  Although some of these biological dysfunctions may have been present beforehand (e.g., disturbances in hypothalamic-pituitary function, thyroid hormone and central nervous system amines/peptides; Bendfeldt-Zacharisson, 1992; Kaplan & Woodside, 1987), this data is insufficient to confirm a causal relationship between these variables and eating disorders.

Additionally, although biological models have been suggested to account for these findings (e.g., Advokat & Kutlesic, 1995; Agras & Kirley, 1986; Bendfeldt-Zachrisson, 1992; Ericsson, Poston, & Foreyt, 1996; Kaplan & Woodside, 1987; Marrazzi et al., 1990; Treasure & Tiller, 1993), there is no evidence to validate these theoretical proposals. Furthermore, various studies have shown that cognitive behavioral treatment is effective therapy for the treatment of eating disorders. Sometimes it is even superior to drug therapy, particularly for long-term therapeutic effect (Agras et al., 1994; Cooper & Steere, 1995; Craighead & Agras, 1991; Hoffman & Halmi, 1993; Leitenberg et al., 1994; Smith, Marcus, & Eldredge, 1994; Thackwray, Smith, Bodfish, & Meyers, 1993; Treasure et al., 1995; Walsh & Devlin, 1992; Whitbread & McGown, 1994; Wilson, 1993). Moreover, some studies have indicated that combining drug therapy with cognitive/behavioral therapy does not significantly improve outcome, except when there is evidence of major depression (Mitchell & Groat, 1984; Smith et al., 1994). 

Essentially, as indicated by Patton (1992), the mechanisms that cause the development of eating disorders remain unclear. Similarly, Walters and Kendler (1995) noted that 

although many theories have proposed to explain the etiology of anorexia nervosa, ranging from a fear of growing up, a reaction to a rigid family life, to hypothalamic dysfunction, there is a scarcity of empirical data that objectively address possible etiologic mechanisms of this disorder.  (p. 64)


In conclusion, there is no doubt that neurotic disorders are significantly associated with neurophysiological deficits. However, despite the number of studies, the evidence does not support the biological etiology of these disorders or indicate that they are necessary conditions for their development. 

Psychosis

Genetic Factors


Although in the past psychoses were attributed almost exclusively to genetic causes, the importance of this factor in the development of psychosis has been overestimated. The magnitude of the genetic effect is similar to neuroses, and there seems to be insufficient justification for the widespread belief that psychoses are genetically determined.  


Kallmann (1946/1994), one of the most influential figures in the promotion of the genetic theory of psychosis, reported that the concordance rate of psychoses among monozygotic twins was very high (95.7% for manic-depressive psychosis and 86.2% for schizophrenia). Kessler (1980) stated that although in studies conducted before Kallmann’s death in 1965 the monozygotic concordance rates for schizophrenia were at least 60% or more, those carried out since that time obtained lower results. While Kessler attributed this decline to changing diagnostic styles and variations in sampling and statistical procedures, Marshall and Pettitt (1985; see also Marshall, 1984) claimed that the “examination of certain twin studies leads to the conclusion that ideologies influence the seemingly objective determination of concordance rates” (p. 6). Further, Marshall and Pettitt noted that although it is generally accepted that the concordance rate in monozygotic twins is much lower than in the past, these data are still used to support the hereditary theory of schizophrenia.  They noted that after Kalman’s death in 1965, Gottesman and Shields (1982), who became the chief proponents of genetic theory, used faulty statistical methods which inflated the concordance rate of monozygotic twins. A concordance rate of 13% was calculated as 50%, and the range reached up to 106%, “although they admit that values greater than 100 per cent are obvious signs that the method is subject to errors”  (Marshall & Pettitt, 1985, p. 8).

On the basis of numerous twin studies, Gottesman (1991) reported that the concordance rate of monozygotic and dizygotic twins is about 48% and 17%, respectively. Onstad, Skre, Torgersen, and Kringlen (1991) found similar results (48% vs. 4%). Yet other investigators have reported much lower rates (e.g. Allen, Cohen, & Pollin, 1972; Fischer, Harvald, & Hauge, 1969; Kringlen, 1967, 1968; Pollin, Allen, Hoffer, Stabenau, & Hrubec, 1969; Tienari, 1971). Indeed, Walker, Downey, and Caspi (1991) conducted a meta-analysis of 21 studies and reported a concordance rate of 25% and 7% for monozygotic and dizygotic twins, respectively. Similarly, Torrey (1992) used only those studies in which representative samples were employed and zygosity was determined with reasonable certainty, and found that the concordance rate for schizophrenia was 28% for monozygotic and 6% for dizygotic twins.  

Nevertheless, Franzek and Beckmann (1998) reported relatively high concordance rates. These investigators examined whether the heterogeneity of schizophrenic disorder is one of the causes for the conflicting findings among twin studies in this area. In support of their claim, they found a higher concordance rate among monozygotic (85.7%) than dizygotic (25.0%) twins for patients who met the strict DSM-III-R criteria for schizophrenia. A high concordance rate (88.9% for monozygotic vs. 25% for dizygotic twins) was also found for patients who were classified as unsystematic schizophrenics according to Leonhard’s classification method. A relatively low concordance rate for monozygotic (47.1%) over dizygotic (30.8%) twins was observed in patients who were diagnosed in accordance with DSM-III-R as schizophreniform, schizoaffective, or with delusional (paranoid) disorders and psychotic disorders not otherwise specified. Similarly, patients who were diagnosed as cycloid psychoses, which is similar to bipolar disorder, displayed relatively low concordance rates for monozygotic (38.5%) as compared with dizygotic (36.4%) twins. The authors concluded that their findings suggest that schizophrenia consists of clinically and etiologically heterogeneous subgroups with different genetic backgrounds.    

The genetic factor seems to have a greater role in the development of bipolar affective disorder. In most studies, the concordance rate among monozygotic twins is greater than 50% and reaches 80%, as opposed to 24% in dizygotic twins (Gilliam & Knowles, 1995; McGuffin & Katz, 1989; Mitchell, Mackinnon, & Waters, 1993; Walker et al., 1991).  

Some investigators examined the genetic basis of delusional/paranoid disorder (e.g., see Franzek & Beckmann, 1998; Kendler, Masterson, & Davis, 1985; Nigg & Goldsmith, 1994; Watt, 1985; Zigler & Glick, 1984). The findings tend to be much weaker and less conclusive than in schizophrenia or bipolar disorders. The overall evidence indicates that, “environmental factors may be more important than genetic-constitutional ones in the etiology of delusional disorder” (Kendler, 1982, p. 900). Similarly, Carson and Butcher (1992) stated that biological factors have rarely been reported in

paranoid disorders, as they have been in schizophrenia, although we must acknowledge that little work has been done in this area.  Most observers believe that psychosocial factors are sufficient to account for the development of most of the paranoid disorders.  (p. 471) 

Several investigators reported that they successfully identified certain chromosomes as the culprits of schizophrenia and bipolar affective disorder (see Baron et al., 1987; Egeland, Gerhard, Pauls, Sussex, & Kidd, 1987;  Sherrington et al., 1988; and studies reviewed by Kalsi et al., 1995). However, other investigators could not replicate the findings or find a specific gene for either schizophrenia or bipolar disorder (Hallmayer et al., 1994; Kalsi et al., 1995; Kunugi et al., 1996; Maier et al., 1994, 1995; McGuffin et al., 1990; Owen & McGuffin, 1991; Wesner & Winokur, 1990). In discussing the molecular genetic studies of schizophrenia, Portin (1994) noted that on the whole linkage and association studies have given almost exclusively negative or contradictory evidence. Although some gene candidates have been identified as etiological factors of schizophrenia, to date there has been no significant data to confirm these findings. Gooding and Iacono (1995) reached a similar conclusion (p. 543). 

Likewise, in a systematic review of 229 linkage studies on bipolar disorder, Turecki, Rouleau, Mari, and Morgan (1996) reported remarkable discrepancies in results, both within and between studies. In a descriptive statistical analysis of a selected number of these studies, Turecki et al. found that beyond the genetic complexity of the disorder itself, there were other study design issues that may have been a source of bias. Moreover, some “workers argue that psychiatric disturbances are so heterogeneous that one may never find the responsible molecular abnormalities” (Snyder, 1995, p. 166). Likewise, Alda (1997) noted that the actual genetic mechanisms that supposedly cause bipolar disorder remain unclear (see also Philibert, Egeland, Paul, & Ginns, 1997).


In evaluating the genetic basis of psychosis, it is important to note that no evidence was found to confirm the possibility of a genetic influence on thought disorder (Berenbaum, Oltmanns, & Gottesman, 1985; Slater, 1953), which is the most fundamental feature by which psychosis is defined (e.g., see Andreasan, 1979a, 1979b; and Chapter 8). Additionally, although schizophrenic disorders are more common among biological rather than adoptive relatives of schizophrenic probands (Kety et al., 1994), in most cases the relatives display no deviations of such type (Pope, Jonas, Cohen, & Lipinski, 1982). With regard to bipolar disorder, even if the affective disorder itself is genetic to a large extent, the cycle frequency is not genetically determined (Sharma, Ainsworth, McCabe, Persad, & Kueneman, 1997). This evidence is consistent with Alda’s (1997) statement that the actual genetic mechanisms which supposedly cause bipolar disorder remain unclear (see also Philibert et al., 1997), and with Cicchetti and Toth’s (1995) claim that, “the specific support for a particular mode of genetic inheritance [in mood disorders] has yet to be found” (p. 400). 

Thus, the overall findings show that early investigators overestimated the role of genetic factors in the development of psychosis. Although overwhelming evidence supports the existence of genetic components in the development of schizophrenia (e.g., Murphy & Gill, 1996), biologists have not yet succeeded in demonstrating that schizophrenic symptoms are the consequence of biological mechanisms (De-Domenico et al., 1995). Lichtenberg and Marcus (1994) criticized the claim that schizophrenia may be a purely genetic illness (McGuffin, Asherson, Owen, & Farmer, 1994), stating that, “the genetic mechanisms... may certainly explain a small percentage of cases of schizophrenia, but considerable room remains for positing an environmental influence in the aetiology of schizophrenia genetic factors” (p. 409).

Neurophysiological Factors


There is no doubt as to the strong connection between schizophrenia and many neurophysiological changes such as glucose metabolism, enlarged ventricles, eye movement impairment, epilepsy, dopamine and serotonin dysfunction, glutamatergic abnormalities, structural irregularities in the hippocampal and para-hippocampal areas of the brain, and lateral ventricle abnormalities (Berquier & Ashton, 1991; Breier, 1995; Cannon et al., 1994; Carpenter, 1995; Carpenter & Buchanan, 1994; Elliott & Sahakian, 1995; Elliott, McKenna, Robbins, & Sahakian, 1995; Halberstadt, 1995; Mendez, Grau, Doss, & Taylor, 1993; Meltzer, 1995; Sigmundson, 1994, Suinm, 1995; Vazquez-Barquero et al., 1995).  In a more recent study, Ismail, Cantor-Graae, and McNeil (1998) found that schizophrenic patients showed high levels of neurological abnormalities across nearly all domains, particularly motor coordination abnormalities and involuntary movements. High levels of neurological deficits were also observed among the siblings of schizophrenic patients, and the authors noted that, “this suggests common genetic and/or environmental factors in the pathogenesis of these abnormalities in the two groups” (p. 89). Evidence of this sort has been used for the formulation of various neuro-anatomical and biochemical theories (e.g., Carpenter & Buchanan, 1994). However, as noted by Skrabanek (1984) these studies are characterized by a great deal of inconsistency.

If someone suggests that schizophrenia is due to hyperactivity of prostaglandins, you may be sure that you will find someone else who claims the opposite. Or, for example, if five articles show that naloxone ameliorates schizophrenic symptoms and another five report no effect, does it mean that the reports mutually neutralize themselves? Not at all. It will be pointed out that the naloxone dose, the type of schizophrenic symptoms, and the selection of patients were not comparable (Skrabanek, 1984, p. 225).

Similarly, Sarbin (1990) claimed that, “most of the theories of schizophrenia had been initially supported on the basis of one or two experiments. When replicated by other investigators, the results of the experiments proved to be artifacts” (p. 264).

 Inconsistencies were also noted with regard to basic variables such as dopamine (Davis, Kahn, Ko, & Davidson, 1991; Widerl(v, 1988), which was considered to be one of the fundamental causes of schizophrenia. Additionally, as stated by Davison and Neale (1986), “studies on biochemicals can indicate only that a particular substance and its physiological processes are associated with schizophrenia.  Dopamine activity might become excessive after rather than before the onset of the disorder” (p. 357). Elliott and Sahakian (1995) also raised the possibility that “the causes of the abnormalities in dopamine activity may be due to the effects of stress, or may be a secondary result of frontostriatal dysfunction” (p. 588).  With respect to dopamine, Halberstadt (1995) noted that

For the past 20 years, it has been widely assumed that schizophrenia results from chronic dopamine (DA) hyperactivity.  However, large amounts of evidence exist that call into question this assumption.  After examining the brains of schizophrenic patients, studies failed to find evidence of elevated levels of DA, alterations in DA-producing or degrading enzymes or both, or increased DA-receptor concentrations or affinity; thus, there are no direct observations linking psychosis to increases in DA activity. Therefore, it seems that mechanisms unrelated to altered dopaminergic functioning may be involved in the underlying pathology of schizophrenia.  (p. 237; se also Sarbin, 1990, p. 272)  


The biological thesis would be strongly supported if schizophrenic symptoms could be experimentally produced.  However, “schizophrenic-like symptoms are rarely, if ever, induced in non-schizophrenic individuals when they are administered drugs that augment dopaminergic activity” (Davis et al., 1991, p. 1474).  Heath and his associates (Heath, 1960; Heath & Krupp, 1967; Heath, Martins, Leach, Cohen, & Angel, 1957) claimed that schizophrenic symptoms could be produced in non-schizophrenic normal subjects after the administration of a certain substance (“taraxein”) that had been extracted from the blood of schizophrenics. However, other investigators have failed to replicate these findings (Siegel, Niswander, Sachs, & Stavros, 1959). Furthermore, although among schizophrenic patients certain drugs that enhance dopamine activity may exacerbate schizophrenic symptoms (e.g., Davis et al., 1991), this does not necessarily mean that their onset and maintenance are biologically determined. 


Another argument regarding the validity of the biological theories concerns the therapeutic effects of drugs. Mosak (1995) noted in this respect that

Many colleagues hold the position that schizophrenia (and other conditions) must have a biological... or biochemical etiology because medication can provide better living through chemistry....  However, the same logic permits the conclusion that schizophrenia is psychogenic since psychological therapy can also affect the psychotic behavior.  The question of etiology it seems remains open, but the amenability of the schizophrenia to purely psychotherapeutic interventions has been established.  (p. 65) 


Additionally, antipsychotic drugs only reduce the positive symptoms such as delusions and hallucinations, but they have no effect on the negative symptoms such as poverty of speech and blunted affect (Carpenter, 1995; Carpenter & Buchanan, 1994; Leff, 1992). Antipsychotic drugs are not curative and their long-term effects are not as high as their substantial short- and intermediate-term effects (Carpenter & Buchanan, 1994). About 16%–40% experience relapse despite apparently adequate medication, and the rate becomes higher (53%–80%) when medication is discontinued (Gilbert, Harris, McAdams, & Jeste, 1995; Lader, 1995a, 1995b; Leff, 1992; Rund, 1994), indicating that medication merely suppresses rather than cures the symptoms. Further, continued treatment increases the risk of serious side effects such as orthostatic, hypotention, extrapyramidal symptoms, and persistent dyskinesia (Breslin, 1992; Carpenter & Buchanan, 1994; Gilbert et al., 1995; see also case study by Leon, 1990, pp. 319-335). Only a few patients (3%) actually fully recover (Rund, 1994), and psychosocial therapy can sometimes facilitate therapeutic improvement even in the absence of drug treatment (Alford & Correia, 1994; Carpenter & Buchanan, 1994; de Jesus Mari & Streiner, 1994; Curran, Sutton, Faraone, & Guennette, 1985; Leff, 1992; Lukoff, Snyder, Ventura, & Nuechterlein, 1984; May & Simpson, 1980; Mosak, 1995; Siebert, 2000a).  

Thus, although biological theorists continue in their attempts to account for the development of schizophrenia in neurophysiological terms, synthesizing the various findings into their theoretical model (e.g., Benes, 1995), their theoretical efforts have not identified the mechanism by which schizophrenia develops. Any new theoretical effort must also synthesize the psychosocial factors that are involved in the development of schizophrenia.


Similar theoretical confusion exists with respect to bipolar disorder.  A large number of studies reported a significant relationship between bipolar disorder and various other neurophysiological deficits such as regional cerebral blood flow (George et al., 1994), frontal lobe dysfunction  (Powell & Miklowitz, 1994), head injury (Zwil, McAllister, Cohen, & Halpern, 1993), impairment in language, short and long term memory, executive function, visual and visuospatial function (McKay, Tarbuck, Shapleske & McKenna, 1995), visual motor processing and attention (Albus et al., 1996), subcortical and cortical right hemisphere lesions (Starkstein, Fedoroff, Berthier, & Robinson, 1991), and abnormal decreased activity in the prefrontal cortex (Drevets et al., 1997).  

A number of theoretical attempts were made to integrate the neurophysiological findings into one theoretical model. For example, Soares and Mann (1997) reviewed extensive research data on structural computed tomography and magnetic resonance imaging (MRI) in the past 15 years. They evaluated the evidence for a neuroanotomic model of mood disorders but found no consistent evidence to support global atrophy. The studies reviewed by Soares and Mann indicate that mood disorders are associated with structural brain abnormalities in particular regions involved in mood regulation. The brain abnormalities in unipolar disorder were in the smaller frontal lobe, cerebellum, caudate, and putamen, while in bipolar disorder, brain abnormalities manifested in the large third ventricle, smaller cerebellum and perhaps temporal lobe. However, these findings provide merely correletional data but fail to clarify the mechanism by which mood disorders develop. As the authors noted, “the interaction of factors involved in the pathogenesis of mood disorders, such as genetic and environmental factors, with these specific brain structures, is yet to be clarified” (p. 97).


Another area of findings that has not yet been accounted for concerns the therapeutic effect of lithium. Although seemingly effective (Maj, Pirozzi, Magliano, & Bartoli, 1998), there are reports of lithium resistance (e.g., Kafantaris, 1995), and manic reoccurrence soon after lithium withdrawal which may reach to more than 50% (Goodwin, 1994; Suppes, Beldessarini, Faedda, & Tondo, 1993). In addition, there is a high risk of relapse if treatment is interrupted, even after several years of stability (Post 1990; Suppes et al., 1993). Likewise, Post, Leverich, and Altshuler (1992) described a small group of patients who were initially responsive to lithium, but developed recurrent episodes upon discontinuation of the drug and were unresponsive to subsequent reinstatement of lithium therapy.  Similarly, a subgroup of bipolar patients with rapid cycling was generally unresponsive to lithium (Sharma & Persad, 1994).  These findings pose a challenge to the biological models, which have not been able to specify the mechanism by which lithium exerts its influence (Atack, Broughton, & Pollack, 1995).  

Biological theorists also need to account for the increasing number of findings that demonstrate the critical role of stressful life events in precipitating the onset of bipolar disorder and frequency of relapse (e.g., Bebbington et al., 1993; Ellicott, Hammen, Gittlin, Brown, & Jamison, 1990; Johnson & Miller, 1997; Johnson & Roberts, 1995; Swendsen, Hammen, Heller, & Gitlin, 1995).  Although some biological theorists have attempted to explain these findings in biological terms, these theoretical efforts have received little empirical validation (Johnson & Roberts, 1995).


A number of investigators also examined the biological basis of delusional disorder, which is far less prevalent than schizophrenia or mood disorders (see Manschreck, 1995). Although some investigators reported brain abnormalities (e.g., Howard, Almeida, Levy, Graves, & Graves, 1994; Howard et al., 1995; Lesser et al., 1993), the biological theory does not seem to be adequate for the explanation of this disorder.  After reviewing the literature on delusional disorder, Manschreck (1995) stated that

The cause of delusional disorder is unknown. Paranoid features including types of delusions encountered in these disorders, occur in a large (and growing) number of conditions... Differences in approach to classifying idiopathic delusional disorder add to the problems of understanding causation.  Theories and explanations of delusion abound in the literature; empirical evidence to support those theories is limited.  With so many uncertainties, conclusions concerning the cause of delusional disorder must be modest.  (p. 1038) 

Manschreck’s statement can be applied to all types of psychotic disorders. In this respect, it seems that Zigler and Glick’s (1984) assessment that “even after a century of work there are still no widely accepted cause-effect formulations for the two major psychoses, schizophrenia and affective disorder” (p. 45), is still valid.

Discussion


Although genetic and neurophysiological factors are strongly involved in the development of psychiatric disorders, it is hard to accept the biological disease model that attributes the etiology of these disorders to neurophysiological mechanisms. 

First, these findings are correlative but not causative, and furthermore, are often characterized by inconsistencies and contradictions. In evaluating the disease models of schizophrenia Siebert (2000b) noted that, “while some weak positive correlations have been found between the presence of schizophrenic symptoms and certain brain abnormalities, a basic scientific principle remains: correlation does not mean causation” (p. 4). Moreover, the author claimed that advocates of these models consistently downplayed evidence that most schizophrenic patients “do not have brain or biochemical abnormalities and that some people with similar abnormalities do not have signs of a schizophrenia” (p. 4, see also Siebert, 2000a). 

Second, even on the correlative level, there is no valid evidence that relates one or a combination of neurochemical deficits exclusively to a certain psychiatric disorder since the same neurochemical impairment can be associated with different types of psychological disorders. 

Third, the variability of symptoms within a given disorder is so high and the specific symptoms are so bizarre, that it is difficult to see how they can be accounted for in neurophysiological terms. For example, it is difficult to imagine the existence of neurological deficits or neurochemical substances that can account for the association of panic attacks with specific symptoms such as trains (Leonard, 1927), chocolates (e.g., Rachman & Seligman, 1976) or insects (Jacobs & Nadel, 1985). Which neurochemical mechanisms control the association of compulsive cleaning with rat germs (Brandt & Mackenzie, 1987) and excessive lavatory cleaning (Rachman & Hodgson, 1980, p. 65)? Why is there an over-presentation of obsessive-compulsive disorder among religious groups (e.g., Hoffnung, Aizenberg, Hermesh, & Munitz, 1989; Rasmussen & Eisen, 1992)? Which neurochemical mechanisms determine the variability in MPD that may range from 1 to 60, with the average being 13.3 (Putnam, Guroff, Silberman, Barban, & Post, 1986), and cause the shift from one personality to another? 

Similarly, it is unclear how the specific differences in symptomology amongst psychotic patients, such as variability of thought disturbances which is not genetically determined (e.g., Berenbaum et al., 1985; Slater, 1953), can be accounted for in biological terms. Sarbin noted with respect to schizophrenia that the patients’ symptoms are

so specific to the individual’s life story that it [is] difficult … to accept the explanation that some brain anomaly could account for the heterogeneity. The notion of a common cause for such an assortment of human actions can be entertained only if, in Procurustean fashion, we reduce the interesting array of polymorphous actions to a small number of categories, for example, delusions, flattened affect, and hallucinations, and further, if we arbitrarily redefine the categories as “symptoms” of a still-to-be-discovered disease entity (p. 261).

Additionally, nearly all neurotic bizarre behaviors, as well as unipolar depression, are far more prevalent amongst women than men (see Chapter 1, pp. 28-29). Rachman (1990) noted that, “there is nothing in the biological theory to explain why women are so much more vulnerable to this putative biological disorder, and there is no reason to explain why it should occur most frequently in the person’s late twenties” (p. 124). Similarly, Nolen-Hoeksema (1987), in summarizing her critique of the biological explanation of depression, noted that

There is no consistent evidence that the observed sex differences in serious affective disorders are due to a greater genetic predisposition to the disorder in women...  Some studies provided indirect support for relations between levels of particular biochemicals and moods, but many others did not... (p. 271).

Other findings that cannot be integrated within the biological models concern the diagnostic fluctuations of neuroses, such as the decrease in the prevalence of conversion disorder and the dramatic increase in anorexia and bulimia nervosa (see Chapter 1, p.30). The need to use psychosocial rather than physiological factors to account for this data is strengthened by the fact that the prevalence of eating disorders in non-western cultures is relatively rare, and has increased with westernization (Bhadrinath, 1990; Khandelwal, Sharan, & Saxena, 1995; Pate, Pumariega, Hester, & Garner, 1992; Stice, 1994). For example, investigators have observed that mass media, one of the most influential factors in the western society, plays a crucial role in the increased prevalence of eating disorders (Andersen & DiDomenico, 1992; Bennett et al., 1988; Foryet, 1986; Mitchell & Eckert, 1987; Murray, Touyz, & Beumont, 1990; Nagel & Jones, 1992a; Shisslak et al., 1987; Striegel-Moore et al., 1986; Willi et al., 1990). Another example of diagnostic fluctuation, which is apparently also the result of the mass media (Spanos, Weekes, & Bertrand, 1985), is the significant increase in the prevalence of multiple personality disorder (Boor, 1982; Fahy, 1988; Merskey, 1995; Putnam & Loewenstein, 1993; Ross, 1991). Reduced likelihood of familiarity may be the underlying cause for the rarity of multiple personality disorder in non-western countries (e.g., Adityanjee, Raju, & Khandelwal, 1989; Varma, Bouri, & Wig, 1981). Can these findings be accounted for with neuropsychological mechanisms?


The class distribution of neuroses such as conversion disorder, which is more prevalent among the lower socio-economic class (Folks et al., 1984; Jones, 1980), constitutes another problem for the biological models. Eating disorders are even more problematic. In the past, these disorders were almost exclusively associated with the higher socio-economic classes (e.g., Bruch, 1973, p. 13; Garfinkel & Kaplan, 1986, pp. 270–271). Today they are at least equally as common, if not more so, in the lower socio-economic classes (Culberg & Engstr(m-Lindberg, 1988; Pate et al., 1992; Pope, Champoux, & Hudson, 1987; Whitaker et al., 1989). It also unclear why schizophrenia is more prevalent among lower social classes, compared to bipolar disorder, which tends to be more common in higher social classes (Aro, Salinto, & Keskimaki, 1995; Cockerham, 1978; Cohen, 1993; Dohrenwend & Dohrenwend, 1969; Lenzi et al., 1993).  A biological explanation for the class distributions of psychiatric symptoms has yet to be offered.


Additional difficulties are the previously mentioned findings that behavioral/cognitive therapy is more effective than drug treatment, at least in the area of neuroses. Biologists have not accounted for the mechanisms that allow patients to relieve symptoms that are supposedly determined by neurophysiological processes.  By the same token, biologists have not clarified the mechanism by which the placebo exerts its therapeutic effects on psychiatric disorders. Rose (1984), noting that the placebo is effective in about 30% of psychiatric cases, stated that, “I am not aware of any biological psychiatric endeavoring to answer the question: how does the placebo exert its effect?” (p. 358).


Another important issue is the diathesis-stress model which has been suggested for both neuroses (Barlow, 1988; Holland et al., 1984; Kendler et al., 1991; Turner et al., 1985) and psychoses (Aagaard, 1994; Fowles, 1992; Norman & Malla, 1993; Spring & Coons, 1982; Zubin & Spring, 1977). According to this model, individuals have constitutional predispositions towards certain types of psychiatric disorders that are likely to be triggered under appropriate stressful conditions. Some form of this theoretical model may eventually resolve the difficulty that a large proportion of people with a genetic predisposition to neuroses or psychoses do not develop these disorders, as previously mentioned studies showed. Currently, however, biologists are confronted with the problem of lacking evidence to prove their mechanistic theoretical assumption that neuroses and psychoses are the direct result of neurophysiological factors. For example, in order to accept the biological conception of diathesis-stress model to account for sex differences in neurotic disorders, one needs to demonstrate not only that women are confronted with greater levels of stress, but that stress exacerbates certain neurochemical changes which have directly caused the symptoms. As of yet, no such evidence has been provided. 

Furthermore, the biological diathesis-stress model cannot account for the fact that certain types of stress are more likely to trigger symptoms than other forms of stress of equal intensity.  For example, both war-time experiences (Adelaja, 1976; Baker, 1984; Carden & Schramel, 1966; Davidson, Kudler, Saunders, & Smith, 1990, Green, Lindy, Grace, & Gleser, 1989; Ironside & Batchelor, 1945; Neill, 1993; Solomon, Mikulincer, & Bleich, 1988; Tick, 1986; Zarcone, Scott, & Kauvar, 1977) and individual life stressors (Blanchard & Hersen, 1976; de Loof et al., 1989; Faravelli, 1985; Faravelli, Webb, Ambonetti, Fonnesu, & Sassarego, 1985; Kennedy, Thompson, Stancer, Roy, & Persad, 1983; Lehmkuhl, 1983; Lukoff et al., 1984; McKeon et al., 1984; Norman & Malla, 1993; Pollard, Pollard, & Corn, 1989; Rangaswamy & Kamakshi, 1983; Soukup et al., 1990; Strober, 1984), increase the prevalence of  both neuroses and psychoses.  In contrast, while natural disasters result in depression, general anxiety and post-traumatic stress reactions such as concentration difficulties, insomnia and nightmares (Burke, Borus, Burns, Millstein, & Beasley, 1982; De La Fuente, 1990; Logue, Melick, & Hansen, 1981; Nolen-Hoeksema & Morrow, 1991; Papadatos, Nikou, & Potamianos, 1990; Shore, Tatum, & Vollmer, 1986; Shore, Vollmer, & Tatum, 1989; Titchender & Kapp, 1976), there is no evidence that stress of this kind can cause neuroses (e.g., agoraphobia and obsessive-compulsive disorder) or psychotic disorders on its own. Similarly, terminal disease is strongly associated with depression and anxiety (Billings & Block, 1995; Medved, Kenfelj, & Mihaljevic, 1994; Perdices et al., 1992), but few reports of neuroses and psychoses appear in the literature in relation to this type of stress (Tapper, 1994). 

Likewise, although stress experienced in the concentration camps during World War II was extreme (Nathan, Eitinger, & Winnik, 1964), the psychiatric disorders which resulted from these captivity experiences “did not fit into any conventional nosological category” (Dohrenwend & Dohrenwend, 1969, p. 121). Prisoners subjected to the harsh conditions usually exhibited intense fatigue, depression, reduced ability to solve problems, personality impoverishment, vulnerability to physical illness and a high mortality rate (see Davidson, 1980; Dohrenwerd & Dohrenwerd, 1969; Dor-Shav, 1978; Eitinger, 1973; Eitinger & Strom, 1981; Nathan et al., 1964; Niederland, 1981).  However, bizarre behaviors such as psychoses rarely developed, and Eitinger and Strom (1981) concluded that, “even excessive stress like the one concentration camp prisoners have been exposed to, will be a causal factor for serious and chronic psychosis only in a relatively few cases, and mainly when other factors are involved” (pp. 194–195).


In conclusion, although proponents of biological models of neuroses and psychoses demonstrated the existence of correlational data between these disorders and neurophysiological factors, there is still insufficient evidence to support the biological etiology of these disorders. Several additional psychosocial issues challenge the validity of this approach, due to a lack of appropriate concepts for the resolution of these problems. Like psychological theories that neglect to take the neurophysiological findings into account, the biological models overlook the findings of their counterparts from the psychological camps. A new theoretical approach, capable of integrating the huge and seemingly inconsistent data that has been accumulated since the beginning of this century, is urgently needed.
Part II

Psychobizarreness Theory

Introduction

As has been shown, in addition to a lack of scientific validation, traditional theories of psychopathology are confronted with fundamental theoretical flaws that they cannot explain. In light of the critical review brought so far regarding the three schools of thought in psychopathology, it seems very clear that an acute theoretical crisis exists in this area.

Two basic causes seem to be responsible for this theoretical crisis. The first is the irrational/mechanistic conception of the human being, which is the primary characteristic of all traditional theories of psychopathology. Since deviant behaviors appear to be beyond the individuals’ control, advocates of these theories assumed that psychiatric disorders were controlled by irrational/compulsory mechanisms, such as the unconscious, faulty automatic learning mechanisms or adverse neurochemical changes. Even cognitivists, who promoted the idea that behavioral deviations were the result of catastrophic thoughts, emphasized the irrational character of these cognitions, which the patient alone was powerless to control. In fact, the cognitivists’ theoretical position is the most difficult to understand, for while they attributed the behavioral deviations to conscious processes, they did not provide any rationale to explain why the conscious begins to function irrationally. What maintains the irrational processes? Why is the individual unaware of the underlying causes of his or her deviant behavior and unable to resume normal functioning? 

A very central and fundamental aspect of the human experience is individuals’ ability to actively monitor and choose their own behavior. The possibility that this characteristic of human nature is critical to the development of behavioral disorders seems to have been completely neglected by the traditional theories of psychopathology. 


The second cause of the theoretical crisis facing psychopathology is the insistence of traditional theories to account for all behavioral deviations, regardless of whether they are common and normal (e.g., dog phobia) or rare and bizarre (e.g., agoraphobia), by the same set of theoretical concepts. The behaviorists took an even more extreme step and included animals in their theoretical endeavor. They promoted the belief that the same mechanisms could account for the behaviors of both humans and animals. Even biologists, who investigated each behavioral disorder individually and attempted to identify the unique underlying mechanisms of each disorder, shared this same, untenable assumption. They truly believe that the exploration of the simple brains of animals can assist us in understanding the complex behavior of neurotic (e.g., Olivier, 1992; Stein, Shoulberg, Helton, & Hollander, 1992) and psychotic (e.g., Beauregard & Bachevalier, 1996) disorders. Accordingly, in his criticism of the medical models of psychopathology, Skrabanek (1984) stated that it is 

startling when one reads about attempts to use animal models of schizophrenia. It is an understatement to write that ‘the fact that schizophrenia is a thought disorder complicates the creation of animal models...’ A paranoid rat? A hallucinating guinea pig? A thought insertion in the ass? (p. 226)

The Psychobizarreness Theory (PBT), which is introduced in the second part of this book, attempts to resolve this theoretical crisis by abandoning the irrational/mechanistic assumption and making an empirical qualitative distinction between bizarre (i.e., neuroses and psychoses) and non-bizarre (e.g., simple fears) behaviors. It claims that a separate theoretical assumption is needed to enable the understanding and treatment of each of these behaviors. Hence, bizarre behaviors are viewed as coping strategies, unique to human beings, which are consciously and deliberately chosen to cope with unbearable levels of stress. The major psychological function of these behaviors is the elimination of stress-related thoughts from attention and the enabling of some measure of control over the stressful sources. 

Although PBT strongly opposes psychoanalysis, it has some similarity with Freud’s framework of thinking. First, PBT preserves the essence of repression - the elimination of stress-related thoughts from attention - and views it as the key for the understanding of psychological disorders; it perceives the bizarre behavior as a tool by which repression occurs. Second, while PBT rejects the concept of the unconscious, it does acknowledge the critical theoretical need that this concept fulfills. Therefore, as an alternative, PBT suggests a theoretical model of sophisticated self-deception processes by which neurotic and psychotic patients succeed in being unaware of the underlying causes of their behaviors and of knowledge of self-involvement in actively producing and maintaining the symptom. 

PBT also proposes a new theoretical construct for the understanding of simple fears, which is basically a reconstruction of the Pavlovian paradigm in conscious-cognitive terms. Overall, contrary to the traditional models, PBT emphasizes the sophisticated nature of the human being, the unique type of behaviors that neurotic and psychotic patients choose as coping mechanisms, and the critical importance of conscious processes, for understanding the development and treatment of behavioral deviations.

Part II of this volume contains seven chapters that address repression (Chapter 4), choice of neurotic symptoms (Chapter 5), unawareness (Chapter 6), therapy (Chapter 7), psychoses (Chapter 8), simple fears (Chapter 9) and concluding remarks (Chapter 10).
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Repression: The Cornerstone of PBT
Definition


In his critique of the psychoanalytic concept of repression, Holmes (1974) noted that, “in considering an alternative theory, it is important for it to be broad enough to encompass all the experimental findings as well as what appears to be instances of repression observed in the clinical settings” (p. 650). PBT proposes an alternative definition of repression that is more accurate and broader in its scope, as it is based upon relevant research and integrates a wide range of clinical data. PBT relies upon experimental and research studies (see Chapter 1) and defines repression as a conscious distraction whereby the individual adopts specific distractive measures to block the accessibility of stress-related thought from attention. This is in line with Freud, who stated that, “the essence of repression lies simply in turning something away, and keeping it at a distance, from the conscious” (Freud, 1915/1964, p. 147). Moreover, according to Erdelyi and Goldberg (1979; see also Erdelyi, 1990, 1993), Freud himself viewed the act of withdrawal of attention as a conscious process.


However, even if Freud believed that repression was a conscious process, there is still a fundamental difference between PBT and psychoanalysis in this respect. Freud, and other psychoanalytical investigators including Erdelyi and Goldberg (1979; see also Erdelyi, 1985), believed that repressed materials are transferred to permanent storage in an autonomous unconscious entity from which they exert negative psychological effects. In contrast, PBT denies the existence of the unconscious altogether. Moreover, according to psychoanalytic doctrine, repression causes the development of psychiatric symptoms. In PBT, repression is the consequence of these symptoms that are consciously adopted by the individual. Thus, based on the aforementioned experimental and research data, PBT defines repression as: a conscious coping mechanism by which threatening materials are deliberately prevented from gaining access to attention by actively implementing distractive maneuvers.

Although this new concept of repression retains only the notion of withdrawal from attention but not its three traditional components (see Chapter 1), the term repression is maintained in favor of distraction for the following reasons:

First, as stated, PBT’s definition of repression is consistent with Freud’s original thought regarding the central aspect of repression, i.e., the essence of repression.

Second, in the present context, distraction is characterized by two basic components that are fundamental to the traditional conception of repression but are not indicated by the standard conception of distraction:

1) As in the psychodynamic approach, the elimination of threatening stimuli from the attention/conscious is achieved through active efforts on the part of individuals. Passive distraction, caused by factors that are external to the self (e.g. forgetting the operator’s information as a result of interference), is not included in PBT’s definition of repression. 

2) Although according to PBT distraction among psychiatric patients is the same conscious act as among normal individuals, patients become unaware of their active distractive efforts immediately after voluntarily adopting the symptom. This process is due to sophisticated self-deceptive mechanisms by which the knowledge of self-involvement is eliminated from attention. Hence, phenomenologically, the end result of repression in PBT is quite similar to that of psychoanalysis.

Third, PBT’s definition of repression is based on empirical studies that directly investigated the Freudian concept of repression. As stated by Holmes (1974, 1990), psychoanalytic advocates initially accepted experimental findings on repression when they appeared to be consistent with their theories.  However, they soon rejected these studies and deemed them irrelevant as more controlled experiments revealed that the psychoanalytical interpretation was mistaken. This is consistent with the “anti-scientific attitude” (Gross, 1978, p. 196) of psychoanalytic advocates since they customarily reject empirical findings that challenge their theoretical position. Not only does PBT regard the experimental findings on repression as relevant to the concept of repression, it also views them as one of the most important contributions to the theory of psychopathology.
Normal Repression

PBT makes a sharp distinction between normal and pathological repression. Repression is normal when conventional, socially accepted measures of distraction are employed to block the accessibility of threatening material from attention. This includes physical escape, obscuring the sensory system, interference tasks, and various methods of cognitive manipulations. 

Sometimes physical escape is the most effective distraction, as it removes the individual from the threatening situation. Bowers (1984), citing this type of response as an instance of repression, illustrated it as follows:

Consider, for example, that a movie can generate an impending sense that “something awful” is going to happen, even if it does not telegraph precisely what that “something” is going to be.  One could, at that point, walk out of the theater.  (p. 243)

Obscurement of the sensory system refers to the manipulation of the senses so that penetration of threatening stimuli to attention is disrupted or prevented. For example, individuals can fixate away from the stimulus or close their eyelids soon after a threatened exposure. Erdelyi (1974; see Chapter 1, p. 9) suggested this idea  to account for the phenomenon of unawareness in perceptual defense studies, which Freudian investigators attributed to unconscious processes. Another form of obscuring the sensory system is sleep, which may be deliberately exaggerated for coping purposes.  

Interference tasks refer to the intensification of socially encouraged activities, such as reading, athletics, social activities and work, which make attention less available for anxiety-provoking cognitions. Distraction through cognitive manipulation includes intentional forgetting (e.g. Basden, Basden, & Gargano, 1993; Johnson, 1994; Wilhelm, McNally, Baer, & Florin, 1996), shifting attention to non-relevant thoughts or stimuli, avoidance of situations reminiscent of the threat and suppression of rehearsal tendency.  Additional cognitive maneuvers that help exclude threatening cognitions from attention include self-encouragement, humor, prayer, and consultation with supportive groups such as religious figures and friends.


Evidence reviewed in Chapter 1 (pp. 20-22) demonstrated that people enhance their prospect for better adjustment when they are able to disregard the noxious components of the reality and focus instead on the positive aspects of their lives. Thus, the large number of studies on illusion of control (Alloy & Clements, 1992; Cain, 1990; Lewinsohn et al., 1980; Taylor, 1983, 1989; Taylor & Brown, 1988), social desirability (Hussain & Jehan, 1990; McCrae & Costa, 1983; Paulhus & Reid, 1991), repression-sensitization (e.g. Rof(, 1989, pp. 26-32), and distraction as a coping style for depression (Nolen-Hoeksema & Morrow, 1991; Nolen-Hoeksema et al., 1993), support PBT’s basic claim that distraction enhances one’s coping ability. Apparently, people do not distract their attention indiscriminately when confronted with stress. Rather, they use this coping strategy selectively, in accordance with their coping demands. Distraction is applied when the stressful situation is unavoidable, or when they lack the ability to cope with the stress. 

In conclusion, a new conception of repression as a conscious distraction enables one to regard normally employed distractive activities as self-enhancing behavior, and thus to integrate the vast amount of research demonstrating the positive value of repression among the general population, which is inconsistent with the psychoanalytic concept of repression.

Pathological Repression

Diagnostic Criteria


Normal repression has a limited distractive value. Beyond a certain level individuals will not be able to eliminate stress-related thoughts from attention, even if they are equipped with the best social distractive means. The stress may be of such intensity that normal distractive tools are insufficient to achieve effective reduction in the level of emotional distress. Consequently, when emotional distress exceeds the individual’s level of tolerance, they are likely to adopt a deviant coping response to alleviate the suffering. Guided by certain principles (see Chapter 5), subjects may choose non-bizarre behavioral deviations (e.g., suicide and drug abuse) or bizarre behaviors (i.e., neurosis or psychosis).


While bizarre symptoms enable a measure of direct control over the source of the stress (see Chapter 5), their major psychological function is repression. Neurotic and psychotic symptoms preoccupy attention so heavily that the stress-related thoughts become trivial or lose their accessibility to attention. The bizarre symptoms have the same function as normal repression, except that they are deviant behaviors with a much stronger distractive value. From this perspective, pathological repression refers to the elimination/prevention of stress-related thoughts from one’s attention via bizarre symptoms that were deliberately adopted by the patient. Blocking of attention from stress-related thoughts is caused not only by the actual presentation of the symptom (e.g., panic attack), but also through preoccupation with thoughts and behaviors related to the disorder (see case studies 1-4 in this chapter). Bizarre symptoms are qualitatively different from non-bizarre behavioral deviations (e.g., simple phobia, criminal behaviors, and alcoholism) and can be diagnosed by five criteria: effect on attention and functioning, mode of onset, prevalence, state of unawareness and social judgment.

Attention and Functioning

The primary characteristic of a bizarre behavior is that it heavily preoccupies individuals’ attention, severely disrupts daily functioning, and may constitute a burden on the family, community and society at large. For example, Jacobs and Nadel (1985) described a married woman with a successful business career and an active social life who suddenly developed a bizarre fear of insects and bugs. The fear heavily preoccupied the patient's attention and severely disrupted her daily life. 

Similarly, Dollard and Miller (1950) described a woman who, shortly after her marriage, developed an obsessive fear that her heart might stop unless she concentrated on counting the beats.  Fenichel (1946, p. 271) presented a patient who repeatedly felt compelled to rearrange objects on top of a bookcase to keep them from falling down on someone’s head.  Likewise, Kaplan and Woodside (1987) noted that patients with anorexia nervosa and bulimia nervosa were continually occupied with abnormal behaviors and thoughts related to food (see case studies by Neale, Oltmanns, & Davison, 1982, pp. 267-279; Spitzer, Gibbon, Skodol, Williams, & First, 1994, pp. 96-101). Moreover, Sunday, Halmi, and Einhorn (1995) interviewed 100 patients with eating disorders and found that almost half (49%) spent more than 3 hours each day engaging in their eating disorder rituals, and 16% spent more than 8 hours. Furthermore, 41% had less than 3 consecutive hours free of the rituals and 15% had less than one hour. Claiming that anorexia nervosa is a coping mechanism against life’s stressful events, Kleifield, Wagner, and Halmi (1996), noted that the preoccupation with food and weight is so time consuming that the anorexic patient is totally distracted from overwhelming feelings such as anxiety, fear, and depression, triggered by these events. 


Bizarre behaviors are not necessarily restricted to specific actions or thoughts, but, as will be elaborated later in the discussion of psychoses (Chapter 8), they may interfere with perception and thought processes as well. In contrast, non-bizarre behavioral deviations do not necessarily preoccupy the individual’s attention or disrupt daily behavior. For example, snake phobia minimally occupies attention and hardly affects adjustment even when the intensity of the phobia is very extreme.

Diagnostically, the first criterion for defining bizarre symptomology, attention and functioning, can be assessed through the following three questions: 

1) Does the deviant behavior have a severe impact on the individual’s attention or constitute a negligible issue in his or her everyday functioning? 

2) Does the deviant behavior interfere/prevent the fulfillment of goals that are important to normal functioning (e.g. health, social relationships, work and freedom of movements)?

3) Does the behavior constitute a problem or interfere with the routine functioning of the family, community or general society?


The criteria of attention and functioning are fulfilled when the answer to the first question indicates a high level of attention and one of the other two questions is answered in the affirmative.  This first criterion for bizarreness is considered essential. Therefore, if it is not fulfilled, further evaluation is discontinued.

Mode of Onset

The second criterion that differentiates between bizarre and non-bizarre behavioral deviations is the unique mode of onset. Usually the onset of the bizarre behavior is sudden, with individuals displaying a dramatic behavioral change in the absence of a contingent environmental event. There is no event that is exclusively associated with the behavior or justifies its manifestation (see case studies 1-4, below). Sometimes the onset is gradual, whereby there is a progressive deterioration that reaches a dramatic point as in the sudden onset. Here too, however, there is no observable event that coincides with or can account for the deterioration in one’s behavior (see Rachman & Seligman’s case of chocolate phobia, 1976). The issue of sudden outset is formulated by Rachman (1978), with regard to agoraphobia, as follows: 

Why the fear arose on the day that it did, at the time that it did. And why do they acquire it when on hundreds or thousands of previous exposures to the same set of stimuli, they remained unaffected?” (p. 196).

Additionally, largely due to the lack of observable causality and partly because the behavior is grossly inconsistent with the situational demands or individuals’ adjustment needs, the behavior seems highly inappropriate or ridiculous. 


The presence of a preceding negative environmental event does not necessarily indicate a direct causal relationship between that event and the deviant behavior. Thus, the behaviorists’ attempts to attribute the onset of agoraphobia and panic disorders (Chapter 2), or obsessive compulsive disorder, (e.g., see Emmelkamp, 1982, 1987) to preceding anxiety-provoking events received no empirical validation and encountered serious theoretical difficulties. Even when such events are identified, the behavioral changes are so extreme and out of proportion that they cannot be plausibly accounted for by these changes. This may be illustrated in the bizarre behavior of chocolate phobia (Rachman & Seligman, 1976), where a patient associated her severely disruptive symptoms with both the dark brown coffin which bore her mother’s body and to a bar of chocolate present in the room (Rachman & Seligman, 1976). In another example, Emmelkamp (1982, p. 61) described the case of a woman who suffered from obsessions of being choked to death, resulting in the subject’s compulsive checking rituals for objects she might swallow. The patient attributed her symptoms to an accident when she was 11-years old, when she almost choked on a piece of candy. However, Emmelkamp stated that this event couldn’t account for the patient’s disorder, which came several years afterwards. Likewise, although conversion symptoms such as blindness are occasionally preceded by insignificant negative environmental events (e.g., slight injury or family criticism; Malamud, 1944; Brady & Lind, 1961), obviously these events alone cannot account for the sudden and dramatic behavioral changes of this type.


In contrast, usually non-bizarre behavioral deviations are associated with a certain type of environmental event that results in the given behavioral change. One example is animal phobia, which develops as a result of frightening events with animals and which subjects experience directly through traumatic confrontation or indirectly through observational or informational learning (e.g., Di Nardo et al., 1988; Marks, 1987a; McNally & Steketee, 1985; Rachman, 1990). Another example is post-traumatic stress disorder (PTSD), where the typical symptoms of intense fear, helplessness and horror are plausibly accounted for by an extreme traumatic event (e.g., rape, torture and being kidnapped) that always precedes the symptoms (DSM-IV, American Psychiatric Association, 1994, pp. 424-429). Sometimes, accountable environmental events are absent in non-bizarre behavioral deviations, such as non-associative fears (e.g., spider phobia; see Chapter 2, pp. 56-57). However, in these exceptional cases, the behavioral deviation is an integral part of the maturation process. The individual did not present behavior that suddenly became deviant, but rather the deviant behavior was the individual’s original behavior. For example, spider phobia has been displayed at an individual’s first contact with spiders. Another important component of non-bizarre behavioral deviations is that although the behavior may appear irrational, it does not usually seem inappropriate or ridiculous with regard to situations where it is displayed.


Diagnostically, a deviant behavior fulfills the second criteria of bizarreness if it meets the following two requirements: 

1. The onset is sudden, or there is a progressive deterioration in behavior in the absence of an environmental event, which is exclusively associated with the behavioral changes. 

2. The behavior appears inappropriate and ridiculous with respect to the situational or adjustment demands.

Prevalence

As a rule, the prevalence of bizarre behaviors is extremely rare and usually below 2%. This is applicable for all forms of neuroses, such as agoraphobia (e.g., Marks, 1987a; Mathews et al., 1981), panic disorder (Eaton et al., 1994; Weissman, 1990; Wittchen & Essau, 1993), obsessive-compulsive disorder (e.g., Rachman & Hodgson, 1980; Emmelkamp. 1982), anorexia nervosa, bulimia nervosa (e.g., Lucas et al., 1991; Smith et al., 1994), multiple personality disorder (e.g., Fahy, 1988; Loewenstein, 1994; Modestin, 1992; Ross, 1991) and conversion disorder (e.g., Nandi et al., 1992; Temple & Lester, 1974). The same trend exists in psychoses (e.g., Beiser & Iacono, 1990; Cicchetti & Toth, 1995; Manschreck, 1995). In contrast, non-bizarre behavioral deviations usually have a high prevalence, as in snake phobia where 30%–39% express at least a mild fear of snakes and 25% have an intense fear (Agras et al., 1969; Fredrikson et al., 1996). Other examples of non-bizarre deviations with high prevalence are alcoholism (14%;) and insomnia (25%) (DSM-IV, American Psychiatric Association, 1994).
State of Unawareness


The fourth criterion for distinction between bizarre and non-bizarre behavioral deviation is a lack of awareness concerning the behavior’s underlying causes, or knowledge regarding the existence of a deviancy. This state of unawareness emerges concurrently with the onset of the deviant behavior and can be determined when one of the following conditions is fulfilled: 

1) Patients deny that they have the given deviant behavior, as is typical of psychotic disorders.

2) Patients acknowledge having the deviant behavior but are unable to plausibly account for the behavioral change, i.e., to specify events that are exclusively associated with the deviant response (e.g., agoraphobia and panic disorders).

3) Patients provide a seemingly rational explanation that negates, and is incompatible with, available evidence (e.g., when an underweight anorexic patient attributes her behavior to being overweight; see also Levy & Jankovic’s case study of conversion disorder, 1983).


Unawareness can be demonstrated among subjects with non-bizarre deviant behavior (e.g., simple phobias) as well.  However, due to normal forgetting processes, this is likely only when the questioning is done after a prolonged period from the onset (e.g., McNally & Steketee, 1985, regarding animal phobias) or when the deviant behavior develops spontaneously at a very early age in the absence of explanatory environmental events (i.e., non-associative fears; see Chapters 2 & 9). However, usually unawareness will not be displayed when subjects are at a more advanced age and they are questioned shortly after onset.

Social Judgment

The fifth criterion for the identification of bizarre behaviors is the social attitude toward the response. People are negatively impressed by the disruptive impact of the behavior on the individual’s personal and social functioning, its extreme rarity, deviance from social norms, and the patient’s inability to resume normal functioning. As noted by Carson, Butcher, and Coleman (1988),

Almost by definition, however, abnormal behavior is behavior that is unintelligible to the vast majority of persons observing it.  It is behavior that seems not to be governed by the same principles we think we understand, and our minds are therefore attracted to extraordinary explanations of it (p. 17).  

Therefore, as a rule, people will stigmatize bizarre behaviors as reflections of mental or physical illness. This idea, that social judgment can serve as an important criterion for the classification of bizarre behavior, is consistent with Bandura (1969), who claimed that
The designation of behavior as pathological thus involves social judgments that are influenced by, among other factors, the normative standards of persons making the judgments.... Psychopatholgy is characteristically inferred from the degree of deviance from the social norms that define how persons are expected to behave at different times and places. Consequently, the appropriateness of symbolic, affective, or social responses to given situations constitutes one major criterion in labeling ‘symptomatic’ behavior. (p. 3)

Diagnostically, the criterion of social judgment can be evaluated by answering positively to one of the following questions:

1) Does society stigmatize the subject’s behavior as a mental or physical illness?

2) From a societal perspective, is the given behavior viewed as bizarre, as compared to common behavioral deviations (e.g., dog phobia)? 

Diagnosis of Bizarreness


Psychotic and neurotic disorders fulfill all five criteria of bizarreness. Diagnostically, the difference between psychoses and neuroses is in the severity of perceptual and thought processes. In neurosis, the bizarre behavior consists of a specific behavior or thought, which disrupts attention and daily activities. However, the thought and perceptive processes remain basically intact. In contrast, in psychoses the bizarre behavior includes severe disturbances in the perceptual and thought functions, as reflected in hallucination and delusional behaviors (e.g., Andreasen, 1979a, 1979b; Harrow & Quinlan, 1977; Marengo & Harrow, 1985; Sengel, Lovallo, Pishkin, Leber, & Shaffer, 1984; see also Chapter 8). The diagnosis of psychotic, neurotic, and non-bizarre behaviors, on the basis of PBT’s five criteria of bizarreness, is illustrated in Table 1.

Table 1. Criteria of bizarre behaviors

	
	
Criteria

Deviancy 
	-1-

Attention & Functioning
	-2-

Mode 
of Onset
	-3-

Prevalence
	-4-

State of Unawareness
	-5-

Social Judgment

	
	Schizophrenia
	+
	+
	+
	+
	+

	
	Delusional Disorder
	+
	+
	+
	+
	+

	
	Bipolar Disorder
	+
	+
	+
	+
	+

	
	Agoraphobia/Panic Disorder
	+
	+
	+
	+
	+

	
	Obsessive Compulsive Disorder
	+
	+
	+
	+
	+

	
	Anorexia Nervosa
	+
	+
	+
	+
	+

	
	Bulimia Nervosa
	+
	+
	+
	+
	+

	
	Conversion Disorder
	+
	+
	+
	+
	+

	
	Hypochondriasis
	+
	+
	+
	+
	+

	
	Multiple Personality Disorder
	+
	+
	+
	+
	+

	
	Dissociative Fugue
	+
	+
	+
	+
	+

	
	Psychogenic Amnesia
	+
	+
	+
	+
	+

	
	Simple Phobia
	-
	-
	-
	-
	-

	
	Post Traumatic Stress Disorder
	+
	-
	-
	-
	-

	
	Substance Abuse
	+
	-
	-
	-
	-

	
	Suicide
	+
	-
	-
	-
	-


Note:
Although the table does relate to all deviant behaviors, PBT's criteria enable a relatively easy diagnostic evaluation of any given behavior.

Examples of non-bizarre behavior deviations are simple phobias (e.g., snake phobia), post-traumatic stress disorder (PTSD), substance abuse and suicide. At best, these behaviors meet only one of the criteria of bizarreness. For example, PTSD fulfills the criteria of attention and functioning. However, it does not fulfill the other four, as the onset is accountable by the extreme trauma to which the individual was subjected (e.g., sexual assault or physical attack), the patient is aware of the underlying causes, the prevalence ranges between 1% to 14% (DSM-IV, American Psychiatric Association, 1994), and it is unlikely that the behavior would be judged by people as a reflection of mental or physical illness. Similarly, while suicidal thoughts occupy the subject’s attention before the act of suicide, the remaining criteria are not fulfilled. There may be non-bizarre behaviors that fulfill more than one criterion, however usually the diagnosis of bizarre behaviors requires all five criteria. There are exceptions where only four of the criteria are fulfilled, such as hysterical blindness, which apparently does not fulfill the criterion of unawareness (see Chapter 6).

Emotional Function of Bizarreness

An additional aspect that is observed among all patients with bizarre behaviors, and which may also have an etiological function in generating these symptoms, is depression. Examples include agoraphobia and panic disorders (e.g., Barlow & Craske, 1988; Burrows, Judd, & Norman, 1993; Macaulay & Kneinknecht, 1989; Marks, 1987a; Noyes, 1991; Turner, Beidel, & Jacob, 1988), obsessive-compulsive neurosis (Barlow, 1988; Brandt & Mackenzie, 1987; Insel, 1985; Insel, Mueller, Gillin, Silver, & Murphy, 1984; Turner et al., 1985; Zitterl, Lenz, Mairhofer, & Zapotoczky, 1990), multiple personality disorder (Coons et al., 1988; Dell & Eisenhower, 1990; Kluft, 1987; Putnam et al., 1986); eating disorder (Beebe, 1994; Kerr, Skok, & McLaughlin, 1991; Nagel & Jones, 1992b; Palmer, 1990; Zerbe, Marsh, & Coyne, 1993), conversion disorder (Fisch, 1987; Jones, 1980; Menza, 1989; Ziegler, Imboden, & Meyer, 1960), and kleptomania (e.g., Kindler, Dannon, Iancu, & Sasson, 1997; McElroy, Keck, Pope, & Hudson, 1989; Mcelroy, Hudson, Pope, & Keck, 1991; Sarasalo, Bergman, & Toth, 1996).  

In psychoses, depression is manifested in schizophrenia (Bartles & Drake, 1989; Hirsch et al., 1989; Koreen et al., 1993; Taiminen, 1994; Taylor, 1992), as well as in delusional and bipolar disorders (Zigler & Glick, 1984, 1988).

The very fact that depression exists in virtually all neurotic and psychotic disorders raises the possibility that depression is a motivational cause of bizarreness. Thus, unlike traditional theories of psychopathology that choose to view anxiety as the core of psychiatric disorders (e.g., Eysenck, 1976; Eysenck & Rachman, 1965; Freud, 1936/1963; 1926/1964), PBT views depression as the underlying motivational cause of bizarre behaviors. The bizarre symptom is a coping mechanism aimed primarily at alleviating an extremely unbearable level of depression generated by stress alone, or in combination with other factors (see Chapter 5). This relationship is consistent with Guntrip (1969), who stated that, “The psychoneuroses are, basically, defenses against internal bad-object situations which would otherwise set up depressive … states” (p. 23). Similarly, Zigler and Glick (1984) referred to depression as a basic state that has to be defended against in an either normal or healthy manner. They noted that, “The psychic pain of dysphoric mood leads the depressive to employ coping mechanisms, which themselves may be maladaptive” (pp. 55-56). Accordingly, they viewed paranoia, and thus mania as well, as “a mechanism employed by individuals to ward off a breakthrough into consciousness of depressive thought and its accompanying painful affective concomitants” (p. 57). 

Even when patients display anxiety symptoms, such as agoraphobia, panic and obsessive-compulsive disorders (which are traditionally viewed as anxiety disorders- DSM-IV, American Psychiatric Association, 1994), depression rather than anxiety, is still the primary underlying factor that motivates the adoption and maintenance of the symptom. This is consistent with evidence indicating that the removal or alleviation of symptoms may exacerbate depression among neurotic disorders, such as agoraphobia and panic disorders (e.g. Brown & Barlow, 1995; Hafner, 1976; Hand & Lamontage, 1976), obsessive compulsive disorders (e.g. Stanley & Turner, 1995) and psychotic patients (e.g., Siris et al., 1984; Van Putten, Crumpon & Yale, 1976). This contention is further supported by a large number of studies demonstrating that antidepressants have significant therapeutic effects in all neurotic and psychotic disorders (e.g., Abel, 1993; Advokat & Kutlesic, 1995; Hudson, Carter, & Pope, 1996; Lapensée, 1992a; Llorca, Wolf, & Estorges, 1991; Loewenstein, 1991; Manschreck, 1992; Molinari, 1991; Piccinelli, Pini, Bellantuono, & Wilkinsion 1995; Putnam & Loewenstein, 1993; Stokes, 1991; Taiminen, 1994; Walsh & Devlin, 1992; Wolfe, 1995; Zetin & Kramer, 1992; see also Chapters 3, 7 & 8).

Nevertheless, psychiatric patients are likely to experience anxiety if the maintenance of their symptoms/coping mechanisms is threatened. Examples of this are weight gain in the anorexic patient (e.g., see case study in Spitzer et al., 1994, pp. 96-101),  or environmental conditions that prevent the practice of obsessive-compulsive rituals (e.g., see case study by Neale et al., 1982, pp.1-16). However, these can be viewed as a reflection of a specific anxiety, lest the depression underlying the symptom re-emerge in full intensity.

Yet, although bizarre behaviors may completely eliminate the experience of depression, as in a state of mania, usually the symptom only decreases the level of depression. Some level of depression remains even after the adoption of the symptom due to the following reasons: 

1)  The symptom severely disrupts the individual’s functioning (e.g., loss of physical functioning in conversion disorder or freedom of movement in agoraphobia), has negative social impacts (e.g., social embarrassment, increasing social-distance and stigmatization), and results in a large expenditure of time and money in therapy. 

2)  The symptom does not entirely seal attention from stress-related thoughts. The subject may either remain in the stressful situation with limited control (e.g., remaining in an unhappy marriage; see case study below), or stress-related thoughts might penetrate attention from time to time, even when the patient is physically distanced from the stressor (e.g., dissociative fugue). 

3)  Stress may generate adverse neurochemical changes (e.g., Anisman & Lapierre, 1982; Barchas, Akil, Elliott, Holman & Watson, 1978; Linden & Connor, 1995; Thase, Frank, & Kupfer, 1985) that may be exacerbated by genetic predisposition to depression (Farmer, 1996; Maier & Lichtermann, 1993; McGuffin & Katz, 1989). These physiological changes can remain active either because the stress is to some extent still present or because the symptom constitutes a stress in itself. 

Depression is usually a direct response to stress (e.g., see reviews by Dyck & Stewart, 1991; Friedman, Clark, & Gershon, 1992; Holahan & Moos, 1991; Rofé 1989, pp. 239-240) rather than a coping mechanism. Nevertheless, there are cases where the patient deliberately exaggerates the overt symptoms of depression as a coping strategy against unbearable stress, such as in the form of chronic fatigue syndrome (e.g., see Anderson & Kayner, 1995; Clements, Sharpe, Simkin, Borrill, & Hawton, 1997; Cope, Mann, Pelosi, & David, 1996; Friedberg, 1995; Jordan et al., 1998; and Moss-Morris, Petrie, & Weinman, 1996). However, an exaggerated form of overt symptoms of depression would be considered bizarre only if it fulfills PBT’s five criteria of bizarreness. When these criteria are lacking, they need to be viewed as non-bizarre behavioral deviations.

Case Studies

Four case studies of neuroses have been selected to demonstrate: 

1) The stressful situations that activate pathological repression.

2) The application of the five criteria of bizarreness.

3) The various distractive means by which repression among psychiatric patients is implemented. 

In subsequent chapters, these cases will be utilized to show the process of symptom adoption, namely the variables that motivate the individual to select a specific symptom and the sophisticated manner by which patients eventually become unaware of their active involvement in selecting and maintaining the symptom.

Case 1: Agoraphobia 


The first case is the autobiographical account of William Ellery Leonard (1927), a poet, writer and university lecturer, who at the age of 36 developed agoraphobia. Having extensive knowledge of psychoanalysis, Leonard attempted to account for his psychiatric disorder in psychoanalytic terms (see Leonard, 1927, pp. 324, 410).  As a scientist, he wrote a very detailed account of his condition (437 pages), and as stated by White and Watt (1981), no phobia has ever been studied as exhaustively as this case.  This is one of the most important case studies in the history of psychopathology in that it provides an invaluable accurate account and insight into the psychological process by which psychiatric disorders develop, and most importantly, the unique mechanisms through which a state of unawareness is created (see Chapter 6).


Leonard’s disorder, which lasted throughout his life, began a few weeks after his wife, the daughter of a highly respected family, committed suicide. The community, which had come to regard Leonard as demanding and self-centered, almost unanimously blamed him for her death. Shortly afterwards, Leonard experienced a sudden panic attack while standing alone on a bluff overlooking a quiet lake. As described below, the onset of his symptom was irrational and ridiculous even to him, as there was no environmental incident that could justify the response. Leonard (1927) noted that he experienced a panic attack when he was standing alone, looking out over the silent and vacant water.

Then on the tracks from behind...comes a freight-train, blowing its whistle.  Instantaneously diffused premonitions become acute panic.  The cabin of that locomotive feels right over my head, as if about to engulf me...The train feels as if it were about to rush over me... I race back and forth on the embankment.  I say to myself (and aloud): ‘it is half a mile across the lake - it can’t touch you, it can’t; it can’t run you down... My subconsciousness knows what the torture is; and makes my voice shriek, as I rush back and forth on the bluffs: My God, won’t that train go, my God, won’t that train go away!’  I smash a wooden box to pieces, board by board, against my knee to occupy myself against panic... (pp. 304-307).


The symptoms had such a dramatic impact on Leonard that when he was taken to his parents’ home he declared, “father and mother, this looks like the end. I guess I am dying” (p. 308).  At this time, Leonard could not go a hundred feet beyond his parents’ home. 

In the morning, though feeling strangely weak in body, I start out on a little walk down the street. Within a hundred feet of the house I am compelled to rush back, in horror of being so far away... a hundred feet away... from home and security.  I have never walked or ridden, alone or with others, as a normal man since that day (p. 308). 

Later, when the university authorities threatened to dismiss him due to his long absence, Leonard moved with his parents to an apartment across the street from the university (pp. 328-329).


Interestingly, Leonard’s experience at the bluff was almost immediately forgotten. He remembered only that he had some sort of attack on the bluff. Total recall occurred several years later, during self-hypnosis conducted to promote memory. Another interesting point is that Leonard was completely unaware of the underlying causes of his symptoms. Initially he thought that he suffered from sunstroke, but he soon dismissed this idea. “I know from the symptoms it cannot be sunstroke.  But I do know I am in a critical condition” (p. 308).  At a later stage he stated “I knew I was a ‘case’. I knew my terrors were phobic. I refused by iron thinking to consider the diagnostic of insanity” (p. 323).


In his self-hypnosis, conducted more than ten years after the onset of his symptoms, Leonard revealed two traumatic childhood events to which he attributed his symptoms. One was a frightening incident with a train at the age of two, when he was almost run down by a thundering locomotive while standing near the track on a station platform. The second was at the age of nine, when he was chased out of the schoolyard by a mob of jeering children after accidentally urinating under his desk.

Advocates of psychoanalysis, such as White and Watt (1981), used this case to demonstrate the psychoanalytic thesis of repression.  White and Watt (1981) noted that 

Not uncommonly a phobia assumes extreme proportions at some point in adult life after having been quiescent since early childhood. This requires the assumption that something has happened recently to increase the strength of the anxiety response so that it reaches a newly disruptive level (p. 198).


However, it is difficult to accept the psychoanalytic interpretation of this case for a number of reasons. First, the train episode was recorded in a diary that Leonard’s mother started keeping for him three days after the incident. She noted that Leonard was “talking a great deal about it ever since” (p. 16), which is inconsistent with the psychoanalytic assumption that repression causes the immediate removal of the threatening event from the individual’s conscious. Moreover, since Leonard had access to his diary, it is likely that he read about and rehearsed the episode in his memory on several other occasions as well. Thus, Leonard must have remembered the event rather than repressed it. This is consistent with a number of studies showing that salient or emotionally arousing events tend to be resistant to forgetting even when they have taken place at an early age (see Chapter 1, p. 14, 18). Second, Leonard continued to travel by trains afterward, so even if fear originally developed, it would have been extinguished through repeated exposure to locomotives. Leonard himself testified that he “developed no specialized fear of locomotive... on the contrary, trains became a childish passion” (p. 24). Even if Leonard was subconsciously affected, it is not fully clear why he developed agoraphobia rather than train phobia?

Similar objections can be made with regard to the schoolyard episode at age nine. Since he continued to have social interactions and eventually became a university lecturer, any particular fear that might have developed toward people would already have been extinguished. In addition, the community’s response to his wife’s death was so harsh (pp. 285, 288) that most normal individuals would have been deeply disheartened, even without a prior traumatic event. Even if the school yard episode was repressed, there is no apparent reason why this would lead to his panic attack episode at the bluff.  

Furthermore, several inconsistencies in Leonard’s behavior cannot be accounted for in psychoanalytic terms. For example, soon after the development of his symptoms, Leonard was unable to leave his parents’ home. Yet, when the university authorities threatened to fire him (p. 328), he moved closer to the university, where he could continue his work as usual, although he was still unable to visit other places. On other occasions he was able to ride his bicycle and purchase merchandise downtown (pp. 343, 346) but was unable to walk a significant distance from home.  Similarly, he was able to travel twice to Chicago and once to New York despite the fact that the train station was like an “electric chair” (p. 347) for him. 


An alternative explanation is that Leonard’s behavior was a pathological coping mechanism. He was subjected to such an extremely stressful situation that he even contemplated suicide (pp. 329-330). The stress resulted from the loss of his wife, guilty feelings associated with it (p. 305) and of his being ostracized by the community (pp. 285, 288). The symptoms provided Leonard with an excellent tool for distraction, as they intensively and continuously preoccupied him throughout his life, enabling him to distance himself from the stressful community, thereby inhibiting possible social rejection due to his wife’s suicide. Leonard consulted with various psychologists and neurologists and underwent four years of psychoanalytic therapy on the matter. Although these interventions did not result in satisfactory therapeutic results, they strengthened Leonard’s distractive efforts. Additionally, the therapeutic interventions enabled Leonard to “purchase” deceptive information by which he, like other neurotic patients, could strengthen his self-deceptive belief that he did not fake the symptoms (see Chapter 6).


Leonard’s symptoms heavily preoccupied his attention and severely disrupted his daily activities. In addition, his symptoms fulfilled PBT’s remaining criteria of bizarreness, i.e., sudden onset, rarity, unawareness of underlying causes and negative social judgment. Undoubtedly, others would judge Leonard’s behavior as a reflection of mental disorder, just as he himself inclined to do so.

Case 2: Obsessive-Compulsive Disorder


This case, reported by Neale et al. (1982), describes a patient with obsessive-compulsive counting.  The patient, Karen, was a 30 year-old married woman and the mother of four children who was subjected to two sources of stress: a chronically unhappy marital relationship and disciplinary problems in managing her children. She fantasized about abandoning her family but did not feel that she could follow through with her desire.

The most frustrating problem in the patient’s relationship with her husband began when he was physically debilitated due to a serious heart condition. He spent most of his time at home and “enjoyed lying on the couch watching television and did so for most of his waking hours”  (p. 2). Karen took all the responsibility for the household chores and family errands. “Her days were spent getting the children dressed, fed, and transported to school; cleaning; washing; shopping; and fetching potato chips, dip, and beer whenever Tony [her husband] needed a snack” (p. 2). Her children were clearly out of her control. They were difficult to handle and did not respond well to parental discipline. Karen resented her children due to their difficult disciplinary problems, which she had to cope with alone, and particularly because they constituted an obstacle in fulfilling her desire to leave the marriage. Karen became increasingly depressed by her living conditions. She spent more and more time crying and hiding alone in her bedroom, and it was during this time that she developed her bizarre symptoms.


Thus, Karen was in an extremely stressful situation where she could neither escape nor employ normal coping devices to reduce her suffering. She began to experience intrusive, repetitive thoughts related to her children’s safety. Often she imagined that a serious accident occurred, and was unable to keep these thoughts out of her mind. Her daily activities became seriously disrupted by an extensive series of counting rituals. Several numbers in particular came to have significant meaning to her, and preoccupation with these numbers seriously interfered with her daily functioning. For example, Karen believed that if she purchased the first product on the shelf, something horrible would occur to her oldest child. If she selected the second item, a disaster would come to her second child, and so on for all four children. Additionally, the patient attributed significant meaning to the children’s ages. For example, she avoided the sixth item on the row since that corresponded with the age of her youngest child. Neale et al. noted that these rituals required additional concentration because the children’s ages changed periodically. Her compulsive rituals were generalized to several other activities, such as the pattern in which she smoked cigarettes and drank coffee (e.g., if she smoked one cigarette she continued to have at least another four in a row, believing that one of her children would be harmed if she would not do so). She acknowledged the irrationality of her behaviors, but nevertheless felt much more comfortable when she observed them conscientiously. Occasionally, when she was in too great a hurry to perform these compulsive rituals, she experienced considerable feelings of anxiety.


 The unique aspect of this case is that the patient did not only have to cope with stressful thoughts resulting from her marital conflicts, but also with strong feelings of hostility towards her children and the fear of losing control (see Chapter 5). Based on the psychoanalytical model, Neale et al. (1982) suggested that the patient selected her obsessive-compulsive symptoms to cope with unacceptable feelings of hostility precipitated by her unique stressful situation. In addition to repression, the patient used the defense mechanism of reaction formation, in the form of bizarre protective measures, which reinforced her sense of control. PBT accepts this Freudian terminology of reaction formation but redefines this mechanism in conscious terms (see Chapter 5). In any event, all of the above criteria for bizarreness are fulfilled: 

1) Karen’s attention was heavily dominated by her bizarre thoughts and counting rituals, which severely disrupted her daily functioning. 

2) The onset followed depression brought about by changes in her familial situation - which does not account for these specific bizarre behavioral changes.

3) These symptoms were obviously rare (the total prevalence of all OCD is less than 2%).

4) Although the patient rationalized her symptom as protective measures for her children, she was clearly unaware of the underlying causes of her symptom.

5) Regarding social judgment - an observer in the supermarket would have definitely rated her behavior as bizarre if he or she would have been aware of her compulsive rituals.

Case 3: Dissociative Fugue


This case report by Masserman (1946), concerns a 42 year-old woman, Bernice L., who developed dissociative fugue, following several years of severe depression during her unhappy marriage. Bernice was raised in a hostile and unhappy family atmosphere. She was deeply attached to her older sister who died when she was 17, leaving her depressed for over a year. Afterward, she was forced by her parents to attend a university to study missionary work. At university she lived with Rose L., an attractive, benevolent and gifted girl, who introduced her to various friends and encouraged her to develop her neglected talent as a pianist. Bernice became very close to Rose, and this period of happiness was the most significant in her life. She fell in love with Rose’s fianc(, and became depressed when they finally married and moved away. 

After university, Bernice entered into a loveless marriage with a clergyman chosen by her parents. The couple spent six unhappy years in missionary work abroad and then returned with two children to live in a small town in the United States. During these years she became increasingly unhappy as her husband became busy with the affairs of the church, and she became stifled with the religious prohibitions of the village. Though depressed, Bernice tolerated her condition until her younger and favorite child died due to illness, whereupon she suddenly disappeared from home without explanation or trace. Eventually, she ended up in the college town of her youth, over 1000 miles away. 

Bernice had forgotten her previous identity, and called herself Rose. Under the new identity, she started playing and teaching piano and was so successful that she became the assistant director of a conservatory of music. She chose friends who did not question her about her past, and successfully established a new social identity. During the four years of her fugue state, Bernice lived as though she were another person, until she was identified by a girlfriend who had known both her and the true Rose. Masserman (1946) noted that the patient sincerely and rigorously denied her true identification and failed to recognize her husband and family.


As illustrated above, the patient was under such unbearable levels of stress that she literally ran away from her previous life both by leaving home and by changing her identity. Her fugue provided her with an excellent distractive tool that helped her eliminate stress-related thoughts from her attention. In addition, compared with the former, dull environment of her small prohibitive village, returning to the college town that was emotionally loaded with many happy memories provided her the opportunity to fulfill previously unattainable dreams and aspirations. Distraction was also facilitated by her rapid success as a pianist and the building of a new social network. The onset of the symptom was sudden; even though it was preceded by the death of her child, this alone cannot account for the development of the disorder in terms of mechanistic cause-effect relationships, since many other behaviors can emerge following such events. It is also obvious that her symptoms were quite rare. Yet, although the patient employed a pathological coping strategy, she presented perfectly normal behavior in her adopted identity. Negative social judgment (the fifth criterion of bizarreness) could come from anyone who knew her true identity and background.
Regarding the criteria of unawareness, Masserman (1946) used this case study as an illustration of the psychoanalytic concept of repression, which he defined as “The automatic and unconsciously defensive process banishing dangerous desires, affects or ideas ... from awareness to the unconscious” (p. 296). Nevertheless, although the dissociative fugue patient is unaware of the underlying causes, evidence suggests that this state of unawareness is relatively weak, as insight can be easily induced (see Chapter 6, pp. 203-204). 

Case 4: Hysterical Blindness


This case, reported by Brady and Lind (1961), tells of a 40 year-old man who developed hysterical blindness in response to an unbearable level of stress. The patient, described as immature and irresponsible, left school early (eighth grade) and had trouble keeping even semi-skilled jobs. He was greatly dependent upon his wife, whom he described as “often nervous and upset,” and was under almost constant harassment by her and his mother-in-law. Shortly after his marriage, at the age of 23, the patient was drafted into the army, where he served three years. While in the army, the patient developed an eye infection that resulted in partial loss of vision in one eye. Consequently, he received a medical discharge and a small pension. Over the next twelve years, the patient had several unskilled jobs, none of which lasted more than a year, and he was largely dependent on aid from relatives and public assistance. During this period, he suffered a recurrence of his eye infection. He requested an increase in his pension, but was refused because his visual acuity had not decreased.


Once, while grocery shopping with his wife and mother-in-law, suddenly, without any immediate precipitating event, the patient became totally blind in both eyes. This occurred at a time when his wife and mother-in-law were unusually demanding, requiring him to work nights and weekends at various chores under their supervision.


The patient had been very sensitive to criticism, indicating his preoccupation with stress-related thoughts from his inability to cope with life’s demands. Stress became intolerable as his wife and mother-in-law became more demanding and critical. The sudden onset of hysterical blindness caused a severe disruption in the patient’s functioning, putting a heavy demand on his attention and distracting him from an unbearable level of stress. The patient’s attention was further occupied with extensive medical examinations (which failed to find a physiological cause for his blindness), prolonged, unsuccessful psychiatric treatment, and behaving like a blind person (e.g., attempting to learn Braille). Presumably, the patient was unhappy with his repeated failure to cope with life and experienced a significant level of depression, which precipitated the adoption of the deviant behavior. After the onset of blindness, the patient was at least admittedly indifferent to his situation, accepting it with forbearance. Besides the sudden onset and high distractive value, the patient’s symptoms fulfill both the criteria of rarity and social judgment (see criterion 5, question 1). Hysterical blindness is an exceptional case where, despite the repressive function of the symptom, the creation of unawareness is impossible (see Chapter 6, pp. 204-206). Nevertheless, as will be elaborated upon later, this disorder should be classified as a neurosis, rather than malingering.  

In conclusion, although all the above case studies demonstrated the repressive/distractive value of the bizarre symptoms and fulfilled the diagnostic criteria, each of these cases was selected due to their unique contribution to the understanding of PBT’s theoretical position. The first case is a rare piece of evidence that describes the specific manner by which neurotic patients create a state of unawareness (see Chapter 6). Case 2 will be utilized to illustrate how patients cope with an internal stressor of an unacceptable hostile impulse (Chapter 5). The third and fourth cases will assist in describing some of the exceptional cases where the generation of unawareness is difficult or impossible (Chapter 6). 

Discussion

PBT’s concept of repression is fundamentally different from the Freudian concept. While it uses the Freudian concept of viewing repression as referring only to the withdrawal of attention, it disassociates itself from those psychoanalytic components of repression that received no empirical validation, namely the unconscious, permanency of memory and pathogenic effects (see Chapter 1). 

An additional central aspect that distinguishes PBT’s repression is that usually repressive efforts among the general population facilitate adjustment, and these efforts do not play an etiological role in the development of psychiatric disorders. Repression is beneficial because people use socially acceptable means for distraction, they usually assess the stressful situation correctly and they activate their distractive maneuvers in a manner that will reinforce their coping abilities. This means that people attempt to overlook threatening components of the stress, when these may disturb coping efforts to remove the stress, or when the stress is irremovable due to the nature of the stress or the lack of adequate coping skills. Although more research is needed to validate PBT’s suggestions, the idea of normal repression is supported by the bulk of studies demonstrating the adjustment value of distraction in the general population (see Chapter 1, pp. 20-22).

Another major characteristic of PBT’s repression is that this concept is not in any way relevant to the development and treatment of non-bizarre behavioral deviations (e.g. dog phobia), which psychoanalytic advocates attributed to repression (e.g., Moss, 1960).  The development of these behaviors needs to be understood through a different theoretical framework (see Chapter 9). In addition, individuals’ inability to account for the underlying causes of these behaviors should be attributed to more simple concepts, such as forgetting, rather than unique psychological mechanisms (see Chapter 1) that induce unawareness among patients with bizarre psychological disorders (see Chapter 6).   

The most significant departure of PBT from the psychoanalytic point of view regards the etiological role of repression in the development of neuroses and psychoses. Contrary to psychoanalysis, PBT views repression as the consequence, rather than the cause, of bizarre behaviors. Bizarre behaviors are the repressive tools that patients intentionally adopt when faced with an unbearable level of stress.

The distinction between bizarre and non-bizarre behavioral deviations challenges the axiomatic assumption, inherent in the traditional theories of psychopathology, that a continuum exists between normal and abnormal behavioral deviations This belief was based upon the unsubstantiated assumption that all behavior deviations are controlled by the same processes (e.g. the unconscious, conditioning or neurochemical changes), which resulted in confusion in defining abnormal behavior (e.g. Carson et al., 1988, p. 8).

In this regard, PBT objects to the behaviorist and cognitivist endeavor of employing animal models for the understanding of the underlying causes of neuroses and psychoses. Animals do not exhibit human-like bizarre behaviors, as, at best, they fulfill only the first criterion of bizarreness. Though harsh environmental conditions may produce extreme behavioral dysfunction, as shown in a number of studies on “experimental neuroses” (see Mineka & Kihlstrom’s review, 1978) and learned helplessness (Seligman, 1974, 1975), these behaviors are by no means bizarre. As noted by Mineka and Kihlstrom (1978), given the unusual stressful conditions to which the animals were subjected, it would have been surprising if the animals did not display emotional disturbances. Further, there is no evidence that animals exhibit deviant behaviors, that is characteristic of only a minority of the same species, in the absence of accountable environmental stimuli. Additionally, unlike bizarre behavior among human beings, the same deviancy displayed by an animal can be experimentally produced among subjects of the same species. Accordingly, Skrabanek’s (1984) statement of astonishment when reading about animal models of schizophrenia should be generalized to all attempts to implement animal frameworks for the promotion of our understanding of human bizarre behavioral deviations.

The shortcomings of psychoanalytic theory led the authors of DSM-III (American Psychiatric Association, 1980) to decide to abandon “neurosis” as a diagnostic classification (see Bayer & Spitzer, 1985; Frances et al., 1993; Millon, 1983, 1986). This was due especially to the inability to provide operational criteria for the notion of repressed/unconscious anxiety or inter-psychic conflicts by which the term neurosis was defined (Fenichel, 1946, pp. 18-20; Freud, 1888-1899/1966, pp. 222-223; 1915/1964, pp. 148-149; 1917/1964, pp. 352, 378; 1933/1964, p. 57). Although pressure from psychoanalysis advocates helped to maintain the term in parenthetical phrases (Bayer & Spizer, 1985; Millon, 1983, 1986), it was eventually excluded entirely from the DSM-IV (American Psychiatric Association, 1994). However, the controversy regarding the APA’s decision remained, and the concept of neurosis is still used by ICD-10 (World Health Organization, 1992).  As noted by Lindesay and Winston (1996), “Despite this powerful movement away from the dimensional concept of neurosis in modern nosologies, the categorical alternative they provide is unsatisfactory in several respects” (p. 349).

Since the APA’s objection to neuroses was due only to the lack of empirical diagnostic criteria and not on any theoretical grounds, PBT’s operational definition of neurosis resolves the APA’s critique and, hence, justifies the reinstatement of neurosis as a unique diagnostic class. As such, it is still a valid theoretical option to claim that the classic neurotic disorders have the same underlying etiological mechanism. In this sense, PBT basically preserves the Freudian diagnostic categories, but replaces the theoretical account of these disorders.

Another problematic issue in the DSM-IV, aside from the extraction of neuroses as a diagnostic category, is the categorization of bizarre and non-bizarre behavioral deviations under the same diagnostic classification, based solely on similarities in one marginal feature.  For example, bizarre behaviors of agoraphobia and obsessive compulsive disorders differ from the non-bizarre behaviors of simple fears and post-traumatic disorders in several respects. There seems to be little diagnostic value in categorizing them under the blanket classification of Anxiety Disorders merely because they share the element of anxiety. PBT’s position is that bizarre and non-bizarre behaviors are categorically different phenomena and need to be recognized as such. Despite superficial similarities that sometimes exist between normal and abnormal behavioral deviations, these behaviors stem from altogether different psychological mechanisms. For example, as suggested by PBT, although bizarre and non-bizarre fears appear similar to one another in a behavioral sense, the former reflect a coping strategy against unbearable stress, while the latter are the result of learning processes (see Chapter 9). Therefore, it seems that DSM-IV’s category of “anxiety disorders” needs to be abandoned as a diagnostic category.

Although as of yet there is no clear-cut evidence supporting PBT’s claim that all bizarre behaviors are voluntarily adopted, this possibility was raised with regard to certain disorders (e.g., multiple personality disorder in Spanos, 1996; Spanos et al., 1985; and dissociative fugue in Merskey 1979, pp. 264-265). The very fact that the traditional theories failed to confirm their mechanistic/deterministic position (see Chapters 1-3) renders the possibility of voluntary symptom adoption as a valid theoretical approach. In addition, a theoretical account is still required to account for the specific choice of symptom (Chapter 5) and the generation of unawareness (Chapter 6), which sometimes gives the misleading impression that these behaviors are involuntarily determined.

5

Choice of Neurotic Symptom

Traditional theories have not yet succeeded in clarifying the underlying factors that cause neurotic patients to choose one symptom over another. White and Watt (1973) formulated the mechanistic/deterministic view of traditional theories in this respect and the lack of an adequate answer as follows:

expressions such as “choice of neurosis” and “choice of symptoms” are singularly unhappy, suggesting as they do a conscious and volitional process of choice.  The production of neurotic symptoms is of course not in the least a conscious act.  The central question still exists, however, and can be phrased as follows: How does it come about that the patient develops just this kind of neurotic symptoms rather than some other kind?  (p. 206) 

As indicated by White and Watt, the fundamental issue of how the variability of neurotic symptoms is generated constitutes a troublesome question for psychopathology. From the mechanistic standpoint of traditional theories, which regard the selection of symptoms as an involuntary and unconscious process, the widely accepted term “choice of symptoms” is inappropriate. However, in light of PBT’s position that the adoption of bizarre symptoms is conscious, this term fits very well.


The focus of this chapter relates to the variability of neurotic symptoms and their underlying causes. Several other issues which have been either ignored or unaccounted for by traditional theories (and which were referred to in the first three chapters) will be addressed as well. These include: 

1) Sex differences, i.e., the higher prevalence amongst women than men of all neurotic disorders, with a few exceptions that have an equal distribution (e.g. obsessive compulsive disorder).

2) Age differences, i.e., the scarcity of neurotic disorders among children, and their tendency to prefer particular neuroses (e.g., conversion disorder and obsessive compulsive disorder).

3) Social differences, i.e., the different prevalence of various neurotic disorders across different social classes and the west versus less developed countries.

4) Diagnostic fluctuations, i.e., the increased prevalence of certain disorders and the decline of others in recent years.

This chapter will also contribute to the integration of the clinical and research findings of traditional theories. For example, the choice of symptoms will be partially accounted for by psychoanalytic concepts, such as reaction formation, isolation and undoing, which are defined in conscious terms and are viewed as conscious pathological coping mechanisms. Similarly, the possible effects of childhood experiences, genetic predisposition and neuropsychological deficits will be discussed.

PBT distinguishes between two stages in the symptom selection process. The preliminary stage concerns various psycho-social and physiological factors that are involved in generating an unbearable level of emotional distress, which is necessary in motivating the conscious to seek a pathological coping mechanism. The second stage is the symptom adoption stage, where the individual, guided by certain principles, chooses a specific symptom. Although both these stages will be discussed in this chapter, the focus will be on the latter, which constitutes a major theoretical contribution. 

The Preliminary Stage

Stress is a necessary and central condition for the development of neurotic disorders. Detailed examples illustrating the critical role of stress in motivating the adoption of neurotic symptoms have already been given in cases 1-4 in the previous chapter, and other case studies will also be brought throughout this chapter. These examples are consistent with an increasing number of studies demonstrating that the onset of various neurotic disorders is associated with stressful life events. Evidence of this kind was reported for the following neuroses:

1)  Agoraphobia and panic disorder (e.g., Barlow, 1988, pp. 215-220; de Loof et al., 1989; Faravelli, 1985; Faravelli et al., 1985; Kleiner & Marshall, 1987; Last, Barlow, & O’Brien, 1984; Macaulay & Kleinknecht, 1989; Pollard et al., 1989; Rapee, 1991; Roy-Byrne, Geraci, & Uhde, 1986; Wade, Monroe & Michelson, 1993).

2)  Obsessive-compulsive disorder (e.g., Allsopp & Verduyn, 1990; Brandt & Mackenzie, 1987; de Loof et al., 1989; Emmelkamp, 1982, p. 161; Ianuc, Lepkifer, Dannon, & Kotler, 1995; Khanna, Rajendra, & Channabasavanna, 1988; McAndrew, 1989; McKeon, Roa, & Mann, 1984; Rachman & Hodgson, 1980, pp. 48-49; Toro, Cervera, Osejo, & Salamero, 1992). 

3)  Conversion disorder (e.g., Black et al., 1985; Blanchard & Hersen, 1976; Carden & Schramel, 1966; Folks et al., 1984; Ironside & Batchelor, 1945; Jones, 1980; Mucha & Reinhardt, 1970; Rangaswamy & Kamakshi, 1983; Shirali & Bharti, 1993; Siegel & Barthel, 1986; Volkmar et al., 1984; Wynick, Hobson, & Jones, 1997). 

4)  Multiple personality disorder (e.g., Adityanjee et al., 1989; McDougle & Southwick, 1990; Orne, Dinges, & Orne, 1984; Perr, 1991; Waid, 1993; Young, 1987). 

5)  Eating disorders (e.g., Beckman & Burns, 1990; Chadda, Malhotra, Asad, & Bambery, 1987; Chesler, 1995; Horesh, et al, 1995; Palmer, 1990; Soukup et al., 1990; van Den Broucke & Vandereycken, 1986).  

Environmental stress (e.g. marital or combat stress) constitutes the primary cause of the vast majority of neuroses. Another source of stress precipitating neurotic symptoms is internal stress resulting from fear of losing control or guilt associated with unacceptable sexual and aggressive impulses. When the hostile or sexual impulse is in conflict with individuals’ value system, or the hated person is also the object of love (e.g., one’s own children, see case 2 Chapter 4, pp. 111-112), an intense level of stress (i.e. fear of losing control or guilt) is likely to be experienced. As with environmental stressors, the individual will properly adjust to the stress if he or she is equipped with adequate coping skills. However, if the stress persists and becomes intolerable, the individual may consciously adopt a neurotic disorder that enables both an effective repression and an increased sense of control.

Thus, PBT accepts the psychoanalytic tenet that unacceptable impulses may result in neurotic disorders (see Dollard & Miller, 1950; Fenichel, 1934, 1946; Freud, 1926/1964). It also accepts the claim that these impulses may more often than not lead to particular types of disorders, such as obsessive-compulsive disorders (e.g., see Miller, 1983; Pollak, 1979).  However, PBT views these relationships in terms of stress and coping strategies that are controlled by the conscious. It rejects the psychoanalytic suggestions that attribute the connections between unacceptable drives and neurotic symptoms to repressed childhood experiences (e.g. the relationship between OCD and anal fixation which received no empirical validation, see Pollak, 1979). Further, the new theory attributes the arousal of these impulses and the anxiety that they might cause to conscious experiences and physiological events, rather than to unconscious forces. Hence, consistent with the frustration-aggression hypothesis (e.g., Berkowitz, 1988, 1989; Dill & Anderson, 1995; Gustafson, 1989), the arousal of the unacceptable hostile impulse is viewed as the consequence of conscious frustrating events. Likewise, stress resulting from sexual impulses or related behaviors (e.g., homosexuality and masturbation) is the consequence of conscious stimuli incentives, physiological changes, individuals’ value system, and concern about negative reactions of the family or community, rather than the result of repressed childhood events (e.g., see Messer 1986).

However, stress alone is insufficient to produce the required intensity of emotional distress that is necessary for the development of neurotic disorders. As noted by Barlow (1988), “a common finding across all disorders studied is that even acute stress, usually defined as a negative life event, correlates only modestly with psychopathology” (p. 218). Besides the crucial importance of severity of stress (see Carson et al., 1988, p. 141; Rof(, 1989, p. 239-240), the emotional impact of stress is determined by several additional variables (Monroe & Simons, 1991). The most central and important variable is the individual’s coping resources, which, as an increasing body of evidence shows (see Chapter 7), also play a vital role in evaluating the efficiency of the therapeutic interventions. For example, contrary to psychoanalytic thinking, the capacity for distraction and illusion of control, which people selectively activate according to the stressful demands, are important factors in buffering the negative emotional impact of stress (see Chapters 1 & 4). An additional factor relevant to coping abilities is Bandura’s (1988, 1995; see also Dennis & Goldberg, 1996; Houston, 1995) concept of self-efficacy, which refers to the individual’s belief that he or she has the ability to cope with and manage stressful life events. 

Another component of coping resources is problem solving ability (e.g., Cohan & Bradbury, 1997; D’zurilla & Sheedy, 1991; Kant, D’Zurilla, & Maydeu-Olivares, 1997; Marx, Williams, & Claridge, 1994, Mirowsky & Ross, 1990), which also plays an important role in facilitating therapeutic effects (see Chapter 7). Other researchers discuss the vital importance of social support (e.g., Coleman, Ahola, & Seppo, 1993; Coyne & Downey, 1991; Robinson & Garber, 1995; Rof(, 1989, p. 242; Uchino, Capioppo, & Keicolt-Glaser, 1996). Subjects with higher social support have lower risk of being emotionally and physically damaged by stressful life events. It is also important to take into consideration individuals’ genetic predisposition to depression and anxiety (e.g., Carson et al., 1988, pp. 294-296; Clements & Chapouthier, 1998; Maier & Lichtermann, 1993; Monroe & Simons, 1991; Roy, Neale, Pederson, Mathe, & Kendler, 1995). A strong association exists between stress, depression and adverse neurochemical changes (e.g., Ansiman & Lapierre, 1982; Carson et al., 1988, pp. 297-298). This may indicate that although stress is a necessary condition for the development of depression - as suggested by Arieti and Bemporad (1978, pp. 4-5) - a genetic predisposition to depression or anxiety is likely to increase one’s vulnerability to emotional distress and, hence, neurotic disorders. Thus, a variety of psychosocial and physiological variables must be taken into account in order to evaluate the noxious impact of stress.

Further, although PBT rejects the psychoanalytic outlook concerning past experiences, it acknowledges that learning experiences may have an important effect on the individual’s coping abilities and sensitivity to stress. For example, based on a thorough review of the relevant literature, Nolen-Hoeksema (1987) rejected the traditional explanations given to account for the higher prevalence of depression among women than men (e.g., biological, psychoanalytic, sex role and learned helplessness accounts). Instead, the author arrived at the conclusion that women have a ruminative responsive style that develops due to different socialization processes toward the two sexes during childhood, and which amplifies and prolongs their depressive symptoms. Similarly, childhood traumas, such as sexual and physical abuse, increase the risk of major depression and anxiety among adults (e.g., see Bremner, Southwick, Johnson, Yehuda, & Charney, 1993; Saunders, Villeponteaux, Lipovsky, Kilpatrick, & Veronen, 1992; Yama, Tovey, & Fogas, 1993). In a review of the relevant literature, Cole and Putnam (1992) suggested that this may be due to the negative effects of incest “in the domains of self and social functioning, especially in jeopardizing self-definition and integration, self-regulatory processes, and a sense of security and trust in relationships” (p. 174). This is consistent with Orbach’s (1994) claim that early and continued stress may heighten one’s vulnerability to later stressors.

Kuyken and Brewin (1994) attributed the effect of childhood trauma to saliency of negative memories in attention. In an investigation of a sample of women with major depression who had experienced sexual or physical abuse, the authors found that the majority of the subjects reported high levels of disturbing intrusive memories that they attempted to avoid. Moreover, abused women with a particularly high level of disturbing intrusive memories and avoidance attempts, were also more severely depressed than non-abused women or abused women with low levels of intrusive memories and avoidance attempts. These findings suggest, in line with other evidence on repression (e.g., Paris, 1996; Pope & Hudson, 1995a; Pope et al., 1999), that the negative emotional impact of childhood trauma is not due to the repression of related memories, but rather is the consequence of the saliency of these cognitions in one’s attention. 

Nevertheless, childhood stressors do not necessarily hamper the individual's adjustment. Psychophysiological variables, such as genetic and constitutional tendencies, intellectual abilities, humor, positive familial environment and social support may buffer their noxious psychological impacts (Luthar & Zigler, 1991). These variables can account for the fact that approximately one third of sexually abused children display an absence of emotional or behavioral disturbances (Kendall-Tackett et al., 1993). 


In conclusion, PBT asserts that before the adoption of neurotic symptoms, the individual must experience an extreme level of emotional distress without being able to alleviate it through normal coping resources. The research and clinical data suggest that stress, which may stem from environmental events, unacceptable impulses or both, is a necessary condition for the establishment of this emotional distress. However, while the severity of stress is the most crucial factor, the emotional impact of the stress and hence the development of psychiatric disorders, depends also on several intervening variables, such as one’s coping resources, genetic predisposition, and childhood experiences. The fundamental theoretical issue that now needs to be clarified is the manner by which the choice of symptom is determined.

The Symptom Adoption Stage

Stress does not always result in behavioral deviations, and when it does it may lead to a large variety of responses, both bizarre and non-bizarre. Moreover, in cases where behavioral deviations are adopted, stress cannot account for the particular time and place of the onset. This seems to be so because stress can only motivate the individual to consider the option of bizarre behavior, whereas the selection of a specific behavior is determined through conscious processes. In fact, from PBT’s standpoint, the choice of a particular neurotic symptom resembles an economic decision making process, where the individual seeks an adequate tool to cope with his or her unique psychological needs generated by stress. Accordingly, the decision to adopt a specific bizarre behavior is determined by the individual’s unique needs (i.e., controllability; see below), his or her available experiential resources (e.g., direct exposure or exposure via mass media, which increase the saliency of certain suitable behaviors), and cost-benefit analysis (e.g., social embarrassment vs. alleviation of depression). Clinical and research evidence supporting these principles are discussed below. 

Controllability

When subjected to unbearable emotional distress the adoption of bizarre behaviors enables the individual to achieve repression, as the high value of attention to these symptoms blocks the accessibility of stress related thoughts from attention. However, since virtually any bizarre symptom can cause distraction, this concept is insufficient to account for specific choice of symptoms. Clinical evidence reviewed in this chapter suggests that, in addition to distraction, the selection of the symptom is motivated by a desire to gain a direct control over the sources of the stress as well. The symptom either reduces the noxious impact of the stress or manipulates the stressor to comply with the patient’s needs. The unique characteristics of the stressful situation determine the specific type of bizarre behavior that the subject may select in order to increase controllability. 

This theoretical approach is consistent with cumulative research findings indicating that subjects in general are strongly motivated to gain control over their life circumstances, and that lack of control has a detrimental cognitive, emotional, and physiological impact on both animals and humans  (Clements et al., 1997; Friedland, Keinan, & Regev, 1992; Miller, 1981; Mineka & Henderson, 1985; Moss-Morris et al., 1996; Peters et al., 1998; Rodin & Salovey, 1989; Wellman, Cullen, & Pelleymounter, 1998).  PBT claims that neurotic patients are no different, and that the selection of neurotic symptoms is partially determined by the controllability demands of the stressful situation with which the patient cannot cope through normal coping means.  

Controllability demands, and hence the type of symptom, depend on the nature of the stress. One important source of variation is whether the stress is external or internal. When the stress is external (i.e., stems from environmental events) the patient is likely to choose a symptom that will physically remove or distance him or herself from the source of the stress. Alternatively, the symptom can manipulate the stressor to reduce the noxious components of the stress or to comply with individuals’ needs. In internal stress, which stems from unacceptable impulses where physical escape is impossible, the type of symptoms that enable controllability become more restricted and unique. The selected symptom must either reduce the likelihood to act impulsively and consequently reduce the fear of loosing control, or enable the implementation of the impulse while the responsibility is attributed to sources external to the self (e.g., another personality). In this section evidence supporting controllability will be reviewed.

External Stressors

The critical importance of controllability in the adoption of neurotic symptoms in coping with external stresses is demonstrated by a great deal of clinical evidence. Conversion disorder, for example, was used effectively as a means of escaping military stress, as when pilots during World War II developed visual symptoms that made flying impossible (Ironside & Batchelor, 1945; see also Mucha & Reinhardt, 1970).  The author’s noted that, “it is understandable that in pilots and other members of aircrews manifestations of hysteria should affect the eyes rather than the limbs, for what his legs are to an infantryman, his eyes are to a pilot” (Ironside & Batchelor, 1945, p. 88, see also Mucha & Reinhardt, 1970). Similarly, Dohrenwend and Dohrenwend (1969) noted regarding psychiatric symptoms developed by soldiers during World War II that, “the patient’s symptoms became his means to escape from further combat, and, not surprisingly, few recovered to the point where they could be returned to the front” (pp. 114-115, see also Carden & Scharmel, 1966; Grinker & Spiegel, 1945; Halpern, 1944; Mucha & Reinhardt, 1970; Wagner, 1946). 

Conversion symptoms were employed to control ordinary life events as well. In a case study reported by Lehmkuhl (1983), a 13 year-old girl developed complete paralysis of one leg as a means of avoiding a prearranged marriage.  In another case, a 15 year-old girl was subjected to a chronic lack of attention by her ambitious parents who “appeared to be very busy pursuing their own activities and seemed always to be in a rush to go somewhere or to work on some project” (Grosz & Zimmerman, 1970, p. 117). The girl’s level of stress was especially high because as the eldest of four children she had to take care of her siblings. By developing hysterical blindness the patient was able to compel her mother to stop working so she could spend time reading homework assignments and accept responsibility for her children. Similarly, in the case study of hysterical blindness described in the previous chapter (case no. 4, pp. 114-115), the patient succeeded through his symptoms to cease the constant criticisms of his wife and mother-in-law and their demands, which required him to work night and weekends and perform various chores under their supervision. Moreover, due to his total disability he was awarded a special government pension, financial aid from the local community and relatives, and other community resources upon which he came to depend. Blanchard and Hensen (1976) described four case studies where conversion symptoms were employed to manipulate the social environment to provide desired social rewards following stress that resulted from interpersonal conflicts (e.g., marital stress). Symptoms were extinguished when the social environment ignored the patient’s symptomatic behavior and when patients were “taught new ways of seeking and obtaining attention from the social environment” (p. 127). Thus, when normal coping means were acquired to control the stressful situation, causing the removal of the stress, the coping strategy of a neurotic bizarre behavior became redundant (for a similar case study see Goldblatt & Munitz, 1976).


Another form of coping with external stressors is phobic disorders. For example, in the aforementioned case of agoraphobia (case 1, Chapter 4, pp. 107-111), Leonard (1927), who was ostracized from the community as being responsible for his wife’s suicide, developed agoraphobia which made it necessary to relocate to his parents’ home, far from the community which had rejected him. During the initial period of onset the symptoms prevented him from resuming his work at the university, a preventative measure to avoid being rejected by his colleagues as well. Even when he was forced to return to his academic work, after the university authorities had threatened to fire him, he continued to display symptoms of “mental sickness”, a further measure to avoid criticism while at the university. Peterson (1968, pp. 144-183) described a 15 year-old boy who was anxious, depressed and contemplated suicide in response to social rejection at school and a dysfunctional home environment. The patient’s symptoms, which included fear of dying from a heart attack, not only distanced him from an anxiety-provoking interaction with his peers but provided rewards and sympathy from his parents as well. In another case of phobic disorder, a woman with a strong need for dependency became dissatisfied with her marriage upon realizing that her husband was not as strong as she believed. Consequently, she employed bizarre phobic symptoms (e.g., fears of driving, riding in elevators, and entering shopping centers) to force her husband to play a more dominant role in their relationship (Carson et al., 1988, p. 188). As a result, “the husband’s life became more miserable and hectic, since he had to assume the responsibilities (e.g., driving the children to various functions) she allegedly could no longer perform” (p. 188).


Similarly, dissociative fugue has been used to enhance controllability in cases of external stress, such as when a patient completely distances him or herself from a stressful spouse (see case 3, Chapter 4, pp. 112-114) or military stress (see case study by Abse, 1959, p. 275).

Controllability can be achieved through obsessive compulsive symptoms as well. For example, Brandt and Mackenzie (1987) described a case study of a 26 year-old woman who developed intrusive fear of contamination from rat germs, accompanied by compulsive hand washing, after discovering that her husband had been engaged in an extramarital affair. The symptoms were exacerbated during pregnancy and she “would not allow her husband or daughter to touch her” (p. 362), as a means of distancing herself from all stress-related marital factors. The symptom yielded additional benefits as the patient transferred all her household duties to the husband. Rachman and Hodgson (1980) noted in this regard that the presence of a severely obsessed patient in a family could distort the lives of all of its members.  They noted that 

As the incapacitation of the affected member spreads, the demands made on spouse, parents, and children increase.  Not only are they required to take over many of the patient's functions - domestic, personal, financial, and social - they have to devote increasing time and effort to the protection and comforting of the affected person. (Rachman & Hodgson, 1980, p. 62)


The controllability value of bizarre behaviors in response to external stress is seen also in multiple personality disorder (MPD) which has on occasion been employed by patients in forensic situations to escape imprisonment or even the death penalty (e.g., see Orne et al., 1984; Perr, 1991; Spanos et al., 1985). As noted by Spanos et al., “for some people the idea that they suffer from this disorder may even provide a viable and face-saving account for personal failings and problems” (p. 364). 

Another example of controllability following stressful life events concerns possession syndromes, bizarre behaviors that are relatively common in less developed countries (see Adityanjee et al., 1989; Ravenscroft, 1965; Seltzer, 1983). Adityanjee et al. (1989), in discussing the frequency of this psychiatric syndrome in India, noted that

The ‘possessing spirit,’ through the patient, makes various demands on the surroundings, usually on close relatives who humbly comply with them.  This sometimes brings a single episode of possession to an end, although the accompanying reinforcement ensures a recurrence in the event of a stressful situation.  In these cases, the symptoms of spirit possessions... help in the release of strangulated affects.  Such behavior focuses the attention of the family on the individual, valuable time is gained, and the resulting structural realignment of forces within the family often improves the precipitating condition (p. 1609, see also Akhtar, 1988; Claus, 1979; Grisaru & Witztum, 1995; Mischel & Mischel, 1958).

Thus, as indicated by Adityanjee et al. eastern communities comply with the controllability demands of patients when spiritual possession syndrome is adopted. Evidence that spiritual possession may in fact serve as a coping mechanism to an extreme stressor is reported by Wijesinghe, Dissanayake, and Mendis (1976), who described a forty year-old Sri-Lankan widow with four children who lost her husband as a result of a sudden illness. She did reasonably well for seven years until she faced a crisis in her business affairs. Subsequently, the spirit of her late husband possessed her.  

During the trance state, the spirit called out to friends and relatives, imploring them to help the subject in her distress.  There was a good response to this appeal and her relatives rallied round relieving her of much of the financial burdens.  This led to a gradual decrease in the frequency of attacks. (p. 137)  

This social susceptibility and the relatively high availability of these symptomatic behaviors, as elaborated on later in this chapter, may account for why these symptoms are relatively more common than other neurotic disorders in less-developed countries.

Taking all of this evidence into consideration, there seems to be sufficient reason to support PBT’s suggestion that when one has a need for a bizarre coping mechanism in response to an external stress, the specific controllability demands of the situation play a critical role in the decision-making process to select a certain type of symptom. 

Internal Stressors

Neurotic symptoms are not only employed to force a desirable change in the environment, but also to control highly stressful inner feelings resulting from unacceptable aggressive or sexual impulses. While ordinary stressful life events may result in depression and/or anxiety, in some cases, as suggested by the frustration-aggression theory (e.g., Berkowitz, 1988, 1989; Dill & Anderson, 1995; Gustafson, 1989), it may also cause strong feelings of hostility. Consequently, an unbearable fear of losing control and guilt feelings may be produced. These reactions are particularly likely when the individual has a rigid value system and when his or her inhibitory forces towards aggression are weak. A similar psychological state may exist when the subject experiences a strong desire for an unacceptable sexual behavior (see case studies below) and simultaneous anxiety when thinking of or manifesting that behavior. Usually, internal stress stems from or is accompanied by external stress, particularly in the case of aggression. Yet, although in these cases the symptom serves both types of stresses, its selection is typically determined more by the internal than the external component of the stress.


Although the coping strategy of obsessive compulsive symptoms is employed in a variety of stressful-life events, clinical evidence indicates that people are more likely to adopt this type of disorder, rather than other neuroses, when the stress stems from unacceptable hostile or sexual impulse (Freud, 1926/1964, pp. 102-103, 115-116; Miller, 1983; Nemiah, 1967). These symptoms provide an effective measure of control over unacceptable impulses at a relatively low personal cost (see pp. 166-167). One of the obsessive-compulsive strategies that patients often adopt in response to internal stress, was termed by psychoanalytic theory as reaction formation (e.g., Fenichel, 1946, p. 151; Freud, 1905/1964, p. 178; 1926/1964, pp. 115-116, 157-159). Diagnostically, these patients display a bizarre exaggeration of socially acceptable behaviors, such as excessive love or protection, while experiencing a fear of losing control resulting from an unacceptable impulse. According to PBT, the exaggerated anti-impulse behavior is a deliberate conscious effort to repress the anxiety-provoking cognitions through the high distraction of these behaviors, and to reduce the likelihood of losing control by means of behavior that is incompatible with the dangerous impulse. For example, in the previously mentioned case of obsessive-compulsive disorder (case 2 Chapter 4, pp. 111-112), Karen was subjected to an extremely stressful situation as a result of her unsatisfactory marital relationships. She also experienced strong feelings of hostility towards her children since they were unruly and kept her from fulfilling her desire to leave her husband. The patient was often very angry with her children, “perhaps to the point that she might have considered doing them physical harm... [an] impulse [that] would be very anxiety-provoking to the ego” (Neale et al., 1982, p. 12). Feelings of guilt and a fear of losing control were enhanced by her severe state of depression, known to weaken ego inhibitory functioning (e.g., McDermaid & Winkler, 1955), and by her strict puritan upbringing (see Neale et al., 1982, p. 4), which resulted in a rigid super-ego. Although, Karen’s bizarre rituals of counting were an effective measure against her original stressor (i.e., unhappy marriage), it seems that she chose obsessive-compulsive symptoms primarily because she feared losing control over aggressive impulses toward her children. Not only did her bizarre ritual behaviors allow her to be unaware of her true hostile cognitions, but the preoccupation with the antithesis of hostility, namely the safety of her children, which was a dominant characteristic of her counting rituals, reduced the likelihood of losing control. As noted by Neale et al. (1982), the mechanism of reaction formation enabled the patient to convert the anxiety-provoking impulse into its opposite form. “Instead of injuring the children, she [Karen] spent a good deal of her time everyday performing irrational responses aimed at protecting them” (p. 12). Thus, the patient’s symptom allowed her to both ward off stress-related thoughts regarding her marital conflicts from her attention and to repress and attain control over her aggressive thoughts related to her children. Further, although Karen’s bizarre rituals did not physically distance her from the original stressors (i.e. husband and children), they were time consuming enough to provide temporary relief. As noted by Neale et al. (1982), the symptoms 

ensured that she would be away from her home for extended periods of time. If she went to her neighbor’s house for coffee, she would be gone for at least 2 hours before she could consume enough cups and smoke enough cigarettes to satisfy the rituals. Grocery shopping, which she did by herself, had also turned into a long, complicated process. (p. 13)

Another obsessive-compulsive strategy that patients employ to cope with internal stressors is isolation. In the psychoanalytic doctrine patients defend themselves against dangerous or unacceptable impulses by unconsciously detaching the unacceptable cognitions from the relevant appropriate emotion (e.g., anger). As noted by Fenichel (1946) 

The most important special case of this defense mechanism is the isolation of an idea from the emotional cathexis that originally was connected with it.  In discussing the most exciting events, the patient remains calm but may then develop at quite another point an incomprehensible emotion, without being aware of the fact that the emotion has been displaced. Extremely objectionable ideational contents, like murder or incest wishes, may become conscious in the form of obsessions, because the obsessional neurotic is able to feel these ideas as mere thoughts, secularly isolated from motility. The emptiness of affect, which is so characteristic for certain compulsion neurotics and which creates a serious difficulty in treating them, is based on an isolation of this type.  (p. 156)

Thus, as suggested by Fenichel, in isolation the unacceptable aversive thought remains in the attention and develops into obsessive thoughts after they have been emptied of their affective component through unconscious processes.

The problem with this psychoanalytic concept is that it does not specify how the unconscious succeeds in detaching the aversive cognition from its emotional component, and which mechanism initiates and maintains the ruminative contemplation of these thoughts. Therefore, while the psychoanalytic description of the concept of isolation has an important value, there is insufficient evidence for the validation of the theoretical foundations of this concept. Instead, PBT claims that both components of isolation, namely emotional detachment and ruminative contemplation of obsessive thoughts, are controlled solely by conscious processes. When patients are confronted with an unbearable stressful situation, where internal stress constitutes a central component, they may consciously adopt this coping strategy in order to achieve both distraction/repression and control. The central aspect of this coping strategy is a deliberate concentration on extremely unacceptable thoughts, which the patient intentionally produces. Depending on the unacceptable impulse with which the patient attempts to cope, these thoughts may be of a hostile or sexual type.

As research data confirms, unacceptable obsessive thoughts are not unique to neurotic patients but characterize a large majority of normal people as well (Rachman & De Silva, 1978). However, while normal people disregard their sporadic unacceptable obsessive thoughts spontaneously triggered by their impulse (see Rachman, 1976, p. 438), patients who have a need to repress and control their anxiety-provoking impulse concentrate on these available cognitions and exaggerate them to an absurd bizarre level. Yet, although this may be the most common form by which isolation is adopted, clinical evidence indicates that the patient may create the obsessive thoughts on the basis of other personal experiences, such as films (e.g., lurid death scenes; see case 1 Salkovskis & Westbrook, 1989) and reading materials (e.g., see case study by Bevan, 1960). Almost simultaneous with the adoption of these thoughts, the patient becomes unaware of his or her self-involvement in the deliberate exaggeration/production and maintenance of these thoughts due to sophisticated self-deceptive processes (see Chapter 6). Consequently, since the unacceptable thoughts lack genuine emotional basis due to their artificial production, and the patient is unaware of their underlying causes, they appear bizarre, irrational and foreign to the self. 

Like other neurotic bizarre symptoms, obsessive thoughts heavily preoccupy patients’ attention, thus causing the true emotion-ridden cognitions to be inaccessible to attention. Moreover, even when the latter succeed in penetrating attention, patients will always attribute the cause to bizarre thoughts rather than to the impulse. As a result, patients become unaware of the anxiety-provoking impulse. Thus, paradoxically, although the obsessive thoughts are a conscious and aversive act, an active concentration on these thoughts enables patients to repress their dangerous impulse and thereby reduce their unbearable emotional distress.

However, isolation is selected mainly because it enhances patients’ sense of control. First, although the obsessive cognitions are much more extreme than the original thoughts that they replaced, they are less likely to motivate a dangerous act due to their detachment from any impulse-relevant emotion. Second, the extreme intensity of the obsessive thoughts heightens self-awareness of the potential to be dangerous. Moreover, patients intensify this self-awareness by deliberately focusing on the fear of losing control, which has now been transferred from the original cognitions to the bizarre thoughts. Consequently, these threatening thoughts and emotional arousal which they cause (see Case 1, pp. 107-111, and Chapter 6, pp. 175-176), motivate patients to take appropriate preventative measures (e.g., removing knives from home; see case study below) in a case of loss of control. Third, by publicizing the obsessive thoughts the patients reduce the self-responsibility as they believe that it will motivate others to supervise their behavior and prevent unacceptable acts. An additional advantage of isolation is that it reduces patients’ original guilt feelings as well, since, unlike the original thoughts, the obsessions are perceived as foreign to the self. Moreover, although the concentration on the obsessive thoughts increases one’s level of anxiety, this emotional discomfort is readily reduced by distractive/neutralizing activities (e.g., forming a counter image, ritualized internal dialogue, and reading) which patients perform soon after the concentration act (see Freeston et al., 1997; Rachman, 1976; Salkovskis & Westbrook, 1989). Thus, although obsessive thoughts are emotionally and cognitively disruptive, like other cases of symptom adoption, the overall resulting experience is not as highly disruptive as the original state before the symptom adoption.  In the absence of the bizarre coping mechanism, anxiety and depression would be so intense as to be beyond the patient’s tolerance level.


The utility of isolation as an effective control tool is demonstrated in the case study of obsessive-compulsive disorder by McAndrew (1989). A 26 year-old woman was greatly frustrated, as she was dissatisfied with her husband and three children and felt distant and alienated from others (external stressors). The husband was “very strict, aggressive… insensitive to her needs... [and] physically abused her” (p. 317), and her difficult children frustrated her as she lacked adequate disciplinary skills. The patient was in fact in a state of helplessness, feeling “stuck in a bad marriage” (p. 314). Consequently, she experienced not only severe depression but intense anger directed at her husband and children as well, which was presumably accompanied by fear of losing control and guilt (internal stressors). In response, the patient chose the coping style of isolation, which enabled her to satisfy both her needs for distraction and controllability. Bizarre aggressive cognitions detached from their appropriate affect heavily dominated her attention. “I’m having terrible thoughts about stabbing my children. (crying). That’s terrible - isn’t it? I’ve been having thoughts of hurting others too... I love my kids. How could I have these horrible thoughts of hurting them?” (McAndrew, 1989, p. 312, 316). 

The high distractive value of the obsessive symptoms was reflected by the patient’s inability “to force them out of (her( head” (p. 312). She noted that, when she tried to suppress these cognitions, “the thoughts get worse and I get a headache or my heart starts pounding” (p. 312). Nevertheless, the patient reinforced her distractive measures even more by adopting compulsive bizarre behaviors as well. “I have to keep busy all the time . . . check things . . . clean my house very often.  I’m meticulous and very slow doing things” (p. 316).  The bizarre and emotionally detached obsessive cognitions (i.e., isolation) enabled the patient to be unaware of her emotionally loaded hostile impulse. 

At the same time, the symptom provided her a measure of control. The obsessive thoughts heightened the patient’s self-awareness of the potential for being dangerous. As a result she was motivated to take appropriate preventative precautions, hence reducing the danger of losing control. As noted by the patient

I can’t look at violence on TV because I feel I could do something... I have to check things and make sure I know everything is all right. I make sure the guns are locked up many times during the day.(pp. 314-316)

The patient’s obsessive symptoms were also aimed at increasing the supervision of others. For example, she stated that, “I had my sister and my mother stay with me so I wouldn’t do anything... I must call or be around other people. Someone would intervene if I was about to hurt my kids” (pp. 313-316).


The absurdity of these thoughts, and the sense that they were alien to the self, enabled the patient to attribute them to sources beyond her control, thereby alleviating guilty feelings that she experienced (“I feel guilty and think I am a bad person” p. 312). The patient raised the possibility that her symptoms might be due to “premenstrual syndrome” (p. 312), craziness (I usually think I’m going crazy”, p. 312), or devils (“someone like the devil must be making me have these thoughts”, p. 313).


In another case study (Coleman, 1964, p. 224) demonstrating the mechanism of isolation, a man developed obsessive thoughts of hitting his 3 year-old son over the head with a hammer. Like the previous case, he was completely unable to explain his “horrible thoughts”. The patient indicated that he loved his son very much and thought that he must be going insane to have such thoughts. Later it was discovered that the patient’s wife had suffered great pain in childbirth.  Since then she had refused to have sexual relations with him for fear of becoming pregnant again, and directed all of her attention to their son. Consequently, quarreling and bickering now disrupted their previously happy marriage.  The patient vigorously and sincerely denied the therapist’s explanation that he harbored hostile feelings toward his son. Yet, Coleman noted that his obsessional coping response 

enabled him to avoid severe self-devaluation by freeing him of responsibility for the violent thoughts - they did not really seem to be his thoughts at all.  Also, the affective element underlying his fantasies had been cut off through the defense mechanism of isolation, further helping to ensure that his fantasies would not be carried out in overt action [reducing fear of losing control]” (p. 224; see similar case study in Rachman & Hogdson, 1980, pp. 256-257).


Lewis (1981) stated that Freud was puzzled by the fact that obsessive patients perceive their forbidden thoughts as “crazy” and yet they are powerless to stop them from penetrating the conscious:

In any rational system, knowing that ideas are crazy should be adequate to demolish them, but in the obsessional neurosis the patient’s intellect is powerless to do more than observe his ‘craziness’ (p. 101). 

Evidence such as this led Freud to suggest the existence of an irrational system of the unconscious (see Chapter 1).  PBT resolves this theoretical dilemma by suggesting that patients are not powerless over their obsessive thoughts. Rather, patients use their intellect to produce the mechanism of isolation, where the obsessive thoughts constitute its central aspect, to repress an unacceptable impulse and to increase their sense of control over the dangerous impulse. In fact, since a real threat exists that patients will act upon their unacceptable thoughts (e.g., Button & Reivich, 1972), and normal coping measures at their disposal are insufficient, the choice of a bizarre coping measure of isolation is entirely rational.  

Reaction formation and isolation have an effective controllability value before, but not after, the unacceptable impulse has been acted upon. In the latter case, patients tend to adopt ritualistic bizarre behaviors that have a personal or cultural symbolic meaning of atonement or cleansing (e.g., praying and excessive washing) - which psychoanalytic theory termed undoing (Freud, 1926/1964, pp. 88, 119-120, 164) - in an attempt to counteract the aroused feelings of anxiety and guilt. 

For example, Sherman (1938, pp. 226-227) described a 14 year-old boy who washed his hands frequently during the day and often stayed in the bathtub for two or three hours. On a number of occasions he daubed iodine on his hands and face, telling his parents that he had scratched himself and wanted to prevent infection. The boy refused to play ordinary games with other children because he did not want to soil his hands. During the therapy, it was discovered that the boy experienced excessive guilt over masturbation, which according to Sherman was the consequence of a rigid upbringing (e.g., his parents told him that masturbation could result in a terrible disease). The boy described the masturbation behavior as “a dirty habit”, which may account for his choice of excessive cleaning as a measure of coping with feelings of guilt and anxiety.

Undoing might also be employed as a measure of control to terminate anxiety resulting from obsessive thoughts. As stated, as part of the coping strategy of isolation, patients deliberately concentrate on the obsessive thoughts and, consequently, the level of anxiety increases. Various ritualistic activities (e.g., forming a counter-image, ritualizing internal dialogue and rational self-talk; Freeston et al., 1997) are then employed to neutralize/undo this arousal soon after the obsessive thoughts have fulfilled their distractive and controllability functions on each episode of displaying of the symptom. Rachman and Hogson (1980, pp. 255-256) described a case of a young male student who experienced obsessive violent and sexual thoughts involving prominent people, relatives, and his parents. The patient developed a number of ritualistic techniques to “undo” these thoughts. One method of coping was to temporarily stop what he was doing when “bad” thoughts occurred and refrain from continuing until he managed to achieve a “good” thought. He would also violently shake his head or other parts of his body, change names of places or characters, or concentrate intensely on some distracting thought or activity (i.e., hand washing on average 80 times a day). The patient rationalized the effectiveness of the hand-washing ritual as a “symbolic cleaning of the bad or unwanted thought” (Rachman & Hodgson, 1980, p. 256).  The authors did not describe the underlying causes for the patient’s bizarre obsessive thoughts. They did note, however, that he was a timid, anxious young man who was excessively dependent on his overprotective and emotionally reactive mother. Thus, it is likely that the patient had poor social skills that resulted in adjustment difficulties, particularly with women. Consequently, he may have had intolerable violent and sexual impulses that motivated the adoption of the coping mechanisms of isolation and undoing. 

As will be elaborated upon later in this chapter (p. 166), due to cost-benefit analysis, patients usually tend to adopt obsessive-compulsive symptoms rather than other disorders when they are confronted with the internal stress of an unacceptable impulse. However, there are occasions where patients choose other symptoms, either in order to strengthen the coping mechanism of obsessive-compulsive disorder when this mechanism is insufficient to meet their distractibility and controllability demands, or independent of obsessive-compulsive symptoms if they are better suited to their unique stressful demands. For example, Coleman (1964, pp. 198-199) described an eighteen year-old male student who suffered from severe anxiety attacks just before he went out on dates. The patient was raised in a very insecure family and, like the aforementioned case, he was very much attached to his mother, who was anxious, frustrated and insecure. The patient had considerable difficulties getting dates, particularly with women of his choice, as he was not an attractive man. The woman he had recently dated had only agreed to go out with him after 6:00 p.m. of the same day, when she realized that she did not have a better date. Consequently, the patient’s already strong feelings of inferiority and insecurity increased, which stimulated intense feelings of hostility towards the opposite sex. The patient began to fantasize of choking the girl to death when they were together alone. As indicated by the patient, “when we are alone in the car, I can’t get my mind off her nice white throat and what it would be like to choke her to death”(pp. 198-199). Although the patient tried to put these thoughts out of his mind they reoccurred on subsequent nights with increasing persistence; then he experienced a panic attack each time he was in his car on the way over to meet the girl. Coleman noted that the patient was at a complete loss to account for either the fantasies or the attacks. 

According to PBT, the initial strategy of obsessive thoughts (i.e., isolation) was insufficient either to repress his emotionally loaded hostile cognitions and self-rejection thoughts, or to provide a sufficient sense of control.  The reoccurrence of the dangerous impulse, aggravated by feelings of inferiority and rejection at each new prospect of meeting the girl, provoked anxiety that the patient deliberately intensified to the level of panic attack for purposes of coping.  Thereby, the patient reinforced the distractive value of his symptoms and produced an aversive barrier that distanced him from the girl and reduced the probability of losing control. 

A case study in which the patient chose entirely different symptoms than obsessive-compulsive disorder when coping with internal stress, is reported by Abse (1959, p. 282).  It is the case of a man who developed total paralysis of his legs after his wife left him for another man. The husband had a strong impulse to pursue his wife to kill her and her lover, but the paralysis prevented him from carrying out this impulse. In a similar case study (Carson, et al., 1988, p. 203), a female subject who had physically attacked her father with her right arm, subsequently developed a marked tremor and partial paralysis of the right arm and hand. Carson et al. suggested that the paralysis represented a symbolic punishment of the “guilty party” while preventing a recurrence of the aggressive behavior. 

Another form of coping strategy is phobia. As stated by Coleman (1964), a patient may develop phobias of lakes, swimming pools and similar places “because on previous occasions he had persistent ideas of drowning his wife.  Or a housewife may develop a phobia of sharp knives and refuse to keep one in the house because of repressed impulses to cut her husband’s throat” (p. 220). Phobia might be employed as a coping mechanism against unacceptable sexual drives as well. Coleman (1964) described a case study of a 24 year-old male patient who developed a morbid fear of syphilis that inhibited him from having sexual relations. Heterosexual relations were further inhibited since during intercourse his mind was completely dominated by anxiety-provoking homosexual fantasies. “Thus the syphilophobia was in the nature of a reaction formation which helped the patient to control his threatening inner impulses” (p. 220). 


Controllability over anxiety provoking impulses may be obtained by enactment of the impulse, and not necessarily by its inhibition. Patients may develop a symptom that enables the resolution of the internal conflict (stress) by implementation of the impulse while attributing the “loss of control” to factors over which the individual has no control, such as mental illness. This coping strategy is described in a case study of a 37 year-old married woman with two children (see Spitzer, Skodol, Gibbon, & Williams, 1983; pp. 37-41). The patient was chronically depressed, experienced intermediate thoughts of suicide, and displayed a multiple personality disorder. Her symptoms began shortly after her marriage at the age of 21.  Approximately one afternoon per week she would shift into another personality - Ellen - meet a strange man at the bar in a neighboring town, and spend the afternoon in a motel with him. Typically, she would disparage his performance afterwards  and would always refuse to meet him again. Sometimes she would fantasize about killing the men with a knife after having sexual intercourse with them. Then she would become uneasy, shift back to her dominant personality and hurry home to cook dinner. The patient felt guilty and was angry at Ellen who, on several occasions, manifested herself at home and told her husband about her affairs.


In a hypnotic interview with “Ellen,” the patient stated that she “liked to dance, liked to ride horses, liked to stay out at night, and liked to experience sex with a variety of men” (p. 38). Her MPD symptoms and fantasies of killing the men with whom she had sexual relationships allowed her to gratify her excessive sexual demands without experiencing excessive guilt feelings in her everyday life. This account is consistent with the theoretical approach of Spanos et al. (1985), which states that MPD is deliberately created by patients to promote “interpersonal goals they are attempting to achieve” (Spanos et al., 1985, p. 363).  The authors noted that for some people this disorder provides a “viable and face-saving account for personal failings and problems” (Spanos et al., 1985, p. 364; see also Spanos, 1996; and Spanos et al., 1986).  


Thus, like Bernice (case 3 Chapter 4, pp. 114-115), who likewise suffered from an unhappy marital life and chose dissociative fugue to fulfill her frustrated aspirations, this patient utilized another form of dissociative disorder (MPD) to distract her attention from the stress and gratify her excessive sexual demands.  Yet, unlike Bernice, whose symptoms removed her from the stressful environment, in this case the patient continued to be overwhelmed by her household chores and could not satisfy her desires within the marriage.  It is no wonder that she continued to be depressed and made a number of suicide attempts. 


Dollard and Miller (1950) described another example where controllability over an internal stressor is achieved through the implementation of the unacceptable impulse rather than by its inhibition. The patient, a 23-year-old married woman, suffered from obsessive thoughts that her heart would stop beating if she did not concentrate on counting her heartbeats. An additional maladaptive behavior was that despite her interest in managing a decent marital life, she frequently exposed herself to the “danger of seduction.” (p. 20). The patient used to go to drinking parties and then hitchhike rides with truck drivers who took advantage of her sexuality. Dollard and Miller claimed that the patient was  “completely unaware of the motivation for this behavior and often unable to foresee its consequences until it was too late”(p. 20). This behavior was mentioned as an example of ‘stupidity’, quite unintelligent and maladaptive” (p. 20) for which the patient was not consciously responsible. As psychoanalysis advocates, Dollard and Miller attributed the patient’s behavior to childhood repression that did not allow her to enjoy sexual relationships with her husband or express aggression toward her mother in-law who disapproved of her marriage and treated her “very badly” (p. 19).

 
An alternative account is that the patient was subjected to both external and internal stresses. Her mother-in-law, who played a significant role in the couple’s life, as they stayed with her every weekend, was hostile to her. Both her mother-in-law and her husband “criticized her painfully” (p. 19). The patient felt rejected by the husband’s family, and “she had no one left to talk to. She was hurt, baffled, and terrified by the thought that she might be going crazy”(p. 19).  Further, the patient had “strong sex appetites” (p. 19).  During the years before her marriage a dozen men tried to seduce her and most of them succeeded. Yet, she could not enjoy sexual relationships with her husband and even found them to be “disgusting” (p. 18). From this perspective, the patient’s behaviors were quite plausible. Her heartbeat counting and her sexual behaviors with truck drivers may seem like senseless behaviors, but were actually pathological coping mechanisms that she deliberately adopted. Her first symptom was more a distractive measure than a controllability tool. Dollard and Miller noted in this regard, that “Since counting is a highly preoccupying kind of response, no other thoughts could enter her mind during this time” (p. 21). The controllability value of this symptom was low since, as the authors stated, “Her friends and relatives pitied her at first, then became put out with her when her condition persisted despite well-meant advice” (p. 19). The opposite was true of the second symptom; the distractive value was relatively low as against its controllability function.  Distraction consisted of going out to drinking parties with single girls, which in a usual context would be considered a normal distractive activity. This behavior should be considered bizarre, however, because it was followed by bizarre sexual adventures, which enabled her to both satisfy her sexual demands and repress the knowledge of self involvement through self-deceptive maneuvers (see Chapter 6). 

Comments  

As shown, clinical and research evidence suggest that the selection of a specific symptom is determined both by the desire for an effective distractive tool and the need to exercise a measure of control over the stressful situation. This evidence, along with the previously mentioned studies about the scarcity of neuroses following natural disasters and incurable diseases (Chapter 3,        pp. 88-89), indicates that people tend to adopt neurotic symptoms for controllable stresses. However, they are less likely to develop neuroses when confronted with uncontrollable stressful situations where the nature of the situation is such that neurotic symptoms cannot affect the source of the stress. Yet there are at least two conditions where an uncontrollable stress may play a critical role in the development of neurotic symptoms. One condition is when the uncontrollable event (e.g., loss of child) aggravates a potentially controllable stressful situation (e.g., marital stress), or weakens inhibitory forces that previously prevented the adoption of neurotic symptoms (e.g., see case 3 Chapter 4, pp. 112-114). Another condition is when the uncontrollable event (e.g., suicide of the spouse) results in a controllable stress (e.g., ostracism and guilt feelings) that the subject can alleviate through pathological means (see case 1 Chapter 4, pp. 107-111).

In external controllable events, controllability is obtained by choosing a symptom that can either distance patients from the source of the stress, or enable them to manipulate the social environment into reducing the noxious components of the stress or into compliance with their demands. However, when the stress stems from an unacceptable impulse, escape is impossible and the impulse cannot be directly affected by a neurotic symptom. Nevertheless, internal stress should be classified as controllable rather than uncontrollable stress. First, the symptom may enable patients to release the impulse, either aggressive (e.g., Perr, 1991) or sexual (e.g., Dollard & Miller, 1950, pp. 16-22; Spitzer et al., 1983, pp. 37-44), while attributing the blame to sources external to the self (e.g., another personality or the unconscious). Second, when implementation is impossible due to strong internal inhibitions, special bizarre strategies, such as reaction formation and isolation, which are obtainable through obsessive-compulsive symptoms, may be employed to increase one’s sense of control. 

Availability


Since the needs of both repression and controllability can often be met by more than one type of bizarre behavior, these two variables are still insufficient to account for the specific choice of symptom. Another factor determining the choice of a symptom is the principle of availability, which states that when the need for a pathological coping mechanism arises, the choice of a specific symptom is affected by the individual’s conscious experiential resources. Subjects employ their knowledge and imagination to replicate a familiar disorder or create new symptoms based on their conscious experiences, and they may utilize any available psychosocial or physiological resources towards this aim. Evidence reviewed in this section indicates that the selected symptoms are not bound by a restricted range of events such as childhood experiences or genetic factors, as was proposed by psychoanalysis and biological theories, respectively. Rather, neurotic symptoms stem from a wide variety of experiences, which may partially account for the individual differences among neurotic patients. These experiences include the subject’s medical history, behavioral repertoire, family and peer group behavior, educational/vocational background, mass media, suggestions from significant people, and specific life events, such as childhood experiences that have a unique emotional significance for the given individual. Thus, in assessing the specific symptom that people may adopt, it is not only important to take into account their specific needs of distractibility and controllability, but also their conscious experiential resources which they can be retrieve at will.
Medical History


Studies indicate that patients may deliberately inflate past or current medical conditions to a bizarre level in order to meet their coping needs. Medical problems may be exaggerated to a pathological coping mechanism while providing the subject with a rationalization for the disorder. Carden and Schramel (1966) concluded that the “selection of a specific type of symptomatology appears to be determined by the patient’s own past experience with illness or injury” (p. 27). For example, a high prevalence of some initial organic illness or physical injury was reported among patients who subsequently developed conversion reaction (e.g., Jones, 1980; Merskey & Burich, 1975; Mucha & Reinhardt, 1970; Whitlock, 1967). Conversion symptoms were “commonly placed in some organ that was the site of previous injury or disability” (White & Watt, 1981, p. 216; see also Mucha & Reinhardt, 1970; Weinstein et al., 1969). Volkmar et al. (1984) found that children with conversion symptoms had a significantly higher prevalence of hospitalization than a control group in the year prior to their psychiatric evaluation.  Ironside and Batchelor (1945), upon examination of 40 aircrew members with ocular manifestations of hysteria during World War II, found that a significantly large number of these patients reported a prior personal or family history of eye-trouble.  These subjects utilized their available physiological irregularities to develop a disorder that could enable them to escape their military stress. Similarly, Merskey and Buhrich (1975) noted that

Patients who have epileptic fits may learn the pattern of their attacks and, when it is convenient to solve a conflict by this technique, they may use their knowledge of organic fits in order to develop hysterical ones (p. 65).  

Accordingly, Blanchard and Hersen (1976) described a case study of a 22-year-old, female patient who had a history of grand mal seizures for seven or eight years. Later, shortly after her marriage, when she was subjected to frustrating life-events, she developed hysterical seizures. Similar connections between an individual’s medical condition and the selection of conversion symptoms are found in many case studies (e.g., Blanchard & Hersen, 1976; Brady & Lind, 1961; Carden & Schramel, 1966; Folks et al., 1984; Grinker & Spiegel, 1945; Malamud, 1944; Weinstein et al., 1969). 


Utilization of physical symptoms for coping purposes is observed in other neurotic disorders, such as hypochondriasis. Salkovskis and Warwick (1986) stated that, “it is significant that past experience of true organic disease in self or a family member has been identified as a predisposing factor for hypochondriasis” (p. 597). For example, Davison and Neale (1986, pp. 148-150) reported a case study of a female hypochondriac patient who described herself as always being sick as a child, experiencing “episodes of high fever, frequent respiratory infections, convulsions and…two operations” (p. 148).  Thus, as a result of frequent episodes and preoccupation with sickness during childhood, the patient became overly sensitive to illness, and this was now inflated to a bizarre level for the purpose of pathological coping. 

The availability principle is evident with regard to panic and agoraphobic disorders as well.  Respiratory diseases (e.g., asthma) are more prevalent among panic/agoraphobic disorders patients (Shavitt et al., 1992; Yellowlees & Kalucy, 1990), and they often precede the onset of these disorders (e.g., Verburg, Griez, Meijer, & Pols, 1995; Zandbergen et al., 1991). In addition, there is evidence that many symptoms found in respiratory diseases are common to panic disorders as well (e.g., Hyperventilation and dyspnea; Ley 1985b, 1987, 1989; McNally et al., 1995; Wolpe & Rowan, 1988). Overall, this evidence suggests that patients with respiratory disease would tend to select the coping mechanism of panic/agoraphobic disorder since this is congruent with their available medical conditions.  

The same interpretation may be applied to account for the significant relationship between the cardiac malfunction of mitral valve prolapse (MVP), which produces harmless heart palpitations, and panic/agoraphobic disorders (e.g., Bowen et al., 1991; Cameron & Nesse, 1988; Coplan et al., 1992; Gorman et al., 1988b; Matuzas et al., 1989; McCroskery, Malloy, Lantinga Sprafkin, & Warner, 1991). Since MVP is characterized by symptoms similar to panic disorder (e.g., dyspnea, Barlow, 1988, p. 352), it is more convenient for MVP patients to utilize their available physiological weaknesses to develop panic disorder, rather than other symptoms, when they are in need of a pathological coping mechanism.  An additional advantage is that they can more easily deceive themselves (see Chapter 6) by attributing their symptoms to heart troubles, as panic patients typically do (e.g., Clark, 1986, 1988; Margraf & Ehlers, 1991). Yet, some researchers did not find a significant relationship between MVP and panic/agoraphobia disorder (e.g., Bowen et al., 1991; Gorman et al., 1986; Margraf et al., 1988). A number of investigators attributed these discrepancies to differential diagnostic criteria for MVP (see Gorman et al., 1986, Margraf et al., 1988), and other investigators (e.g., Bowen et al., 1991) ascribed the negative findings to the small number of subjects, raising the possibility of a type II error (i.e., not finding a difference that truly exists). The latter account seems particularly plausible in light of PBT’s claim that medical weaknesses are utilized for the purpose of coping only when such a need arises. Since this need is relatively rare, a small sample increases the likelihood of an insignificant relationship between a given weakness and a related bizarre behavior.

In conclusion, evidence suggests that patients utilize their available physiological limitations to produce psychiatric symptoms. Supportive data was reported with respect to conversion disorder, hypochondriasis and panic/agoraphobic disorders. It is likely that such relationships exist with other neurotic disorders as well. 
Behavioral Repertoire


Another source of variability of neurotic symptoms is the patient’s behavioral repertoire. This includes the individual’s entire range of behavioral responses, such as routinely practiced behaviors, behaviors that are displayed only under unique conditions (e.g., stress) and past behaviors that exist latently in the individual’s memory, from which a deviant behavior can be composed.  Typically, the bizarre symptoms are an exaggeration of behaviors that patients practices on a daily basis.  For example, Shisslak et al. (1987) noted that the onset of bulimia is frequently associated with an extended period of severe dieting. “The circumstances immediately preceding the onset of bulimic symptoms involved the inability to maintain a low carbohydrate diet, which led to carbohydrate craving and (eventually) to bingeing and purging” (p. 662; see also Polivy & Herman, 1987, 1993). 


Dieting increases the risk not only for bulimia but for anorexia nervosa as well. In fact, Patton (1992) placed dieting at the lower end of an eating disorder continuum, though for the most part it is a harmless and transient activity without long-term consequences. Patton emphasized that dieters who developed depressive symptoms were more likely to progress to a state of disordered eating.  In a study of 61 schoolgirls approaching the peak age incidence for anorexia nervosa, dieting was associated with an 8-fold risk increase of later eating disorders (see also Hill, 1993). Therefore, consistent with Thompson’s (1992) view of eating disorders as a strategy for coping with various stressful situations such as sexual abuse, loneliness and poverty, PBT claims that such pathology is employed as a coping mechanism based on the availability of existing behavioral repertoire.


Regarding the role of dieting and its effects on anorexia nervosa, Polivy and Herman (1987) attributed the dramatic increase of this disorder (see also Lucas et al., 1991; Mitchell & Eckert, 1987) to “the intensified quest for a slim physique and to the dieting that such a quest seems to require” (pp. 636-637).  Kaffman and Sadeh’s (1989) study of anorexia nervosa in the kibbutz movement in Israel demonstrated just such a phenomenon. They related the 800% increase of the disorder within the kibbutz over a period of 25 years to the shift in the emphasis placed on the kibbutz women’s external appearance. The authors noted “a change in the norms regarding the importance of feminine sliminess and beauty...Today, in nearly every kibbutz the cosmetician, the hairdresser, the beautician, as well as the dietitian play an important part in the life of the woman” (pp. 34-35).

Thus, the fact that women are much more preoccupied with weight and dieting than men (e.g., see Casper & Offer, 1990; Rolls, Fedoroff, & Guthrie, 1991: Stice, 1994; Whitaker et al., 1989) may be partially responsible for the higher prevalence of eating disorders among the former (e.g., Striegel-Moore et al., 1986).  Additional evidence indicates that homosexual men, who place a different value on their appearance than heterosexual men, are at a greater risk for developing eating disorders (e.g., Carlat & Camargo, 1991; Carlat, Camargo, & Herzog, 1997;  Lambley & Scott, 1988).  Similarly, research suggests that men whose occupation demands strict weight control and a thin appearance (e.g., dancers, actors, models and athletes) evidence higher rates of anorexia and bulimia than men whose occupations do not depend on those factors (e.g., Stice, 1994; Striegel-Moore et al., 1986; Thiel, Gottfried, & Hesse, 1993).  All these findings are consistent with PBT’s principle of availability and support the notion that the presence of dieting in one’s behavioral repertoire plays an important role in the development of eating disorders when a bizarre coping strategy is needed.  It may well be that one reason for the rarity of eating disorders among children (e.g., Irwin, 1981) and among the elderly (e.g., Cosford & Arnold, 1992), is that dieting is less practiced during these periods of life.


The application of availability regarding behavioral repertoire is evident in obsessive-compulsive disorders as well.  For example, the higher prevalence of compulsive cleaning in women, where the ratio of females to males is 6:1 (see Rachman & Hodgson, 1980, pp. 34), was attributed by Emmelkamp (1982) to the fact that “in our culture most women are responsible for running the household (i.e., cleaning)” (p. 167). They are therefore more likely to develop compulsive cleaning as a symptom than something outside of their behavioral repertoire. 

Similarly, subjects who routinely practice religious rituals are more likely than non-religious individuals to develop obsessive-compulsive disorder by exaggeration of their rituals to a bizarre level when confronted with an unbearable stress. This is consistent with evidence showing an over-representation of individuals who were brought up in strict religious communities (e.g., Hasidic or fundamental Muslim) among obsessive compulsive patients (e.g., see review by Rasmussen & Eisen, 1992). An example of this can be found in the ultra-orthodox community in Israel, where the most dominant aspect of everyday life is religious ritual. Thereby, it is not surprising that in a study by Hoffnung et al. (1989), of 50 obsessive-compulsive patients, “a substantial portion of the patients who were presented with OC [obsessive compulsive] symptoms in the religious realm were from the ultra-orthodox (‘Haredi’) community of Israel” (p. 141).  As noted by Hoffnung et al. these symptoms were “predominantly distortions and exaggerations of religious rituals” (p. 141). One of the patients, a 35 year-old married woman, suffered from obsessive observance of religious laws.  She was born into a modern-orthodox Jewish family, but over the years she became increasingly meticulous in her religious observance, and then she married an ultra-orthodox man. Her religious background indicates that she must have had a strong religious behavioral repertoire, which was later inflated to a bizarre level for the purpose of coping strategy. One example of her bizarre functioning was in her observance of Jewish dietary laws. The severity of her symptoms extremely limited her effectiveness in the kitchen. “Eventually, she attempted to function in her kitchen with her eyes closed so as not to become involved in these questions [of dietary laws] and even injured herself on one occasion after having walked into a wall” (p. 142). 

An additional source of behavioral repertoire that is employed to develop obsessive compulsive disorder is the individual’s obsessive personality traits, such as overemphasis on cleaning and orderliness, which has a significant relationship with obsessive-compulsive disorder (e.g., Hoover & Insel, 1984; Pollak, 1979).


Behavioral repertoires may also include a deviant behavior that the patient displayed in the past and which remained latent in the memory. Later, this may be intensified to a bizarre level, if suitable for the patient’s pathological needs. For example, Emmelkamp (1982, p. 161) described a 22 year-old woman who suffered from obsessive thoughts of choking. When the subject was 11 years old she almost choked to death on a piece of candy. Five years later, she developed bizarre behavior consisting of ritualized checking of objects that she might swallow. Emmelkamp, who rejected the conditioning account of this case, attributed the patient’s symptoms to “some serious difficulties in her work,” as there was no other observable event that could plausibly account for the behavioral change. It seems that in a search for a coping strategy she remembered her early reaction to stressful life events, which she then intensified to a bizarre level.

Individuals’ behavioral repertoires affect the development of agoraphobia and panic disorder as well. The tendency to react with over-arousal to anxiety provoking events may be exaggerated to a bizarre level when the need for a pathological coping mechanism arises. As noted by Barlow (1988), anxiety-prone individuals might “react to negative life events in much the same way they might react to physical threats from wild animals or snakes” (p. 220). Likewise, evidence indicates that some subjects have a habit of hyperventilating, either genetic or learned in origin, which is intensified under stressful conditions (Barlow, 1988, pp. 135-125; Wolpe & Rowan, 1988). Thus, it is possible that panic patients are “hyperventilators who have developed a habit of rapid breathing” (Barlow, 1988, p. 136) prior to their psychiatric symptoms. 

Similarly, an increasing number of investigators show that among the normal population, a large number of individuals experience one or more panic-like attacks that do not meet the criteria for panic disorder, within a year prior to investigation (Brown & Deagle, 1992; Norton, Harrison, Hauch, & Rhodes, 1985, Norton, Dorward, & Cox, 1986; Telch, Brouillard, Telch, Agras, & Taylor, 1989; Whittal & Goetsch, 1995). The emotional and behavioral symptoms of these infrequent panickers are similar to those of panic patients, such as dizziness, palpitations, shaking and sweating during panic attacks, but are of a lesser magnitude. While PBT agrees that these individuals are at a higher risk for developing panic disorder (see Whittal & Goetsch, 1995), it points that this heightened risk is not the result of uncontrolled mechanisms, such as conditioning, maladaptive cognitive interpretation or physiological mechanisms.  Rather it stems from the individual’s decision to inflate his or her behavioral repertoire of intense arousal to a bizarre level, as in agoraphobia and panic disorders. 

The concept of behavioral repertoire may be one of the causes for the significant relationship observed between childhood abuse, both sexual and otherwise, and multiple personality (MPD) disorder (Coons, et al., 1988; Putnam et al., 1986). Research and clinical evidence indicate that abuse facilitates the development of the coping style of dissociation, although MPD rarely develops during the actual abuse (Fahy, 1988; McElroy, 1992). Dissociation is a normal distractive mechanism which enables the child “to avoid the pain of psychological surrender” (McElroy, 1992, p. 839) by imagining that “the event [is] happening to someone else” (Fahy, 1988, p. 602).  As noted by Young (1987), “The dissociation into personalities is thought to begin in childhood as a defensive operation, protecting the patient from the intolerable experiences associated with the early abuse” (p. 249). Although this coping response usually remains within the boundaries of normal behavior, the individual may later exacerbate this behavioral repertoire into a bizarre level of MPD when faced with an even higher level of intense stress. 

This hypothesis is illustrated in the aforementioned case study (pp. 137-138) by Spitzer et al. (1983).  As a child of nine, the patient’s father placed her in an orphanage, where she suffered severe mistreatment by the staff members. Complaints to her father did not help, and in fact they made the situation worse. As a measure of coping, the girl developed an imaginary friend that she named “Ellen”, which enabled her to bear the suffering. Unlike her dominant personality (“Sue-Sue”), which was very timid and took her punishment stoically, Ellen was able to resist her abusers.  “Ellen frequently yelled at and hit back at her tormentors when they tried to touch her” (Spitzer et al., 1983, p. 39). The girl ceased to practice this behavior at the age of 9, after her father got remarried and she left the orphanage. After her own marriage, when she became increasingly depressed and was unable to cope through normal means, her latent, non-bizarre childhood coping strategy was exaggerated to MPD. 


The behavioral repertoire of disassociation may account for the greater prevalence of MPD among women (Chapter 1, p. 29) as well. Since MPD is more prevalent in sexually abused subjects (see Coons et al., 1988; Putnam et al., 1986), and sexual abuse is more common amongst women than men (Cutler & Nolen-Hoeksema, 1991), they are more likely to develop disassociation, and hence, MPD.


Once a pathological coping strategy is adopted it becomes part of the patient’s behavioral repertoire, even if the response is later abandoned. Patients are likely to reinitiate this available behavioral repertoire when re-confronted with an unbearable level of stress, thus accounting for relapses of pathological episodes. As reported by Folks et al. (1984), “a sizable percentage of patients diagnosed as having conversion disorders have had a prior conversion symptom and/or have concurrent somatization disorder” (p. 294). The authors described the case of a woman suffering from hysterical paralysis who had the same symptoms three years prior. The family members observed a definite pattern of somatizing when the patient was under any acute stress or was feeling neglected by her husband. Similarly, Wolpe (1982, pp. 286-287) reported a case of an agoraphobic woman whose symptoms ceased when she moved to another city to live with her boyfriend and resurfaced when she was reunited with her husband. Likewise, Marks (1987b) described a case study of an agoraphobic woman who “kept up her [therapeutic] progress for 4 years… but then she had some family difficulties, which depressed her, and quickly relapsed” (p. 1163). Thus, relapse in PBT has a different meaning than in the traditional mechanistic theories. While in traditional theories relapse is involuntary and beyond the individual’s conscious control, in PBT it is the result of the individual’s conscious decision. Patients may abandon a symptom either because the stress had ceased or due to pressures exerted by the therapeutic process (see Chapter 7). From this standpoint the reemployment of previous symptoms provides additional support for the concept of behavioral repertoire: Patients inflate their available normal behavioral patterns to a bizarre level, irrespective of whether they are latent or overt, and are likely to reemploy previous symptoms when confronted with unbearable stress.  

Family

Research and clinical observations suggest that modeling of family members is an important factor in the availability of neurotic symptoms. The effects of modeling do not have to be displayed immediately following the observation of the deviant behavior. Individuals may latently internalize the observed behavior and manifest it only when it is suitable to their demands.

For example, Mucha and Reinhardt (1970) reported that 70% of their conversion patients had parents who suffered from illnesses in the same organ systems employed in the patients’ conversion reactions. Similarly, in case 4 Chapter 4 (pp. 114-115), the patient’s decision to develop hysterical blindness was probably affected not only by an eye defect but also by the fact that his two maternal aunts were completely blind. Likewise, Volkmar et al. (1984) reported that members of families with hysterical children had more physical symptoms similar to that of their children, compared with a control group. In this sense, the increased prevalence of hysteria among relatives of subjects with hysteric disorder (Inouye, 1972) demonstrates the important role of “imitation and learning in the production of the syndrome” (Volkmar et al., 1984, p. 429). This is also reflected in Siegel and Barthel’s (1986) study on conversion symptoms among children. They reported that in all of their cases “either the patient, a friend, or a relative who held some emotional significance for the patient had displayed similar physical complaints in the past”(p. 203). 


Modeling plays an important role in the adoption of other disorders as well. For example, Pike and Rodin’s (1991) study indicates that mothers whose daughters exhibited eating disorders displayed similar behavioral patterns. Likewise, Dell and Eisenhower  (1990) reported that 73% of patients with multiple personality disorder had one or both parents who suffered from diagnosable dissociative disorder, and 36% of the mothers had MPD.  Similarly, the patient in the previously mentioned case by Dollard and Miller (1950), developed her symptom of compulsive counting of heartbeats and breaths shortly after a conversation with her aunt, who had a neurotic fear of heart trouble.    

Additionally, family members may contribute to the development of neurotic disorders through modeling or suggestion even if they themselves do not overtly display these disorders. For example, even when mothers display normal dietary restrictions, their daughters may imitate this response (Hill, Weaver, & Blundell, 1990; Ruther & Richman, 1993), and later exaggerate it to a bizarre level for the purpose of a pathological coping mechanism. Accordingly, in their study of anorexia nervosa among kibbutz adolescents, Kaffman and Sadeh (1989) found that, “excessive preoccupation with food and diet - whether for reasons of health or esthetics - was noted among 73% of the mothers of the anorexics” (p. 40). Stice (1994) stated that, “families of eating-disordered youth are thought to be hyperconscious of weight and appearance, and thus perpetuate these socio-cultural pressures” (p. 645). The author reviewed evidence showing that in a significant number of cases the onset of eating disorders was associated with pressure from the family to lose weight.

Likewise, OCD may be partly the consequence of the individual’s family’s overemphasis on cleanliness and orderliness.  As indicated by Hoover and Insel (1984), many obsessive-compulsive patients were raised in families characterized by 

Supercleanliness, overmeticulousness and the likes ...Grandparents, aunts and uncles, as well as parents, had habits, attitudes and standards of cleanliness and performance which went beyond the ordinary, and they suffered considerable anxiety if these could not be fulfilled.  (p. 209) 

Thus, traits associated with OCD are a central feature among families of OCD patients.  Hence, just as with dieting and eating disorders, subjects with these acquired obsessive-compulsive traits (Emmelkamp, 1982, p. 187; Pollak, 1979) may inflate these personality characteristics to a bizarre level (i.e., obsessive compulsive disorder) when in need of a pathological coping method. This theoretical position is consistent with Rachman and Hodgson (1980) who, emphasizing the importance of learning processes in the acquisition of obsessive compulsive traits, noted that, “these dispositions provide fertile soil for the growth of obsessions and compulsions” (p. 46).

Similarly, an overly fearful parent may encourage the development of an overly fearful personality in their offspring (Gerlsma, Emmelkamp, & Arrindell, 1990; Tearnan et al., 1984), which may later be exaggerated to agoraphobia or panic disorders when suitable to the current stressful demands. 

Modeling of the family and other members of the individual’s social network through the socialization process also seems to be the dominant cause for the high prevalence of spiritual possession in less-developed countries.  Ravenscroft (1965) noted, in describing the Haitian Vodun possession, that although peasants do not necessarily perform ritual acts daily, their perception of the world is dominated by a constant recognition of supernatural forces at work.  Already at a very early age the individual is exposed to parents and relatives when they are intensely occupied with gods and their proper service. “In his presence they perform the prescribed rituals and experience possession over and over again ... a knowledge of Vodun belief is developed through conversations, observation, and participation...” (pp. 163-164). Consequently, these individuals are later more likely to develop spiritual possession, as opposed to other neurotic disorders, when a need for pathological coping mechanisms arises. 

As shown, the familial incidence of neurotic symptoms is higher among neurotic patients than among the general population (see Chapter 3, pp. 61-64). While this higher incidence may be due to genetic factors, it may equally be a result of modeling. Modeling may also be the cause - at least partially – for similarity in neurotic disorders amongst twins who have been raised together. As noted by Carey and Gottesman (1981), “given the theoretical role of modeling in the genesis of fears... higher concordant rate in MZ [monozygotic] twins may be caused by a greater opportunity to imitate each other or to model the fears of a shared friend ” (p. 131). Evidence supporting this claim was reported by Marks et al. (1969) in a case study of identical twins, both of whom suffered from obsessive compulsive disorder. Both brothers developed a compulsive ritual of avoiding dogs, which involved many aspects of their lives. At the age of 10, they agreed that butter and milk were dirty and “if contaminated [the co-twin] would scrupulously wash and make the patient do the same before he would accept him” (p. 993). As stated by Marks et al., “the similarity of content of the disorder in both twins is probably the result of mutual social interactions between them” (p. 913). Rachman and Hodgson (1980) commented in reference to the case that, “the importance of environmental transmission from the co-twin to the patient is beyond dispute” (p. 40).

Peer Groups

A psychiatric symptom may become available through peer groups as well. For example, as demonstrated in several cases of mass hysteria, peers who display deviant behaviors serve as models for imitation when their symptoms satisfy the individual’s coping needs (see Carson et al., 1988; p. 37; Nandi,  Banerjee, Bera, Nandi, & Nandi, 1985; Stevens, 1969, pp. 34-35; Ullmann & Krasner, 1975, pp. 253-254). In their investigation of contagious hysteria among West Bengalis women, Nandi et al. (1985) reported that episodes of hysterical seizures were usually precipitated by a husband’s beating of his wife. As soon as the victim fell into a fit, other women suffering from similar stressors began to have hysterical seizures as well. Similarly, studies reviewed by Stice (1994) indicate that peers play a vital role in the development of eating disorders, transfer their influence via modeling or suggestions. Accordingly, Striegel-Moore et al. (1986) pointed out that, “a college woman who purges almost always knows another female student who purges, whereas a woman who does not purge rarely knows someone who does” (p. 256).

Mass Communication and Social Influence 

Studies and clinical evidence indicate that social influence plays a central role in the prevalence of certain disorders (Stice, 1994), such as anorexia and bulimia, which has dramatically increased over the past two decades (e.g., Bennett et al., 1988; Foryet, 1986; Mitchell & Eckert, 1987; Nagel & Jones, 1992a; Pope, Hudson, & Yurgelun-Todd, 1984; Shisslak et al., 1987; Striegel-Moore et al., 1986; Willi et al., 1990).  Although some investigators claimed that the “apparent rise in anorexia nervosa was not real but was related to changes in demographics and medical practice” (see Lucas et al., 1991, p. 917), Lucas and his colleagues demonstrated in a controlled study that a valid and significant increase did in fact occur. When compared to anorexia nervosa, an ‘old’ disease, the increase in bulimia was even more dramatic (Shisslak et al, 1987; Striegel-Moore et al., 1986), so that Foryet (1986) designated it as the “disorder of the 1980s” (p. 659; see also Soundy, Lucas, Suman, & Melton, 1995). 

A number of investigators attributed these diagnostic fluctuations to the critical impact of social factors, particularly mass media (e.g., Foryet, 1986; Lucas et al., 1991; Polivy & Herman, 1987; Striegel-Moore et al., 1986; Shisslak et al., 1987).  For example, Lucas et al. (1991) stated that

There is a cyclic trend in the incidence rate of anorexia nervosa in keeping with changing fashion and idealized body image. The ratios of bust-to-waist and hip-to-waist measurements of women depicted in Vogue and Ladies Home Journal were low in the 1920s and 1930s, high in the 1950s, and low again in the 1960s and 1970s.  Thus, these ratios varied over time intensely with the occurrence of anorexia nervosa in 10-19 year-old girls.  (p. 921)  

Similarly, Striegel-Moore et al. (1986) noted that socio-cultural influences increase the woman’s awareness to bulemia nervosa and encourage the development of this disorder.

For example, the bestseller Beverly Hills Diet Book . . . advocated a form of bulimia in which binges are ‘compensated’ by eating massive quantities of raw fruit to induce diarrhea... In addition to the mass media making available what one might call manuals for ‘how to develop an eating disorder,’ females more directly teach each other how to diet and how to binge, purge, and starve (Striegel-Moore et al., 1986, p. 256). 

Accordingly, Murray et al. (1990) studied 149 subjects and reported that mass media was the major source of their knowledge about anorexia and bulemia nervosa. For forty-nine percent of the subjects “some type of media (television and/or printed media) was their only source of information” (p. 89). 

In another study, Andersen and DiDomenico (1992), upon examining the underlying causes of sex differences in eating disorders, reported that women’s magazines contained 10.5 times more articles and advertisements promoting weight loss than men’s magazines. The same ratio was found for cases of anorexia nervosa. Other studies displaying the role of mass media in the development of eating disorders were reviewed by Stice (1994).


Largely as a result of mass communication, the risk for such disorders, which was once reported as being a disorder of the upper social classes (e.g., Bruch, 1973, p. 13; Garfinkel & Kaplan, 1986, pp. 270-271; Nagel & Jones, 1992a), has spread to all ranks of society. Not only has dieting become an integral part of the individual’s behavior repertoire, but there has also been an increase in the awareness of eating disorder symptoms and their potential coping value. Therefore, it is not surprising that a shift towards an equal distribution or higher prevalence of these disorders among lower socio-economical classes has occurred (see Culberg & Engström-Lindberg, 1988; Mitchell & Eckert, 1987; Pope et al., 1987; Whitaker et al., 1989).


The principle of availability may also account for the fact that eating disorders are rare in non-western countries (see Bhadrinath, 1990; Khandelawl et al., 1995, Pate et al., 1992) and that westernization increases the prevalence of these disorders (e.g., Stice, 1994). Thus, with the increasing impact of western culture via mass media and other communication channels, a dramatic increase in the prevalence of these disorders would be expected in the non-western societies. Kaffman and Sadeh (1989) provided evidence supporting this claim when they reported that the prevalence of eating disorders amongst women of the kibbutz movement increased by about 800% within a period of 25 years.  Initially, with the establishment of the kibbutz settlements, women placed a low priority on their external appearance. Later, however, with the widespread influence of western values “within the kibbutz as well as in the popular media” (Kaffman & Sadeh, 1989, p. 35), the kibbutz women became increasingly aware of their physical appearance. Thus, it is likely that the dramatic increase in eating pathology was partly the result of the increased internalization of western values and partly the result of increased familiarity with eating pathology itself.


Similar to eating disorders, a marked increase in the incidence of multiple personality has occurred over the past years (Boor, 1982; Fahy, 1988; Greaves, 1980; Orne et al., 1984; Wilbur, 1984a).  For example, Boor (1982) indicated that a substantially higher number of multiple personality patients was reported between 1970 and 1979 than in any other comparable time period.  Spanos et al. (1985) attribute this trend to an increase in the availability of information about multiple personality acquired through mass communication and education.  

For instance, popular movies and television shows like ‘The Three Faces of Eve’ and ‘Sybil’, and a number of popular biographies like ‘Sybil’ ..., ‘The Five of Me’... and ‘The Minds of Billy Milligan’... provide detailed examples of the symptoms and course of multiple personality.  Moreover, these sources usually make the role of multiple personality appear relatively attractive ... (p. 363).  

Some evidence that these reports did affect the incidence rate of multiple personality disorder is seen by the fact that soon after the publication of ‘The Three Faces of Eve’, the authors were “inundated with telephone calls and letters from people who had diagnosed themselves as multiple personalities and who presented themselves in terms of this diagnoses” (Spanos et al., 1985, p. 364). Similarly, Mai (1995) found that a substantial majority of psychiatrists of the Canadian Psychiatrists Association agreed that publicity affected the prevalence of MPD. Accordingly, evidence reviewed by Spanos (1996) shows that most patients had been exposed to media depictions of MPD or to other sources of cultural information regarding this disorder. For example, 53% of MPD patients had read books or articles, attended lectures, or watched movies about this diagnosis. “In short, the notion of MPD, and the symptoms associated with this disorder, are well known in our culture” (Spanos, 1996, p. 242). These findings shed light on the rarity of MPD in non-western societies (e.g., Adityanjee et al., 1989, Varma et al., 1981) and indicate that as these countries westernize, the prevalence of MPD is likely to increase.

Vocation and Education

Other sources of availability are vocational and educational experiences. According to Ziegler et al. (1960), the ability to simulate conversion symptoms is positively correlated with the patient’s level of medical sophistication. Patients associated with the field of medicine, such as physicians, nurses and neurologists’ secretaries, developed symptoms simulating “complicated disease entities” (p. 903). Levy and Jankovic (1983) reported the case of a woman in her mid-20’s, with training in both para-medical care and psychology, who developed a unique form of conversion symptoms (e.g., aphasia, pseudo-seizures and profound unresponsiveness). The patient utilized her educational and vocational background to develop a disorder that required advanced knowledge of both medicine and psychology. The symptoms were so rare, requiring sophisticated knowledge in medicine, that the doctors had to develop special methods to diagnose the patient’s bizarre behavior as a conversion disorder. In another case (see Carson et al., 1988, p. 200) a 29 year-old physician in the first year of a psychiatric residency developed conversion symptoms, characterized by difficulty in speaking and severe pains in his chest, following stressful life events. 

Knowledge in medicine may stimulate the selection of other types of behavioral disorders as well. For example, evidence reviewed by Spanos (1996, p. 242) shows that 17% of MPD parents had training in the mental health field, 17% aspired to become mental health professionals, and 28% had extensive psychiatric or medical knowledge. Similarly, functional cardiac patients, who are regarded as a subtype of panic disorder (Buller, Mair, & Benkert,  1987), displayed more dramatic symptoms than the group that had actually experienced myocardial infection. According to Margraf and Ehlers (1991), “one explanation for this finding could be that functional patients were ‘better informed’ than patients with myocardial infections, and therefore knew where the pain had to be” (p. 312). Thus, their vast knowledge regarding myocardial infections rendered the symptoms available to them. 

Suggestions 

The pre-neurotic patient, preoccupied with the need to develop a bizarre symptom, may be coaxed into developing a particular disorder following suggestions by significant persons. For example, while one of the central goals of therapy is the removal of symptoms, paradoxically, therapists may set the stage for the development of bizarre behavior. Spanos et al. (1985; see also Spanos, 1996; and Spanos & Burgess, 1994) reviewed clinical data which indicated that, “therapists sometimes encourage patients to adopt the multiple role, provide them with information about how to enact that role convincingly, and, perhaps most important, provide ‘official’ validation for the different identities that their patients enact” (p. 363). Spanos (1996) reviewed experimental evidence which demonstrates “that the interviewing procedures used routinely to diagnose MPD convey all of the information required to allow even psychiatrically unsophisticated subjects to enact the cardinal symptoms of multiplicity” (p. 240). Similarly, Jaroff (1993) reported that, “in many cases the therapists conclude, and eventually convince the patients through suggestion, that the repressed memories of childhood abuse have caused them to ‘dissociate’. As a result, they appear to develop multiple personality disorder” (p. 50). Likewise, Read and Lindsay (1994) referred to evidence indicating that “on average patients eventually diagnosed as having MPD receive 6 to 7 years of mental health care before that diagnosis is made” (p. 420). One very extreme example where the therapist in fact manufactured the diagnosis of MPD is the case of Sybil (Rieber, 1999). In reanalyzing the case, Rieber concluded that, “in the final analysis Sybil is a phony multiple personality case at best” (p. 10).

Other authoritative persons may have similar suggestibility effects. For example, Fenichel (1934, pp. 160-163) described a seventeen year-old young man who developed a bizarre avoidance phobia in response to anxiety and guilt feelings resulting from masturbation. At first he had masturbated without guilt, but then he heard his Pastor deliver a sermon on masturbation in which young men were advised to avoid contact with those who masturbate. Soon afterwards he decided no longer to speak to boys whom he knew masturbated, particularly to a certain boy whom he knew masturbated a great deal. As the masturbation urge increased and demanded strong coping measures, the patient developed a phobia towards meeting the boy and named him “The Avoided.” The patient used this nickname in order to avoid using the boy’s name. Later the phobia spread and gradually included stimuli which had a remote relationship with “The Avoided”, such as avoidance of the boy’s family and friends. The boy was the son of a barber, so the patient avoided all barbershops and the section of the city where the father’s shop was located. While the underlying cause of this case may not have been only masturbation, as Fenichel saw from his psychoanalytic perspective, the case demonstrates the effect of suggestibility on the choice of symptom. 

Emotionally Loaded Stimuli

In the aforementioned categories of availability, neither the symptom nor the mode of onset was unique to the individual, in the sense that similar symptoms were characteristic of other patients as well (e.g., anorexia nervosa).  However, there are cases where the symptom is idiosyncratic and constitutes an exaggeration of a fearful or disgusting behavior that patients have had towards a certain stimulus, to an extreme/bizarre level. The stimulus becomes salient in the individuals’ attention when encountering unbearable stress, due to its associative relationships with the stressor or environmental cues which are reminiscent of the emotionally loaded experience. This mode of symptom selection can be seen in the previously mentioned case of a pregnant woman (see p. 127) suffering from an extreme fear of rat germ contamination (Brandt & Mackenzie, 1987). The selected stimulus, the rat, acquired its emotional significance when, as a child, she saw a rat in the family garage while being sexually abused by her brother for the first time. Years later, upon discovering that her husband was involved in an extramarital affair, the woman, feeling sexually used and abused once again, recalled the rat and the adverse memories associated with it.  In an attempt to relieve her subsequent level of depression, the patient distracted herself by intensely concentrating on thoughts of rat-germs.  Additionally, this may have in fact symbolically represented her true feelings of disgust felt towards her husband. Thus, similar to the psychoanalytic mechanism of displacement illustrated in Freud’s (1909/1964) case of little Hans, instead of focusing on the husbands stress-provoking behavior, the woman chose to alienate herself from the painful situation by directing her feelings of disgust toward the available representative of her sexual mistreatment (i.e., the rat).  In addition to distraction, her compulsive need to wash her hands and ritualistic body cleansing, enabled her to avoid physical contact with her husband and “his” daughter, for fear of rat-germ contamination. 

Another example of the utilization of an emotionally loaded stimulus for symptom production is found in the autobiographical account of Leonard (1927; case 1 Chapter 4, pp. 107-111).  The triggering stimulus was a train that acquired its emotional significance when, at age two, Leonard was terrified by a “thundering locomotive.”  As was noted earlier, it is very unlikely that Leonard repressed this event in the psychoanalytic sense. In fact, Leonard rehearsed rather than repressed the event. This emotionally loaded experience remained latent in his memory for many years, without causing him emotional or behavioral disturbances, until the age of 36, when he was confronted with a severe form of stress.  The stress stemmed from his wife’s suicide and being ostracized by his community, which blamed him for her death.  Coincidentally, while in a state of extreme depression and anxiety, Leonard saw a moving freight train that, due to his desperate search for a coping strategy, reminded him of the traumatic childhood episode. Leonard utilized the coincidental encounter with the train while being in extreme emotional distress to develop panic attack. Apparently, this decision was largely affected by his strong belief in psychoanalysis, with which he was highly familiar (see Chapter 6, p. 177). The moving train and the retrieval of the “repressed” episode – where he was almost run down - allowed Leonard to imagine the same state in a much more extreme way (see Leonard, 1927, p. 304). This facilitated the intentional production of the panic attack and, more importantly, enabled Leonard to more easily create a state of unawareness regarding his active involvement in producing the panic attack, by deceiving himself to believe that his behavior was controlled by his unconscious (see Chapter 6).

Another example is the case of the woman who suffered from chocolate phobia, which severely disrupted her daily functioning (Rachman & Seligman, 1976). The patient displayed extreme fear when confronted with chocolate or any object or place associated with chocolate, and took great care to avoid shops or places that might stock chocolate. The onset of the patient’s symptoms coincided with the death of her mother, upon whom she was extremely dependent. Chocolates became available to the patient in a negative context, as a bar of chocolate was present in the room containing her mother’s coffin. The coffin was dark brown in color and the patient claimed that, “it may have contributed to the association which she had between death and chocolate” (Rachman & Seligman, 1976, p. 336).  Initially the patient felt “a slight distaste for chocolate,” of which she became aware several months after her mother’s death.  Given the accidental association between the death of her mother and the chocolate that she remembered seeing in the funeral room, this could have been a normal reaction. However, later, when she became increasingly depressed and desperately needed a pathological coping means, she deliberately intensified her initial normal aversive feelings to a bizarre level. No information is available concerning the patient’s stressful life-events during the years following her mother’s death, when the bizarre fear was developed. The authors, however, noted that she was sexually inadequate and hypochondrial, which could reflect an unsatisfactory marital relationships.  Thus, it is possible that apart from distraction the symptom was aimed at motivating the husband to replace the mother as the provider of support and affection.  It should be noted that before her mother’s death the patient enjoyed eating chocolate.  Accordingly, it may be that she chose this symptom not only due to its negative connotation, but also because it symbolically represented the loss of something pleasant, i.e., her mother. 

Availability in Non-Bizarre Behavior


In addition to bizarre behaviors, stress and depression may lead to other forms of behavioral deviations, such as suicide (Bonner & Rich., 1990; Chiu, 1989; Clum, Luscomb, & Patsiokas, 1991; Conrad, 1992; Landau & Rahav, 1989; Pfeffer, 1988; Rich, Warstadt, Nemiroff, Fowler, & Young, 1991; Rudd, 1990) or substance abuse (Brown, 1987; Forney et al., 1990; Gorman, 1988; Kumpfer & DeMarsh, 1985; Margolis, 1992; McKirnan & Peterson, 1988; Merikangas & Gelernter, 1990; Quick, Horn, & Quick, 1986; Schinke, Moncher, Palleja, Zayas, & Schilling, 1988). However, here too, availability plays a major role in determining the type of deviant behavior selected.

For example, personal contact with suicidal individuals (see Conrad, 1992; Pfeffer, 1988) or indirect exposure to events of suicide (e.g., mass media or literature; see Goldney, 1989; Ishii, 1991; Lester, 1983; 126-127; Pfeffer, 1988; Stack, 1988, 1993) may provide a suicidal model and, thus, increase the probability of this behavioral option. In light of this, the high incidence of suicide among individuals from families with a history of suicide may be primarily due to availability rather than by the suggested genetic model (e.g., Mann, 1987; Mitterauer, 1990; Roy, Segal, Centerwall, & Robinette, 1991). Moreover, availability influences not only the decision to commit suicide, but it can determine the means of suicide as well.  This is consistent with Lester’s (1988a, 1988b) observations that the choice of a particular method of suicide is affected by the availability of that method. For example, in Thailand, where many citizens work in agriculture, ingesting pesticides and fertilizers are commonly used as methods of suicide; in Hong Kong, jumping from a building is more likely. Likewise, it has been shown that strict gun-control laws and lower firearm availability are associated with a lower rate of suicide by firearms (Leenaars & Lester, 1996; Lester, 1993, 1996). 


The principle of availability may also account for the adoption of alcohol or drug abuse as a coping response. Research indicates that association with other substance abusers, such as peers (e.g., Hawkins, Lishner, Catalano, & Howard, 1985; Menon, Barrett, & Simpson, 1990; Ong, 1989) and family members (Hawkins et al., 1985; Kosten, Rounsaville, Kosten, & Merikangas, 1991; Kumpfer & DeMarsh, 1985; Mathew, Wilson, Blazer, & George, 1993) or accessibility to the substance itself (Jones-Webb et al., 1997; Tarter & Edwards, 1987), increases the likelihood for the selection of this type of behavior. 


An additional factor is the behavioral repertoire of normal drinking which may be intensified to a pathological level in times of stress.  Behavioral repertoire may partially account for the higher prevalence of alcoholism among men (see Robbins, 1989), in light of the fact that normal drinking behavior is more common among men than women (e.g., Berkowitz & Perkins, 1987; Engs & Hanson, 1990; Robbins, 1989)


In conclusion, the availability principle may be applied to both bizarre and non-bizarre deviant behavior.  The selection of a given deviant behavior is not random but rather is based on the individual’s past or present conscious experiential resources.  These experiences may be latent in the individual’s memory or behavioral system until a need for a pathological coping mechanism arises.  

Cost-Benefit

Relativity of Rationality: Process versus Outcome


The principles of controllability and availability alone are insufficient to account for the phenomena of choice of symptoms.  Many people avoid developing neurotic symptoms even when confronted with extreme levels of emotional distress, preferring either to remain depressed or to develop non-bizarre behavioral deviations.  Further, since people may have more than one potential bizarre behavior available to them for achieving distraction and effective control, there must be an additional factor that determines the specific mode of coping to eventually be employed. According to PBT, the selection of a symptom, much like economic decisions in everyday life, is determined by the cost-benefit principle.

Initial observations of neurotic behavior led traditional theories of psychopathology to assume that these behaviors are irrationally determined.  Mowrer (1950) formulated this conviction as follows:

common sense holds that a normal, sensible man, or even a beast to the limits of his intelligence, will weigh and balance the consequences of his acts:  If the net effect is favorable, the action producing it will be perpetuated; and if the net effect is unfavorable, the action producing it will be inhibited, abandoned.  In neurosis, however, one sees actions which have predominantly unfavorable consequences; yet they persist over a period of months, years, or a lifetime.  (p. 486)

Thus, it seemed to Mowrer that neurotic patients act even more nonsensically than animals that display an avoidance-approach behavior toward environmental stimuli in accordance with the consequences of the encounter. These clinical observations, of patients displaying self-damaging behaviors beyond their control and the unawareness of the underlying causes, led traditional theorists of psychopathology to the axiomatic assumption that psychiatric symptoms are determined by irrational mechanisms (e.g., the unconscious, conditioning, and neurochemical changes). This assumption was also generalized to the non-clinical population, as evidenced by Williams and Findlay III’s (1981) statement that, “The rational man postulated has never been universally accepted by social scientists” (p. 18).  However, humans are fundamentally rational beings who do in fact determine their behavior according to cost-benefit analysis. Only by applying this principle to people exhibiting bizarre behaviors can a breakthrough be made in the theoretical understanding of psychopathology.


This idea of humans as rational beings was emphasized by neo-classical economic theorists who postulated that man is “economic” and chooses actions that will maximize his overall welfare (see Becker, 1962; Lekachman, 1976, pp. 107-109). This theoretical position is summarized by Williams and Findlay III (1981) as follows:

The cardinal postulate of neo-classical economics is that individuals and entrepreneurs seek to maximize their unique positions in the world.  Yet behind this postulate is an even more fundamental premise: that men are rational and can discern their own best interest.  From Adam Smith on, it has been accepted that reasonable men act to maximize their own pecuniary advantage and in most economic models even the potential for irrationality is ignored.  (p. 17)

However, people sometimes behave irrationally, from an economic point of view, by failing to act in accordance with the economists’ rules of cost versus benefit.  For example, research findings indicate that people may continue to invest money, time and energy into various endeavors despite the negative economic feedback, rather than admit that their prior allocation of resources was a result of mismanagement (e.g., Arkes & Blumer, 1985; Brockner, 1992; Larrick, Morgan, & Nisbett, 1990; Staw & Ross, 1987). Nevertheless, these findings do not invalidate the idea that man is fundamentally a rational being. Herbert Simon, a Nobel Prize winning economist, suggested that rationality must be conceived within the boundaries determined by the information available to the individuals, together with their psychophysiological and environmental constraints (Simon, 1955, 1956).  According to Simon, “human beings develop decision procedures that are sensible, given the constraints [italics added], even though they might not be sensible if the constraints were removed” (in March, 1978, p. 590).  Similarly, in his attempt to apply the cost-benefit model to criminal activity, Monzingo (1977; see also Cornish, 1993; Paternoster & Simpson’s rational choice theory of criminal behavior, 1993) noted that the individual’s ability to make the best choice is 

Dependent, among other things, upon his intelligence, the amount and quality of his information, and his ability to predict correctly environmental changes that will affect the consequences of his choice. Since intelligence, information, and foresight are limited, an individual may make a choice which appears to be rational (consistent with his greatest satisfaction) only to discover later that he was mistaken.  Given these limitations, the limitations of an imperfect world, the outcome does not alter the fact that the choice, when made, was rational (p. 264).  


Thus, a behavior may be rationally determined even when the individual fails to act in accordance with the economic rules of cost-benefit. This approach is in line with the distinction made by certain economists between the process and outcome, whereby the outcome is secondary to the actual decision making processes. As noted by March (1978), the idea of a rational process indicates that decisions find their logic in attributes of the decision making process, rather than in the outcomes themselves. The incorporation of these ideas into psychology “may enable us to shed light on decisions which previously would have had to be classified as non-rational, irrational, or unexplained” (Williams & Findlay III, 1981, p. 15).  Accordingly, Simon (1978) noted that all kinds of behaviors that initially seem irrational, including pathological behavior, should be viewed as rational (See also Pols, 1989). Similarly, Donovan and Blake (1992), investigating the issue of patient compliance with medications, concluded that a high percentage of non-compliance does not reflect irrational decision-making. Rather, both compliance and non-compliance entail analysis of treatment and weighing up the costs/risks against benefits as patients see them. The individual’s perceptions, beliefs, personal constraints, and social circumstances are crucial to the decision-making process. “Thus an apparently irrational act of non-compliance (from the doctor’s point of view) may be a very rational action when seen from the patient’s point of view” (Donovan & Blake, 1992, p. 507).


Another example of employing a cost-benefit analysis is suicide, where, according to Lester’s rational choice theory (1988a; see also Lester, 1997; Lester & Yang, 1996), both the decision and the method of implementation are determined by cost-benefit analysis.  One factor that may increase the cost of suicide and deter one from committing this act is social sanction. As noted by Lester (1988a), Muslim countries exhibit a lower rate of suicide because this behavior is seen as morally wrong. “Thus, people who hold that suicide is morally wrong may be forced to adopt other symptoms at times of psychological stress” (p. 311).  Cost benefit analysis may also account for the sex differences between men and women in suicide.  While women contemplate (e.g., Rich, Kirkpatrick-Smith, Bonner, & Jans, 1992) and attempt (e.g., Bhugra, Desai, & Baldwin, 1999; Canetto, 1994) suicide more than men, the rate of male suicide is 3 to 3.6 times higher than that of females (e.g., Marusic, 1999; Sanborn, 1990). In an attempt to account for these differences, Rich et al. (1992) noted that

Males reported more fear of social disapproval over being suicidal whereas females reported a greater fear of death and injury. That is to say, males are more likely not to kill themselves because of the stigma of social disapproval - it appears weak to peers. On the other hand, this suggests that if they are to make an attempt, they may be more motivated to make a successful attempt for the same reason.  (p. 371) 

Thus, the sex difference in suicide rates is a result of the cost-benefit analysis that motivates men, more than women, to commit suicide. Accordingly, Deluty (1988-89) found that people’s evaluations of suicide tended to be more favorable when male victims were assessed, indicating that suicide has lower social cost for males than females.  

Cost-benefit may account for the higher prevalence of alcohol and drug abuse among men as well (e.g., Abidoye & Bankole, 1989; Kosten et al., 1991; Robbins, 1989, 1991). As noted by Robbins (1989) 

Taboos against female drunkenness and recreational drug use have pervaded most societies throughout history ... alcohol or drug use by men may not be condemned as long as it does not occur during working hours.... it is argued that alcohol and drug abuse produce greater problems in role functioning and interpersonal relations among women than men (Robbins, 1989, p.118).

The above evidence suggests that rationality is a relative concept. While a behavior may be viewed as irrational by the external observer when it does not coincide with the economic rules of cost-benefit, the behavior may have been the result of rational processes. It seems that this notion is a prerequisite for the understanding of the development of bizarre behaviors as well. 

The Rationality of Neurosis 

It seems that the decision to adopt bizarre behaviors is influenced by a consideration of the potential benefits of both distractibility and controllability values of the symptom versus the cost that the patient must pay. The cost refers to variables such as social embarrassment or rejection, impact on one’s daily routine, career or status, interference with familial obligations, and possible damage to one’s physiology. Another important consideration is the individual’s readiness to deceive him or herself, without which the symptom would have little distractive value (see Chapter 6). Some individuals will resist adopting bizarre behaviors even under extremely stressful conditions because of the cost involved.

Cost-benefit may account for sex differences in neuroses. As mentioned previously, nearly all neurotic disorders are more common amongst women than men (see Chapter 1, pp. 28-29). Although some of these differences may be partially attributed to the higher availability of these behaviors for women, an additional reason for this trend seems to be the lower cost of these symptoms for women. Socialization processes encourage men “not to be sissies” (Sanborn, 1990, p. 151) and not “to express their desires for emotional support during stressful situations because it would be perceived as an inappropriate feminine coping strategy” (Eisler & Blalock, 1991, p.50). This claim is consistent with findings that men tend to spurn the display of emotional and physical weakness more than women (Arrindell et al., 1993; Chevron, Quinlan, & Blatt, 1978; Hammen & Peters, 1977, 1978; Phillips, 1964; Sanborn, 1990).  Hence, the fear of being perceived as weak inflates the cost of displaying neurotic behavior for men.  

An additional factor that raises the cost of developing neuroses for men is the increased risk of unemployment. Sanborn (1990) noted that this risk is exceedingly more threatening to men because they “overvalue their business powers to the exception of everything else, and this puts them at risk if their business falls apart” (p. 152). Accordingly, the adverse effects of unemployment on one’s well being is significantly stronger among men than women (e.g., Lahelma, 1992; Morrell, Taylor, Quine, & Kerr, 1993; Muller, Hicks, & Winocur, 1993; Stefansson, 1991; Winefield, Tiggemann, & Winefield, 1991; Pritchard, 1990; Warr, Jackson, & Banks, 1988). Since psychiatric symptoms can increase the risk of unemployment (e.g., Bland, Stebelsky, Orn, & Newman, 1988), one would expect men to be less prone to developing disorders that could threaten their ability to work. This applies particularly to agoraphobia and conversion symptoms, which seem to have a serious impact on the individual’s ability to work.

Social rejection and unemployment may also explain why obsessive-compulsive disorder is the only neurosis that has an equal prevalence among the two sexes, or – as according to some investigators - is greater for men, at least at the earlier age of onset (e.g., Black, 1974, pp. 29-30; Cameron & Hill, 1989; Clarizio, 1991; Karno et al., 1988; Rachman & Hodgson, 1980, p. 34; Rasmussen & Eisen, 1992; Rasmussen & Tsuang, 1984). In other disorders (e.g., conversion reactions and agoraphobia), patients have less freedom to conceal their symptoms if the manifestation is inconvenient for them, for fear of being perceived as malingerers, both by others and themselves.  In contrast, obsessive compulsive patients can restrict their rituals to a certain time or place, without being accused of malingering. As noted by Rachman and Hodgson (1980), “without any effort a compulsive cleaner or checker can abbreviate, extend, curtail, or postpone a compulsive act” (p. 15).  In addition, obsessive-compulsive patients often minimize social embarrassment (lower cost) by performing their bizarre symptoms in solitude, mostly at home, or inhibiting it in the presence of others when desired (Clarizio, 1991; Rachman & Hodgson, 1980, pp. 120, 177, 180-181). Even when patients feel it necessary to exhibit their symptoms in public, they can reduce embarrassment by providing a socially acceptable rationale for their behavior. For example, Rachman and Hodgson described a compulsive hand washer who rationalized her behavior by saying that it helped her prevent illness. When pressed about the exaggerated nature of her actions she “customarily added that is was ‘better to be safe than sorry’ and always insisted that her behavior was rational” (Rachman & Hodgson, 1980, p. 19). 

Further, several clinical cases described by Rachman and Hodgson (1980, pp. 60-61) indicate that, unlike other disorders, obsessive-compulsive disorder poses a minimal threat of unemployment for working individuals. One example is the case of a woman who each night performed a long and complicated series of checking rituals. In spite of such behavior, she was able to successfully inhibit her impulses for checking throughout her working hours and while in the company of others. Another young woman displaying a compulsive hand-washing ritual succeeded, through careful planning and considerable effort, to disguise her problem while at work. She continued to work successfully and without any apparent problems for a number of years, although each evening in her room she performed a full cleaning ritual. Unless she had completed her cleaning rituals, she was unable to undertake any other activities. In an additional case, a male professor of food and science developed a powerful obsessive fear of the potentially harmful effects of eating a wide range of foods. Although, the patient’s work took him to many conferences and social events, he successfully managed his symptoms and their negative impact by arranging his life in such a way as to avoid eating in public.

It should be noted that the explanation of sex differences in cost-benefit terms is consistent with traditional theories. For example, Jones (1980), in a review article on conversion reaction, noted that 

From the viewpoint of learning theory (i.e., reinforcement for appropriate behavior), psychoanalytic theory (i.e., primary and secondary gains), and sociological theory (i.e., culturally appropriate role models), it is likely that usefulness [italics added] of conversion symptoms is greater for women, generally,  than men.  (p. 436)

Thus, these theories acknowledge that conversion symptoms are more beneficial for women than men.

A dramatic increase has been observed in the prevalence of eating disorders (see p. 151). Although the availability principle undoubtedly plays a large role in this trend, it seems that cost-benefit considerations have an important effect as well. First, eating disorders are viewed by the general public as a “disease”, hence lacking the stigma of mental illness and reducing their cost (e.g., Butler, Slade, & Newton, 1990).  Second, in their initial stages, eating disorders have the added advantage of increasing the attractiveness of the individual’s body and he or she is given increased social approval, thus increasing the benefit (e.g., Branch & Eurman, 1980).  

The low social cost and high initial benefit provided an important contribution to the exceptionally large increase of 800% in eating disorders among kibbutz members within a period of 25 years (e.g., Kaffman & Sadeh, 1989). In the kibbutz community social interaction is highly valued, particularly during adolescence (Sohlberg, 1986). Most symptoms other than eating disorders would have had a devastating effect on one’s social status.  Further, in their initial stages, the symptoms increased the distribution of social approval once there was, “a change in the norms regarding the importance of feminine slimness and beauty” (Kaffman & Sadeh, 1989, p. 35). 

Additionally, since the controllability and availability of anorexia nervosa and bulimia nervosa seem to be similar for these two types of disorders, it appears that cost-benefit is the factor which determines whether patients will choose one over the other, once they have decided to employ an eating disorder as a coping mechanism.  It is likely that due to genetic/constitutional predispositions (e.g., deficits in the feeding or satiety center in the hypothalamus which controls or regulates eating behavior) or eating habits, particularly during stress, some people have a stronger appetite and weaker ability to restrain from eating, while others display the opposite tendencies.  Consequently, anorexia nervosa would be more costly for the former people as it entails greater suffering.  The opposite would hold true for bulimia nervosa for the second types of patients.  

The cost-benefit principle states that when the availability rates of two symptoms are similar and both  have similar distractive and controllability values, the individual will tend to choose the one with the least harmful consequences. This hypothesis is supported by the fact that conversion symptoms are more frequently found in the left side of the body than in the right (Galin et al., 1977). Galin et al. attributed these findings to effects of the right hemisphere, which they posited as the location of the unconscious. However, this interpretation encountered strong opposition (Corballis, 1980) and, according to Kihlstrom (1984), “a more parsimonious explanation, one considered and rejected by Galin et al., … is that the symptoms are lateralized where they will do the least harm” (p. 160).  Another example relates to the higher prevalence of bulimia nervosa as opposed to anorexia nervosa (1.0% - 3.0% vs. 0.5% - 1.0%; DSM-IV, American Psychiatric Association, 1994).  Since the availability of these disorders in western societies seems to be equal in recent years, it would be interesting to examine whether people regard binge eating and purging as less costly than starvation in terms of suffering and expected harmful consequences to one’s physiological system.   

Further evidence which may reflect the effect of the cost-benefit principle concerns the low prevalence of multiple personality disorder, which in western countries ranges between 0.05% to 1.00% (Loewenstein, 1994; Modestin, 1992). Although availability increased the rate of this disorder, particularly in North America (e.g., Merskey, 1995), the prevalence only reached a level of 1.00% (Loewenstein, 1994). It is likely that this disorder has a much higher social stigma, and hence a lower prevalence, than other neurotic disorders. 

A strong association exists between obsessive-compulsive disorder and unacceptable drives, particularly aggression (e.g., Akhtar, Wig, Varma, Pershad, & Verma, 1975; Barlow, 1988, p. 601; Emmelkamp & Van der Heyden, 1980; McDermaid & Winkler, 1955; Miller, 1983; Rachman & Hodgson, 1980, p. 71, 134, 254; Rachman & De Silva, 1978; Stern & Cobb, 1978).  The association appears to be due to the high effectiveness of reaction formation, isolation and undoing, which are associated with obsessive-compulsive disorders, in reducing the risk of losing control over one’s threatening drives (see pp. 129-136). The controllability value of these strategies is that they enable individuals to manipulate the cognitive contents of the unacceptable drive so that they become less threatening (e.g., replacing the threat with its antithesis) or more controllable (e.g., increasing self-awareness through the intensification of threat; see isolation). Additionally, as stated previously in this chapter, the compulsive behaviors reduce the likelihood of patients acting out their aggression, and allow for symbolic undoing of guilt feelings. Further, these benefits are obtained at a relatively low cost since patients can avoid the negative impact of the symptoms at work and minimize social embarrassment that bizarre behaviors may cause. In contrast, other types of neurotic symptoms usually do not reduce the threatening content of the impulse or make them more controllable. Moreover, when they do provide an indirect control, they tend to be more costly. For example, paralysis of the legs may prevent the implementation of a threatening impulse (as in the previously mentioned study where the patient had a strong drive to kill his wife and her lover, p. 137), but it is a costly symptom and is less likely to repress the cognitive or emotional components of the drive.  Such a symptom would hardly be effective for a mother who is disturbed by aggressive feelings towards her children but must continue to take care of them (see case 2 Chapter 4, pp. 111-112).

The cost-benefit principle may shed some light on age differences in neuroses as well. Conversion disorder is a relatively common disorder among children (e.g., Proctor, 1958; Siegel & Barthel, 1986; Volkmar et al., 1984) not only due to the relatively higher familiarity with physical illness than psychiatric symptoms, but also because of cost-benefit considerations.  “That is, not only is a child with ‘paralyzed’ arm not required to write lessons, but in addition she is generally given solicitous attention by her teacher [or parents; see Grosz & Zimmerman, 1970] and classmates” (Clarizio & McCoy, 1983, p. 161). 

Another neurotic disorder that is frequently chosen by children is obsessive-compulsive disorder (e.g., Clarizio, 1991; McGough, Speier, & Cantwell, 1993; Rettew, Swedo, Leonard, Lenane, & Rapoport, 1992; Rapoport, 1989; Thomsen, 1994).  As stated previously concerning adult patients, the preference for this disorder may stem from the relatively low damaging consequences to one’s ability to work. For children, this would be equivalent to damaging their ability to function at school. Patients can restrict the exterior manifestation of their symptoms to specific times or places, or hide them from people upon whom they desire to prevent a negative impression.  As noted by Clarizio (1991)

At least some of these students seem to function well during the school day and do not display their rituals in public.  Others may use much of their energy and school-day fretting about the rituals (e.g., constantly checking one’s fly to see whether the zipper is open) and ruminations (e.g., worrying about whether God will be offended by sloppy writing)... students try to keep their disorder hidden from others.   (p. 110)

The cost-benefit principle may also shed some light on the rarity of agoraphobia and panic disorder among children (e.g., Sheehan et al., 1981; Wittchen & Essau, 1993). Since fear in general is more common among children than adults (see Chapter 2, p. 35), it does not seem that availability plays an important role in determining the reduced rate of these disorders among children. Rather, it appears that children prefer to employ other types of fear as coping mechanisms, primarily school phobia (e.g., Last & Francis, 1988; Phelps, Cox, & Bajorek, 1992), because they are sometimes more suited to their coping demands and impose fewer restrictions on their daily life functioning than agoraphobia and panic disorders.  

In fact, school phobia may largely be viewed as a childhood version of agoraphobia. This is due to four main reasons: 

1) Both agoraphobia and school phobia have prevalence rates of about 2% of the general population (see DSM-IV, American Psychiatric Association, 1994 for agoraphobia, and Last & Francis, 1988 for school phobia).

2) Like agoraphobia (e.g., Barlow, 1988, p. 60), “school phobia is characterized by an acute panic state... the onset seems to be sudden” (Clarizio & McCoy, 1983, p. 182).

3) Both are strongly related to separation anxiety (for agoraphobia see Gittelman & Klein, 1984, Klein, 1993; and for school phobia see Phelps et al., 1992) and depression (for agoraphobia see p. 105; and for school phobia see Kearney, 1993; Last & Francis, 1988)

4) Case studies show that school phobia is associated with, or will evolve into, agoraphobia. Deltito and Hahn (1993) studied a three-generation family presentation of anxiety disorder. The disorder manifested itself as school phobia in childhood, evolved into panic disorder with agoraphobia in young adulthood and developed into diffuse anxiety with hypochondrial features in later life.  Similarly, Lepola, Leinonen, and Koponen (1996) reported three case studies of school phobia that were associated with panic and agoraphobic symptoms. The investigators also showed that anti-panic drug treatment with citalopram resulted in a reduction of the severity of school phobia and disappearance of panic attacks. 

Thus, even when children are in need of an agoraphobic type of symptom, they will choose one that provides the most desired benefit at the least cost. Later, after school years, when cost-benefit considerations have changed, the school phobia might develop into agoraphobia if the need for a bizarre coping strategy persists.

The most significant support for cost-benefit is evidence relating to therapy. If the cost-benefit principle is valid, one would expect a spontaneous recovery to occur with the elimination of the stress. Further, one would also expect that increasing the cost of the symptom or decreasing its controllability or distractibility value will cause a symptom substitution. Alternatively, the patient may abandon the symptom if he or she has the ability to cope with the stress or if therapy can enhance the patient’s coping abilities. Research and clinical observations supporting these claims will be reviewed in Chapter 7, which deals with therapy. 

Discussion


One of the most important advantages of PBT’s model of choice of symptom is its ability to synthesize a vast amount of seemingly incompatible clinical and research evidence from different schools of thought. This became possible only after the abandonment of the irrational mechanistic conception of the symptom formation.


As suggested, usually the adoption of neurotic symptoms is only likely when individuals are subjected to an extreme emotional distress that is beyond their level of tolerance. This emotional distress depends upon a variety of factors that include the severity of the stress, deficits in one’s coping resources, childhood trauma, and adverse genetic constitution. Even then, the selection of the neurotic symptom or other non-bizarre deviant coping strategy does not occur automatically.  The critical factors involved relate to: 

1) The nature of the stressful situation, whether it is controllable or uncontrollable.

2) The availability of various pathological strategies or behavioral and stimuli components from which the selected coping mechanism can be formed. 

3) Cost-benefit analysis, which people regularly employ when deciding to “purchase” a certain “product.” 

As a rule, neurotic patients tend to choose symptoms that, in addition to distraction, enable some direct control over the sources of stress, are available in their conscious experiences and have a low cost relative to the expected benefit. 

These three principles of controllability, availability and cost-benefit analysis enabled the resolution of some fundamental difficulties in this area, such as sex, age and social or cultural differences in the prevalence of various neurotic disorders and non-bizarre deviant coping responses. In addition, these principles account for the diagnostic fluctuations in the prevalence of various disorders, such as the dramatic increase in the rate of MPD and eating disorders. Similarly, they explain the prevalence of spiritual possession that is more typical in less developed countries.


Another theoretical contribution of PBT is the explanation of similarities and differences in neurotic symptoms. Similarity of symptoms results when social channels are utilized (e.g., mass media), and dissimilarity stems from the patient’s employment of his or her unique personal experiences (e.g., an especially emotional incident from childhood) to create a coping response. This may explain the increased similarity in clinical syndromes of eating disorders among patients, in contrast to the exceptional and unique characteristic of  hyper-specific disorders, such as in rat germ or chocolate phobic patients.


Although PBT accounted for the choice of symptoms and several other problems that questioned the validity of current theories of psychopathology, the most challenging issue has not yet been resolved. If the adoption of a neurotic symptom is a purely conscious process, how is it that patients are sincerely unaware of this process? Moreover, why should some patients be unaware of both their active involvement in the selection of the symptom and the underlying motivational cause of their symptoms, while others, such as anorexic patients, are only unaware of the true motivational cause of their behavior? The answers to these questions are fundamental for any theoretical attempt to account for psychopathology phenomena in conscious-rational terms. The clarification of these issues constitutes the topic of the next chapter.

6

Unawareness: A Self-Deceptive Process

Definition

Unawareness refers to subjects’ inability to account for the underlying causes of their behavior, or the inability to retrieve knowledge of which they were once aware. In examples of unawareness in non-bizarre situations, such as perceptual defense and subliminal perception, the behavioral change is minimal and transient, limited to the time of presentation of an anxiety provoking or subliminal stimulus. Similar conditions exist with regard to other cases of unawareness in non-bizarre behavior, such as one-time shoplifting and the slip of the tongue phenomena. In all these cases, unawareness may be accounted for by simple psychological concepts, such as normal forgetting processes or distraction (see Chapter 1). 

Similarly, in continuous non-bizarre behavioral deviations, such as simple fear, the unawareness displayed by individuals when questioned long after onset should be attributed to simple forgetting processes (e.g. McNally & Steketee, 1985), rather than to a unique psychological state such as the unconscious, as claimed by psychoanalytic investigators (e.g. Moss, 1960). It is assumed that, as a rule, individuals remember the underlying causes of their fear if they are questioned immediately upon onset. The only exception, where the subject does not remember the traumatic event is non-associative fears, which occurs at a very early age, when a fear develops at the first contact with the conditioned stimulus (see Chapter 2, pp. 56-57). Yet, even here subjects will remember that the contact with the CS itself resulted in intense arousal. As elaborated upon later (Chapter 9), a new conditioning theory can account for fears where the UCS is the child’s spontaneous arousal that is often not forgotten even many years afterwards (e.g., Jones & Menzies, 1995).

In fact, bizarre behaviors are the only cases where usual concepts such as forgetting and distraction cannot account for individuals’ state of unawareness. Patients display a dramatic and seriously disruptive behavior pattern, and yet they are unaware of the underlying causes, even when questioned immediately after onset.


Sometimes patients may not be aware of the deviant behavior, as in multiple personality disorder; and in other cases, such as anorexia nervosa, the patients will deny that their behavior is deviant by providing a rationale that is incompatible with the observed evidence.

A suitable theory of unawareness would not only have to consider the processes that block the knowledge of the underlying causes of the dramatic behavioral changes, but also the nature of the forces that maintain these changes and prevent the resumption of normal behavioral functioning. As illustrated in Figure 1, unawareness and bizarre behavior, the two most fundamental observable aspects of any neurotic psychiatric disorder, may relate to one another in three theoretical possibilities.

Psychoanalysis: 
Unawareness
Bizarre Behavior



Behavioristic &
Medical Models:
Unawareness 
Bizarre Behavior

PBT: 
Unawareness 
Bizarre Behavior

Figure 1. Possible relationships in unawareness and bizarreness

The first possibility, which represents the psychoanalytic theory, is that unawareness, supposedly induced by the unconscious, precedes and causes the onset of the bizarre behavior (e.g., Shevrin & Dickman, 1980). The second possibility, adopted by behaviorist and medical models, indicates that unawareness and bizarreness (which they term ‘deviant behaviors’) occur simultaneously. Bizarre behavior is due instead to a third factor, independent of unawareness, such as conditioning, which earlier investigators believed to be automatic and unaware (e.g., Dixon & Oakes, 1965; Greenspoon, 1955; Kennedy 1970, 1971; Seligman, 1971), and adverse neurochemical changes, to which the individual has no conscious access. However, despite tremendous research efforts, these mechanistic/non-rational options received little empirical support and encountered serious theoretical difficulties (see Chapters 1-3).

PBT asserts that the time has come to examine the third theoretical option, which states that bizarre symptoms precede the development of unawareness and that both are entirely the result of conscious processes. Patients experiencing an unbearable state of depression or anxiety deliberately adopt the bizarre behaviors, which in turn, due to their high distractive value, enable them to block the accessibility of stress-related stimuli from attention. The symptom is reactivated whenever these materials threaten to re-penetrate attention. Additionally, patients are unaware of their active involvement in adopting and maintaining the symptom. Thus, in PBT the state of unawareness is composed of two factors:

1)  Unawareness of the stress-related thoughts, which is created by the powerful distractive tools of bizarre behaviors. When the symptoms are activated, they block the accessibility of these thoughts from entering into the attention.

2)  Unawareness of self-involvement in adopting and maintaining the symptom, which is created by sophisticated self-deceptive processes. 

Although the unawareness of stress-related thoughts is one of the central functions of bizarre behaviors (Chapter 4), the achievement of this state is not possible without the unawareness of self-involvement.

Phenomonologically, PBT’s unawareness and the Freudian concept of the unconscious are essentially the same since, in both cases, anxiety-provoking materials are removed from the awareness. Nevertheless, the two concepts are completely different from one another.

First, PBT’s unawareness has no specific storage space for the repressed stimuli that are kept outside the awareness. When these repressed stimuli are blocked from penetrating attention due to interfering forces of bizarre behaviors or self-deceptive processes, they are stored in the usual memory storage area and are subject to the same rules of remembering and forgetting as normal materials. In this respect, PBT rejects the psychoanalytic suggestion of permanency of repressed memories (see Chapter 1).

Second, unlike the unconscious, which is viewed as an integral part of the human cognitive system, in PBT, unawareness is a temporary cognitive state created by the conscious which only exists in patients with bizarre behaviors and prevails only as long as the symptom continues.

Third, the unawareness in PBT has no autonomous entity that controls decisions of adopting, maintaining and abandoning psychiatric symptoms. These functions are determined solely by the conscious, which assesses reality and patients’ unique psychological needs before making any specific decision. 

Establishing unawareness of self-involvement is the result of a continuous three-stage process: generation, preservation, and stabilization. These three stages of unawareness constitute the focus of this chapter. 

Generation of Unawareness
In PBT, the awareness of self-involvement in actually producing the bizarre behavior refers to the presence of this information in attention and the ability to retrieve it once it has been transferred to the long-term memory. Unawareness is experienced when this knowledge is eliminated from attention or, if already rehearsed, its access is blocked due to memory-inhibiting factors. Based on this assumption, PBT claims that several factors interfere with the encoding of the knowledge of this information into the long-term memory, during the actual presentation of the symptom. Simultaneously, and immediately after the completion of the first episode, several additional factors inhibit the retrieval of this information into attention. These two types of factors are discussed below.

Interfering with Encoding

Five factors interfere with the encoding of the knowledge of self-involvement in the long-term memory during the decision making stage and actual presentation of the symptom. These factors are: narrowing of attention, directed forgetting, hypnotic trance, self-deceptive distraction and brief rehearsal period.

A number of studies show that adverse emotional states are likely to cause a “narrowing of attention”, resulting in impaired judgment and poor learning conditions (see Barlow, 1988, pp. 58-60, Channon, Baker, & Robertson, 1993; Eysenck, 1982, pp. 49-54; 1990; Gillis, 1993; Martin, Williams, & Clark, 1991; Wahler & Dumas, 1989, p. 119). “Stimuli relevant to the emotion become more salient, whereas mood-incongruent or irrelevant stimuli are allocated less and less attention” (Barlow, 1988, p. 58). The cognitive system is thrown into a state of disarray, resulting in a decreased efficacy of information processing. This situation of poor cognitive performance is linked especially to depression, which is likely to impair attention, memory and stimulus encoding (e.g., Mialet, Pope, & Yurgelun-Todd, 1996; Sweeney, Wetzler, Stockes, & Kocsis, 1989). The ruminating thoughts of depressed patients act as distracters, interfering with the performance of cognitive tasks by using up available short-term memory space and reducing cognitive efficiency (e.g., Abas, Sahakian, & Levy, 1990; Breslow, Kocsis, & Belkin, 1980; Krames & MacDonald, 1985; Mialet et al., 1996; O’Brien, Sahakian, & Checkley, 1993).

Given these findings, narrowing of attention seems to be most probable among pre-neurotic patients that are subjected to intense emotional distress, particularly depression (see Chapter 4). The distress is likely to be high, especially at the decision-making stage of symptom adoption, because a marked emotional arousal is experienced when an important decision has to be made (e.g., Baradell & Klein, 1993; Janis & Mann, 1977; Rau, 1996; Schaeffer, 1989). Accordingly, it seems that the extreme emotional distress and the heavy occupation of the attention by the stress related thoughts would interfere with the encoding of the knowledge of self-involvement into the long-term memory.

Additionally, numerous studies on intentional forgetting show that people have the ability to deliberately disrupt the encoding process by directing attention away from the undesirable information (e.g., Basden et al., 1993; Johnson, 1994; Wilhelm et al., 1996). Thus, at the decision making stage and during the presentation of the symptom, patients can further weaken the encoding of the knowledge of self-involvement by deliberately avoiding concentrating on this information. 

The third factor, which is most disrupting to the encoding process, is the state of self-hypnosis. Traditionally, hypnosis was regarded as a special psychological process that induced a state of a complete functional split in the informational processing system. As a result, one section of the system would be unaware of and unaffected by the cognitive processing in the other section.  However, a critical review of relevant studies shows that these theories received little empirical validation (e.g., Kirsch & Lynn, 1998a, 1998b). In contrast, impressive research evidence supports the idea that hypnotic trance is a conscious-voluntary process that depends on the subject’s willingness and ability to concentrate exclusively and intensively on hypnotic suggestions, and behave accordingly (e.g., Bertrand, Spanos, & Radtke, 1990; Hariman, 1980, 1982; Kirsch & Lynn, 1998a, 1998b; Lynn, 1997; Lynn, Rhue, & Weekes, 1990; Spanos, 1986, 1996; Spanos, Gwynn, Malva, & Bertrand, 1988; Spanos, Burgess, Cocco, & Pinch, 1993a; Spanos, Burgess, Roncon, Wallace-Carpetta, & Cross,  1993b). 

From this theoretical perspective, and in accordance with PBT’s claim that symptom display is a conscious-voluntary act in which patients intensely concentrate on the behavioral change, the cognitive state during the actual presentation of the symptom at the onset stage can be viewed as a natural state of hypnotic trance. The bizarre symptoms are so dramatic and unusual that they are likely to consume patients’ entire attentional capacities. Attention becomes so intensively focused on these extremely high attentional value stimuli (see cases 1-5 Chapter 4, pp. 107-115) that all rival stimuli, whether they are stress-related stimuli or the knowledge of self-involvement, are entirely eliminated from attention, being relatively trivial and unimportant. For example, Leonard (case 1 Chapter 4) was so overwhelmed by his bizarre symptoms, which included anxiety provoking cognitions, exaggerated motor responses and loud shouting, that he became entirely detached from the knowledge of self involvement (see Leonard, 1927, pp. 305-307). This is true for all neurotic disorders where individuals manifest dramatic behavioral changes, including spirit possession (see a case illustration by Mischel & Mischel, 1958, pp. 249-250). As noted by Ravenscroft (1965) 

Naturally occurring states, such as spirit possession, bear an important relation to hypnosis and provide opportunities to observe trance-like behavior in a natural setting.  Such behavior has a striking similarity to many of the classical phenomena of hypnosis and strongly suggests the possibility of an underlying hypnotic mechanism.   (p. 157)

The above claim that the bizarre symptom causes a hypnotic trance is consistent with Van Pelt’s (1975) theory on psychoneurosis. The author stated that psychoneuroses can be created deliberately for experimental or therapeutic purposes, and that “the ‘naturally occurring’ psychoneuroses, are the result of accidental self-hypnosis and suggestion” (p. 28). He noted that an incident of 

real emotional significance to the patient [such as bizarre behavior] can, by causing a superconcentration of the mind, induce a state of what may be called accidental hypnosis - hypnosis being considered to be merely a superconcentration of the mind... A patient suffering from a psychoneurosis behaves in every way as though under the influence of a post-hypnotic suggestion... very susceptible subjects who are capable of developing a deep degree of hypnosis may exhibit the most bizarre phenomena, while others not so deeply affected may show only the milder symptoms.  (pp. 28-29).

Along the same lines, research data indicates that self-hypnosis (i.e., intense concentration) is in fact a central characteristic of various psychological groups (Bliss, 1980, 1983, 1984; Frankel, 1974). For example, a multiple personality patient, in describing her psychological state, observed that, “she creates personalities by blocking everything from her head, mentally relaxes, concentrates very hard … clears her mind, blocks everything out and then wishes for the person, but she isn’t aware of what she is doing” (Bliss, 1980, pp. 1392). 


The fourth factor that may disrupt the encoding of knowledge of self-involvement is self-distractive beliefs. These are beliefs concerning the etiology of the bizarre behavior that patients focus on during the decision making stage and actual presentation of the symptom. Every society has certain beliefs concerning the etiology of deviant behaviors, such as psychoanalytic thought in western societies (e.g., Spanos et al., 1986) or spirit possession in less developed countries (e.g., Claus, 1979; Kua, Sim, & Chee, 1986; Mischel & Mischel, 1958), which the individual assimilates through socialization (e.g., Ravenscroft, 1965) or other channels of information (e.g., reading or television; see Leonard, 1927, pp. 324, 410; McAndrew, 1989, p. 316). As indicated by Spanos et al. (1986), as a result of Freudian influence, “In our culture many people learn to conceptualize interpersonal problems as resulting from an ‘unconscious process’ and as stemming from early negative experiences with parents” (p. 300). Nisbett and Wilson (1977) noted that people have beliefs concerning the causal factors of various situations, which they acquire from their culture and employ to account for these events. Further, “in the absence of a culturally supplied rule, implicit causal theory, or assumption about co-variation, people may be able to generate hypotheses linking even novel stimuli and novel responses” (Nisbett & Wilson, 1977, p. 248).  

Accordingly, it seems that, as part of their self-distracting maneuvers, neurotic patients actively focus their attention on certain beliefs, both during the decision making stage and the implementation period. Patients thereby intensify the disruption of the encoding process of the knowledge of their self-involvement. For example, Leonard (case 1 Chapter 4) was highly familiar with psychoanalytic theory and was strongly committed to it (see Leonard, 1927, pp. 324, 410). His psychoanalytic beliefs enabled him to further disrupt the encoding of self-involvement at the onset stage by attributing his bizarre reaction to a “repressed” childhood trauma (see Chapter 4). As noted by Leonard (1927), during the onset stage “my subconscious knows what the torture is; and makes my voice shriek, as I rush back and forth on the bluffs...” (p. 307). 

This strategy may be applied in the development of multiple personality disorder (MPD) as well, which is seen as a conscious coping mechanism - learned through various channels of information - to cope with current stress (e.g., Spanos, 1996; Spanos et al., 1985, 1986). Subject who were “implicitly encourage[d]” (Spanos et al., 1985, p. 364) by their therapist to develop multiple personality disorder (see also Jaroff, 1993; Read & Lindsay, 1994; Rieber, 1999) may, as a result of the therapist’s suggestions, internalize psychoanalytic beliefs that the symptom is the result of repressed sexual abuse during childhood (see Chapter 1). Consequentially, when patients decide to adopt the therapists’ suggestion as a coping strategy in response to an unbearable current stressful situation, they are likely to focus on the implicit belief that the other personality is the result of a “repressed” childhood sexual experience. Just as Leonard implicitly focused on a seemingly repressed childhood trauma during the manifestation of his panic symptoms, so too MPD patients may concentrate on their “repressed sexual trauma” to interfere with the encoding of the knowledge of self involvement into long-term memory. 

Another implicit belief that patients might use to increase the difficulty of encoding is the attribution of the symptom to organic etiology. In western societies, people are likely to employ this belief when the bizarre symptoms mimic physiological disease, such as conversion disorder (e.g., Jones, 1980; Levy & Jankovic, 1983; Mucha & Reinhardt, 1970), or when the symptom resembles physical disease, such as panic disorders, which bear a high similarity to cardiovascular diseases (e.g., Eifert, 1992; Margraf & Ehlers, 1991). Due to the increasing popularity of medical models (Reich, 1982, p. 189; Telch, 1988, p. 507) even amongst the general populace (e.g., Spanos, 1996, pp. 287-290), patients employ the belief of organic causes even when the symptom does not resemble an organic disease, such as obsessive-compulsive disorder (see case study by McAndrew, 1989, p. 316). When patients use this type of belief, they are likely to concentrate on seemingly supportive evidence, such as adverse physiological sensations among panic patients, which they interpret as a sign of heart disease (e.g., Clark, 1986, 1988; Eifert, 1992; Margraf & Ehlers, 1991), to validate their distractive belief. Thus, PBT agrees with cognitive theories that panic patients tend to misinterpret their adverse bodily sensations already before the actual panic attack (e.g., Beck, 1988; Clark, 1986, 1988). However, contrary to the cognitivists, PBT claims that this misleading interpretation is a deliberate rational maneuver through which patients distract their attention from the knowledge of self-involvement, rather than the consequence of maladaptive irrational thinking. Moreover, consistent with empirical observations that panic attack and agoraphobia can occur in the absence of catastrophic thoughts (e.g., Rachman et al., 1988; S.L. Williams et al., 1997), PBT asserts that self-distractive beliefs are not necessary for the production of panic disorders since they are merely one of several factors affecting the generation of unawareness. It is also possible that patients utilize other types of self-distractive beliefs that do not necessitate catastrophic thoughts.

The same strategy may be activated by patients from non-western countries that attribute their symptoms to spirit possession, which is a common belief in those societies (e.g., Alonso & Jeffrey, 1988; Kua et al., 1986; Ravenscroft, 1965). Similarly, subjects that develop anorexia nervosa may use the socially accepted belief that dieting is beneficial, and thereby disrupt the knowledge that they purposely adopted the symptom as a pathological coping strategy.

The final factor that interferes with the encoding of the knowledge of self-involvement is the brief period of rehearsal. This refers to the duration of time at the initial presentation of the symptom that patients are aware of self-involvement. This duration is necessarily brief, as other self-deceptive mechanisms (to be specified below) quickly enter the process to eliminate this knowledge of self-involvement from attention. Accordingly, it seems that patients have little opportunity to rehearse the decision to act bizarrely and therefore the knowledge of self-involvement is low. This is consistent with Mensink and Raaijmakers (1988), who noted in their model of interference and forgetting that, “the amount of elaborative rehearsal will be proportional to the length of time that an item is studied (rehearsed) in STM [short-term memory]” (p. 436). 

Thus, the memory strength of self-involvement at the decision-making stage and implementation period is critically important in determining the ease by which patients can generate unawareness. Five factors interfere with the encoding process of the knowledge of self-involvement at the onset stage: narrowing of attention, directed/intentional forgetting, hypnotic trance, implicit self-deceptive belief, and brief rehearsal period. By themselves, these factors do not cause a state of unawareness. Rather they result in a weak encoding of the knowledge of self-involvement that enables individuals, through additional mechanisms, to become unaware of their self-involvement in the unawareness process. 

Memory-Inhibiting Mechanisms

Bizarre behavioral changes are so dramatic that it is virtually impossible for patients to be completely unaware of their active involvement during the onset stage. Even if all the encoding interference factors were fully effective, common sense demands that some weak level of awareness would nevertheless remain. Therefore, additional factors, such as hypnotic amnesia, state-dependent memory, and directed forgetting/suppression, are required to safeguard the threatening information from accessing individuals’ attention.  

In recent years, an increasing number of investigators conceived of hypnotic amnesia as an active distractive maneuver where the subject deliberately ignores the target relevant cues and attends exclusively to other matters (see reviews by Hariman, 1980, 1982 and Spanos, 1986, 1996, pp. 41-54; Spanos, James, & de Groot, 1990; Spanos et al., 1993a, 1993b; Wagstaff & Frost, 1996). Hence, it can be argued that during the hypnotic trance in a natural setting, which is experienced during the actual presentation of the symptom, patients succeed in becoming amnesiac regarding the knowledge of self-involvement by actively ignoring this information and exclusively concentrating on the symptom and related thoughts (see case 1 Chapter 4, pp. 107-111).

An additional factor that facilitates the forgetting is a change in the emotional, cognitive and environmental situation, which occurs immediately after the presentation of the symptom. Numerous studies on state-dependent memory indicate that retrieval becomes more difficult when individuals’ state during retrieval is different from that of the original learning conditions (Blaney, 1986; Emmerson, 1986; Houston, 1991, pp. 309 – 311). This effect was found to be applicable to emotional states as well. Bower (1981) demonstrated that a change in subjects’ emotional state from learning to testing sessions might drastically reduce recall. Subjects displayed significantly less recall of a list of words learned under one emotional state (e.g., happiness) when tested under a different mood condition (e.g., sadness). In the same manner, Clark, Milberg, and Ross (1983) found that material learned during high or low arousal was poorly recalled when subsequently tested in a different state of arousal. Similarly, Eich, Macaulay, and Ryan (1994) conducted three experiments in which subjects experienced either a pleasant or unpleasant mood generated by autobiographical events in response to neutral nouns. When tested two or three days later, all three studies showed that recall for the generated events was higher when moods were matched than when they were mismatched. Additional evidence supporting the state-dependent memory was reported by several other investigators (e.g., Eich, 1995; Kellogg & Dare, 1989; Kunzendorf & Wigner, 1985; Pearce et al., 1990).


State dependent memory is applicable to patients’ psychological condition immediately after the completion of the symptom display. The distraction and controllability value of the symptom should cause a radical reduction in individuals’ emotional burden immediately after its display at the initial episode. Additionally, since patients become preoccupied with totally different problems than before the behavioral change, this must cause an extreme change in their cognitive state as well. In some cases there are also environmental changes, either because of the symptom, as in dissociative fugue (e.g., case 3 Chapter 4, pp. 112-114), or due to patients’ escape from anxiety provoking situations, as in agoraphobia with panic disorder (e.g., case 1 Chapter 4, pp. 107-111). Thus, based on the aforementioned studies, the abrupt changes in patients’ emotions, cognitive and environmental conditions should inhibit the retrieval of the anxiety provoking knowledge of self-involvement. Moreover, in some cases patients may even forget, at least soon after the initial onset, the entire episode. For example, Leonard (case 1 Chapter 4) noted that soon after his initial experience of panic attack at the bluff, “upon the sudden relief... perhaps a hundred feet away, I forgot -and forgot for fourteen years - all the factors that were associated with the Locomotive” (p. 309; see also case studies no.2 & 3 of amnesia following attacks of spirit possession, Grisaru & Witztum, 1995; and Ravenscroft, 1965, p. 172). 


The third factor that might increase the difficulty of retrieving the knowledge of self-involvement after the completion of the first episode is intentional forgetting. Experimental evidence shows that intentional forgetting may affect forgetting of a given material not only at the encoding stage, but afterward through retrieval inhibition as well (e.g., Basden et al., 1993; Myers, Brewin, & Power, 1998). This means that patients can continue their effort to forget by intentionally suppressing spontaneous thoughts about the anxiety provoking knowledge and avoiding situations which might be reminiscent of this information. Indeed, after the adoption of the symptom, Leonard (case 1 Chapter 4, pp. 107-111) never returned to the place where he experienced his panic attack, and Bernice (case 3 Chapter 4, pp. 112-114) succeeded in maintaining a state of unawareness concerning her previous identity by avoiding people who questioned her about her past. This theoretical approach is consistent with Freud's concept of suppression, which was viewed by him and others as a conscious effort to forget undesirable materials (Erdelyi & Goldberg, 1979). 


Thus, the weak memory resulting from the encoding interference factors and the memory inhibiting mechanisms discussed in this section seems to cause a total state of unawareness immediately after the completion of the initial display of the symptom (e.g., see Leonard’s autobiography, 1927).

Preservation of Unawareness

Although the memory-inhibiting factors remain in effect as long as the symptom persists, they themselves may be insufficient to maintain a prolonged state of unawareness of symptom selection. Patients’ observation of a conspicuous behavioral change, during or at the conclusion of the first episode, may not only produce unusual confusion and concern (see case 1 Chapter 4), but it may also endanger the repressed knowledge of self-involvement. Patients may become preoccupied with questions posed by themselves (e.g., see Kraines, 1948, p. 183; Leonard, 1927, p. 308) or others (e.g., see Bliss, 1980, p. 1393) concerning the abrupt shift in behavior, that if inadequately answered, may cause the retrieval of repressed knowledge. In response to this threat, individuals build additional barriers to attention, deceptive self-diagnoses and explanations, which enable them to resolve the cognitive confusion, and, more importantly, to satisfactorily answer threatening inquiries, thereby preserving the unawareness of self-involvement.

Deceptive Self-Diagnosis

As previously stated, immediately after the conclusion of their first episode, neurotic patients are already unaware of the knowledge of self-involvement. In order to preserve this state of unawareness, patients develop deceptive self-diagnoses on the basis of their self-evaluation immediately after the initial onset. The deceptive self-diagnosis enables patients to negate any threat to the unawareness that may come as a result of social- or self-inquiry about the true causes of the behavioral change, and serves as a distractive tool against spontaneous retrieval of threatening information regarding self-involvement.  

Clinical observations indicate the existence of two distinct self-diagnostic groups: the illness group (physical or mental) and the denial group. Patients in the illness group admit that their behavior is deviant but attribute the cause to factors beyond their control (e.g. unconscious, biological changes, or spirit possession). For example, as claimed by Ollendick (1995), adolescent patients with panic disorder tend “to attribute the symptom of their panic attacks to sources external to themselves (to an illness, for example) and may seek explanations for their subjective experiences that support their attributions” (p. 529). In contrast, patients in the denial group achieve the same goal by insisting that their behavior is normal and serves an important functional, personal, or social goal, by inventing a fictitious cause to justify their behavior. The deceptive self-diagnosis, whether of illness or denial, is a belief that is based on the individual’s self-observation. It enables the patient to dismiss any suspicion of being consciously responsible for the deviant behavior, and it acts as a barrier in avoiding awareness of the underlying pathological cause.

Deceptive Diagnosis of Illness

Patients that believe that they suffer from some sort of illness, be it physical or mental, base their diagnostic assessment on two types of evidence. The first type of evidence is extrospective observation, where the patient observes his or her own physical impairments, display of multiple personality, or other dramatic behavioral changes (e.g., panic attack and bulimia nervosa) that are undesirable on both a personal and social level.  

The second type of evidence, observed simultaneously with the first, is the introspective experience of loss of control. Such an experience is inevitable once the patient becomes unaware of the self-involvement in producing this disruptive behavior at the conclusion of the generation stage. This is consistent with evidence that lack of control is one of the strongest experiences felt amongst neurotic patients, such as those who choose to develop panic disorders (e.g. McNally et al., 1995).  

Potentially, patients in the illness group could devalue or disregard these alarming signals, as people sometimes do when initially confronted with physical symptoms normally associated with illness (e.g., Cohen & Lazarus, 1973; Langer et al., 1975; Lazarus, 1979; Miller & Mangan, 1983; Steptoe & O’Sullivan, 1986).  Moreover, emotional relief experienced immediately after symptom display could facilitate the denial response. However it is unlikely that the “illness”-patients would do so, since denial in this situation would lead to the abandonment of the coping mechanism. While in physical illness denial is likely to reduce anxiety, for this group of neurotic patients, relief is only obtained by intentionally focusing on - and negatively interpreting - the symptoms. For example, upon observing a drastic change in his behavior and experiencing a total loss of control, Leonard (case 1 Chapter 4) became convinced that he suffered from a serious illness. Initially he thought he suffered from sunstroke (Leonard, 1927, p. 308), but he soon rejected this diagnosis. Continuing the diagnostic evaluation, Leonard arrived at the conclusion that he suffered from a more serious problem when he stated that, “I know I am in a critical condition” (p. 308). This intentionally negative diagnosis, so typical of neurotic patients, is reflected when Leonard arrived at his parent’s home soon after the initial incident as well. He lay on the davenport, shaken with terror and said in a low voice, “father and mother, this looks like the end. I guess I am dying” (Leonard, 1927, p. 308). Thus, being unaware of the underlying causes of the dramatic change in his behavior and experiencing lack of control over his behavior, Leonard arrived at the self-diagnosis that he was ill, without being able to articulate, at his early stage, whether he suffered from a mental or physical illness. 

In another example, Kraines (1948) described the case of a woman who had obsessive-compulsive thoughts of wishing the death of her boyfriend and immediate family. The patient continued to experience some cognitive confusion because she could not specify the cause of her symptom. She stated  “these thoughts make me hysterical. I love them; why should I wish such terrible things to happen. It drives me wild, makes me feel like I’m crazy...” (p.183; see also Carson et al., 1988, p. 192; italics added)

The deceptive self-diagnosis of illness is sufficient to preserve unawareness of self-involvement, enabling the symptom to fulfill its distractive function. Nevertheless, most patients build an additional barrier to preserve the state of unawareness by producing an explanation concerning the etiology of the deceptive self-diagnosis. Subjects attempt to understand the causes of their behavior and formulate a plausible and socially acceptable explanation for their symptoms, to the extent that their cultural background and past or present experiences enable them to do so. This is consistent with Nisbett and Wilson’s (1977) theoretical position that when people are unaware of the underlying causes of their behavior, they employ implicit cultural theories to account for their responses. In most cases, the self-deceptive explanation is based on individuals’ systems of belief concerning the cause of psychiatric disorders, which, as stated previously, patients may employ for generating the state of unawareness as well. The primary example of this is Leonard (case 1 Chapter 4) who utilized his broad knowledge of psychoanalytic theory to generate a deceptive explanation; the causes of his symptoms were attributed to ‘infantile regression’. Leonard noted that 

I was my own physician... I knew I was a ‘case.’  I knew my terrors were phobic... I even knew they were somehow infantile in ultimate causes.  A matter of infantile regression.  The source of that conviction is psychologically noteworthy. I was ... already familiar with abnormal psychology-even as I have since read, first and last...the chief men in the field, their books and technical journals in half a dozen languages...even to eight German volumes of Freud. (pp. 323-324).

Practically, Leonard was not any different from patients originating from less-developed countries, who employ concepts from their culture, such as spiritual possession, to develop a self-deceptive explanation for preserving a state of unawareness when adopting bizarre behavioral deviations (e.g., see Csordas, 1987; Grisaru & Witztum, 1995; Kua et al., 1986; Ravenscroft, 1965; Seltzer, 1983; Varma et al., 1981; Wijesinghe et al., 1976).

Another example of self-deceptive explanation is a case study by McAndrew (1989), discussed in the previous chapter. The patient acknowledged her bizarre behavior by noting that she had “terrible thoughts,” being unable “to force them out of her head,” and feelings that she was “going crazy” or that she was a “bad person” (p. 312). Potentially, the patient could preserve her state of unawareness by this simple self-diagnosis of illness and saying that she is unaware of the cause, as obsessive compulsive patients sometimes do (see case study by Carson et al., 1988, p. 192).  However, in this case the patient built an additional barrier of preservation by providing a self-deceptive explanation as well. The patient suggested the idea that the etiology of her symptoms might have been “premenstrual syndrome” (p. 312). She arrived at this conclusion after seeing a television program about a woman with premenstrual syndrome who had stabbed her children (p. 316). Similarly, O’kearney described a case of a 24 year-old woman in her final year of medical school who suffered from obsessive ruminations of extreme aggressive thoughts. The patient reported that she had suffered intrusive thoughts at a younger age as well, and linked the latest onset of ruminations to minor illnesses such as “a short duration gastric upset” (p. 358).

Likewise, physiological defects and injuries among patients with conversion disorder (e.g., Merskey & Burich, 1975; Whitlock, 1967) are employed not only for the purpose of symptom selection but for validation of the deceptive explanation of the organic etiology of their symptoms as well. As noted by Weinstein et al. (1969), “conversion patients stressed their injuries in the belief that they were etiologically significant” (p. 337; see case studies also by Brady & Lind, 1961; Grinker & Spiegel, 1945; and Malamud, 1944). Likewise, panic patients are likely to utilize their adverse physiological sensations and physiological deficits (e.g., MVP and respiratory deficits; see Chapters 3 & 5) to account for their seemingly uncontrollable panic attacks (e.g., Clark, 1986, 1988; Eifert, 1992; Ley, 1989; Margraf & Ehlers, 1991; McNally et al., 1995; Pauli et al., 1991). Further, given the fact that hyperventilation symptoms are voluntary responses (Ley, 1989), subjects can deliberately intensify their hyperventilation sensations - spontaneously experienced as a result of stress (Wolpe & Rowan, 1988) - in order to facilitate both the display of panic and the development of the self-deceptive explanation of organic etiology (e.g., see a case study by Spitzer et al., 1983, pp. 7-10). Panic patients may be more knowledgeable about the symptoms related to myocardial infraction than those who actually suffer from the disease (Margraf & Ehlers, 1991). This would allow them to mimic the disease, develop a suitable self-deceptive explanation for it, and validate it by concentrating on and reinforcing adverse physiological sensations.  

Another type of self-deceptive explanation that patients might use is behavioristic concepts. Just as with psychoanalytic concepts, people may have fundamental knowledge of the behaviorist theory and familiarity with certain basic studies (i.e., Pavlov’s dog) and terminology (conditioning). Consequently, when patients develop bizarre avoidance behaviors towards certain situations or stimuli, such as agoraphobia or chocolate phobia, they may be tempted to attribute their symptoms to coincidental episodic traumatic events (see Rachman & Seligman, 1976). Similarly, a large proportion of these subjects are likely to respond positively to questionnaires asking whether or not their symptoms are the consequence of conditioning (e.g., Merkelbach et al., 1989, 1991; (st, 1985; (st & Hugdahl, 1983) despite the fact that these disorders are rarely preceded by traumatic events (Chapter 2).  This invalid assessment may be the consequence of the need for a self-deceptive explanation along with the implicit suggestion implied in the questionnaire. 


Therapy is also an important source for the development of a self-deceptive explanation or for the strengthening of patients’ system of beliefs. Patients’ participation in therapy and the selection of a specific therapy might be partly motivated by the need to develop a convincing self-deceptive explanation. To these ends, a therapist may endorse the patient’s deceptive self-diagnosis, and provide a wealth of “scientific” information for the development of a self-deceptive explanation.  As noted by Marmor (1962) patients have a general readiness to accept the therapist’s suggestions as a “scientific” explanation of their symptoms.

The fact is that patients treated by analysts of all these schools may not only respond favorably, but also believe strongly in the insights which they have been given.  Even admittedly “inexact” interpretations have been noted to be of therapeutic value!  Moreover, the problem is even more complicated than this; for, depending upon the point of view of the analyst, the patients of each school seem to bring up precisely the kind of phenomenological data which confirm the theories and interpretations of their analysts. (p. 289; see also Heine, 1953).

In the same manner, Fisher and Greenberg (1977) noted that research evidence consistently shows that

A patient’s belief interpretations and his consequent anxiety reduction do not depend on the accuracy of the interpretations. Investigators have found that individuals will enthusiastically accept bogus interpretations as accurate descriptions of their own personalities. (p. 364; see also Grünbaum, 1984, p. 135, 211, 265) 

Patients’ tendency to adopt the therapist’s belief system has been attributed to the analysts’ ability to “induce, alter, and control their client’s self-insights” (Bandura, 1969, p. 94). As Gross (1978) indicated, even when the therapist’s suggestions seem to the patient to be unsound and without merit, “the analyst keeps coming back with so much triangulation of the idea that the patient finally accepts the interpretation, even if it is potentially false. It is a form of brainwashing” (p. 208; see also Rof(, 1989, pp. 138-140, 187-192). This is consistent with a growing number of studies that indicate that false memories can be implanted in the individual’s cognitive system through the therapist’s suggestive effort, to such an extent that patients may come to believe the authenticity of these “memories” (e.g., Ceci & Loftus, 1994; Gutheil, 1993; Lindsay & Read, 1994; Loftus, 1993; Loftus & Hoffman, 1989; Mantell, 1988; Zaragoza & Lane, 1994). According to Loftus (1993), therapists’ tendency to market their belief system is due to the “confirmatory bias” which states that “people in general, therapists included, have a tendency to search for evidence that confirms their hunches rather than search for evidence that disconfirms” (p. 530). 

However, while therapists may play a vital role in motivating patients to confirm their theoretical view, it seems that their persuasive effort has been over-emphasized, failing to take into account patients’ interest and readiness to be deceived. This claim could account for the fact that patients are likely to choose a therapist whose belief system is in concordance with that of their own (e.g., Pattison & Wintrob, 1981). Additional evidence is the fact that patients are likely to remain in therapy when it is consistent with their self-deceptive belief, even if it is ineffective. For example, hypochondriacal patients are reluctant to accept referral to psychiatric services and request to be treated by physicians, even after medical intervention proved to be ineffective for their problems (see Salkoviskis & Warwick, 1986; Warwick & Salkoviskis, 1990; and a case study by Davison & Neale, 1986, pp. 148-150). In this case, changing therapies would mean that the patient must abandon the original self-deceptive explanation of an organic cause (which is more socially acceptable) for a belief of psychiatric cause (less socially acceptable). The need for professional endorsement may also explain why patients spend much of their time, money, and energy on psychoanalysis despite a lack of benefit (see Erwin, 1980; Gross, 1978; Rachman & Wilson, 1980). For example, Leonard (case 1 Chapter 4) who spent several years in psychoanalytic therapy with no satisfactory results, noted that despite “a thousand circumstances that would have robbed many men of faith...I have even now not lost all faith in the method, nor all faith that it may yet work out in this case. But the fact is that it has not” (Leonard, 1927, p. 414; italics added).

Thus, just as patients suffering from spiritual possession would prefer “treatment” through a cult rather than by psychotherapy (e.g., Csordas, 1987, pp. 7-8; see also Witztum et al., 1996), it seems that Leonard and patients similar to him would choose psychoanalytic therapy rather than other forms of intervention. In addition to the prospect of a therapeutic success (see Chapter 7), another major reason may be because therapists sharing the same belief system as patients can encourage and strengthen patients’ self-deception.

Deceptive Diagnosis of Denial

The denial group (i.e., those who insist their behavior is normal and invent a fictitious rationale to account for their symptoms) includes neurotic patients, such as those suffering from anorexia nervosa (e.g., Branch & Eurman, 1980; Bruch, 1973; Crisp, 1980; Garner, 1986; Pryor, Johnson, Wiedrman, & Boswell, 1995) who vigorously defend their “emaciated body as not too thin but as just right, as normal” (Bruch, 1973, p. 89; see case study by Gottheil, Backup & Cornelison, 1969), and some obsessive compulsive patients who deny that their behaviors are excessive or unreasonable (e.g.,  compulsive cleaners; see Foa, 1979; case study in Rachman & Hodgson, 1980, p. 19; DSM-IV, American Psychiatric Association, 1994; and Kozak & Foa, 1994). Given the state of unawareness at the conclusion of the generation stage, patients in the denial category, like the illness group, base their deceptive diagnosis on objective data, i.e., extrospective and introspective evidence. The extrospective evidence concerns the observation that their behavioral change is socially desirable. Often the symptom is an integral part of the individual’s behavioral repertoire, for which he or she was praised before its exaggeration to a bizarre level (e.g., dieting and cleaning; see Chapter 5). Even after onset, the social reinforcement is likely to be continued, at least during the initial stage. For example Branch and Eurman (1980) found that families and friends admired sufferers of anorexia nervosa for their appearance and self-control.

The second type of evidence is the introspective observation of emotional relief immediately after onset. Since patients assess their behavior as normal, it is unlikely that they will experience a loss of control. Rather, given PBT’s assumption that the bizarre behavior is a coping mechanism, they are likely to experience a significant emotional relief. Hence, based on the extrospective observation of socially encouraged behavior and the introspective experience of emotional relief, the patient invents a fictitious rationale that can plausibly account for these observations. Moreover, the patient tends to be happy and resists any social pressures to nullify the behavioral change. 

Bruch (1978) describes the case of a twenty year-old woman who suffered for five years from a severe case of anorexia nervosa. When the patient eventually came for consultation, apparently due to pressure from her parents, who described it as a “terrible disease,” she “insisted that she looked fine and that there was nothing wrong with her being so skinny.” She stated that, “I enjoy having this disease and I want it. I cannot convince myself that I am sick and that there is anything from which I have to recover” (p. 2). Similarly, Garner (1986) noted that “the apparently bizarre eating patterns and the resolute refusal of adequate nourishment becomes plausible given the anorexic patient’s conviction that thinness is essential for her happiness or well-being” (p. 302). It is also understood, as described by the father of one anorexic patient, that the patient feels, “profoundly depressed after a heavy meal and then feels as though she weighs 400 lbs; conversely, when she is not eating and her weight is falling, she appears in good spirits” (Bruch, 1973, p. 90). It is no wonder that anorexics are characterized by “relentless pursuit of thinness and denial of even advanced cachexia as being ‘too thin’” (Bruch, 1973, p. 236; see also 252, 258-259).

Self-diagnosis of denial is also employed in other neurotic disorders whose symptoms are composed of socially encouraged behaviors. For example, Sherman (1938) described a fourteen-year old boy who developed compulsive excessive washing, using the strategy of undoing to counteract the guilt from his masturbation. He washed his hands several times a day and frequently stayed two or three hours in the bathtub. On a number of occasions he daubed iodine on his hands and face, telling his parents that he had scratched himself and wanted to prevent infection. The patient also used boric acid solution to wash his eyes every evening. When asked to explain his excessive cleanness “he stated that he realized that he washed more than other boys, but that in his case there were real reasons. He believed that his skin was of such a texture that it retained dirt and germs, and he therefore was forced to wash and scrub himself”  (p. 226. See also a case study by Rachman & Hodgson, 1980, p. 19). In some cases, patients employ excessive praying which, like cleaning, they rationalize as a preventative measurement against potential danger (e.g. accidents or terror activities; see Rof(, 1989, pp. 273-275) or view as part of a religious ceremony (Rachman & Hodgson, 1980, p.19). 

Clinical evidence indicates that the denial strategy may be adopted even if the symptoms are composed of socially neutral behaviors. One such example is counting rituals (see case 2 Chapter 4; and Rachman & Hodgson, 1980, p. 19), which socially, at non-exaggerated levels, are neither encouraged nor discouraged. This is particularly likely if the patient views the rituals as a preventative measures against anticipated dangers. For example, when a patient who performed compulsive counting rituals to protect her parents from injury was pressed “she agreed that her rituals did not afford them direct protection but felt that the rituals were helpful in the same way prayers are. She concluded that her rituals were irrational only to the extent that prayers are irrational” (Rachman & Hodgson, 1980, p. 19). Furthermore, like panic disorder patients who concentrate on their physiological sensations to validate their self-deceptive belief of illness, obsessive compulsive patients with false beliefs may selectively attend to accidental evidence to validate their self-deceptive belief of denial. For example, Neale et al. (1982) noted with respect to the aforementioned case study (case 2 Chapter 4, pp. 111-112), that Karen’s belief that something terrible would happen to her children if she did not strictly observe her bizarre counting rituals, was most often confirmed. This is because something unfortunate invariably happened to one of the children within a few days of any relaxation of her manifestation of the symptom. “The fact that minor accidents are likely to occur at a fairly high rate in any family of four children did not diminish Karen’s conviction that she had been directly responsible because of her inability to observe the numerical rules” (p. 2).  

The above evidence indicates that neurotic patients tend to prefer the deceptive self-diagnosis of denial, rather than of illness, whenever possible. This observation is consistent with previously mentioned studies on illusion of control (see Chapter 1, p. 20). These studies show that people protect their image by perceiving themselves in a more positive light than they actually are. Neurotic patients are no different and prefer to deny sickness rather than acknowledge it. Yet, as rational beings that suffer from no gross cognitive distortions, neurotic patients will avoid adopting the denial strategy when the symptom is composed of behaviors that are unquestionably undesirable on personal and social grounds, such as physical symptoms, panic attacks, or hostility. For example, patients with extreme obsessive thoughts of hostility toward family members are very unlikely to use the deceptive strategy of denial. Rather, they are likely to diagnose themselves as “crazy” (see case studies by Kraines, 1948 and McAndrew, 1989).  

The clinical evidence reviewed above indicates that the selection of a specific deceptive diagnosis (Illness vs. Denial) is not arbitrarily determined, but rather depends on the patients’ observation of their external behavior and internal feelings. Further support for this claim is generated by a comparison of two very similar disorders, which differ primarily with regard to social acceptability. Sunday et al. (1995) compared anorexics, whose behaviors are socially accepted when not exaggerated to a bizarre degree, to bulimics, who are typically ashamed of their binge eating and experience “acute feeling of loss of control” (DSM-IV, American Psychiatric Association, 1994, p. 546). Sunday et al. reported that although relatively few differences were found between anorexia nervosa and bulimia nervosa on variables such as severity of symptomology, interference with functioning and rituals, the former showed significantly more denial of symptoms than the latter.  

Additional support for the claim that the patient’s self-diagnosis is not arbitrary is that patients are likely to change their deceptive self-diagnosis when they are exposed to information that is incompatible with their belief. For example, while investigating an anorexic patient, Gottheil et al. (1969) succeeded in obtaining diagnostic changes through self-image confrontation.  The patient was filmed and the tape was played back so that the patient could see how thin she was. The video was more striking than looking into a mirror and after repeated self-confrontation the patient had difficulty maintaining her denial. This resulted in a change of the self-diagnosis because thinness became ugly rather than comforting to her. Similar findings were observed by Geissner, Bauer, Fichter, and Manfred, (1997) with a group of 29 anorexic women (see also Vandereycken, Probst, & Van Bellinghen, 1992).

Another factor that may motivate patients to abandon their denial diagnosis is the chronicity of the disorder. As the anorexic disorder advances, the patient is likely to become confronted with two conflicting messages: the dieting behavior that is socially acceptable versus excessive loss of weight and hospital records indicating the existence of illness. Therefore, it should be expected that many patients would be inclined to abandon the denial diagnosis. Moreover, as demonstrated by Greenfeld, Anyan, Hobart, Quinlan, and Plantes, (1991), this tendency is greatest among those individuals with greatest weight loss and longest in-patient stays. Further, it can be expected that when the anorexic behavior is accompanied by bulimic symptoms (see DSM-IV, American Psychiatric Association, 1994), there will be an increasing tendency to choose the strategy of illness rather than denial. This seems to be so because binge eating is socially unacceptable, which, as stated above, results in shame and an acute sense of loss of control. Consequently, these self-experiences should increase the tendency of deceptive self-diagnosis of illness. Accordingly, research observations show that anorexics with bulimic symptoms are predominantly admitters, as opposed to anorexic patients without bulimic symptoms who were categorized as deniers (Pryor et al., 1995). Interestingly enough, the authors also reported that admitters showed greater social disinterest, as opposed to deniers who exhibited greater sociability and confidence. Sociability increases individuals’ focus on dieting, rather than on the negative consequences of the symptoms. Therefore, patients are likely to be satisfied with their symptoms. 

Changing the diagnosis from denial to illness following presentation of conflicting evidence occurs among obsessive compulsive disorder patients as well. For example, in a case study by Meyer (in Rachman & Hodgson, 1980) the patient, a religious middle-aged Jewish woman who performed multiple eating and checking rituals, claimed her behavior had a rational foundation. After unsuccessful attempts at modifying the patient’s behavior, “Meyer finally secured his point by arranging for a distinguished rabbi to visit the patient and confirm that she had taken her ritualistic activities to irrational extremes” (p. 19). As the symptoms become chronic, patients are more likely to revise their assessment when confronted with evidence inconsistent with their belief. This is consistent with Rachman and Hodgson’s (1980) statement that patients with a long history of obsessional problems are more likely to describe their rituals as senseless. 

Altogether, this clinical and research data indicates that despite its deceptive nature, neurotic patients base their self-diagnoses on real sensory and emotional experiences. Further, when patients are confronted with evidence conflicting with their diagnosis, an appropriate change is likely.   

The denial strategy of anorexics and some obsessive compulsive patients led investigators to assume that these subjects, as compared to the illness group, suffer from poor insight (DSM-IV, American Psychiatric Association, 1994, pp. 419, 540; Kozak & Foa, 1994). This conclusion can be accepted if one agrees with traditional theories of psychopathology and views neurotic symptoms as reflections of illness caused by factors beyond self-control.  However, to the extent that bizarre symptoms are self-induced and both types of diagnosis are equally deceptive and based on similar sorts of evidence (i.e., extrospective and introspective observations), the denial group is no less realistic or rational. Moreover, in some sense the denial group does have a measure of awareness, different but perhaps equal to that of the illness group.  While denial patients are unaware of their symptomology (i.e., that their behavior is deviant), they have greater awareness regarding the mechanism of the behavioral change (i.e. self-involvement) than the illness group. As far as the underlying causes and the reason for the adoption of their symptoms (i.e., stress-related thoughts), both groups are equally unaware. These variations are illustrated below in Table 2.

Table 2.  Level of awareness in illness vs. denial group 

	Group
	Mechanism
	Cause
	Symptomolgy

	Illness
	Unaware
	Unaware
	Aware

	Denial
	Aware
	Unaware
	Unaware


Traditional theories of psychopathology would expect that denial patients, whom they regard as having poor insight, would be more resistant to therapeutic efforts than illness patients, whom they believe have better insight. However, as noted by Pryor et al. (1995) with respect to anorexia nervosa, “denial does not appear to be a reliable sign of poor prognosis, nor do deniers differ systematically from admitters with regard to the onset or general presentation of their illness” (p. 301).  Kozak and Foa (1994) came to a similar conclusion with respect to obsessive compulsive disorders in reviewing the available evidence in this area.

Stabilization of Unawareness

The deceptive self-diagnosis and explanation are important not only for the preservation of patients’ state of unawareness regarding self-involvement, but also because they serve as a powerful distractive tool. By focusing on these self-deceptive beliefs patients can ward off or prevent the accessibility of stress-related thoughts into attention. However, these deceptive cognitions alone are insufficient as coping measures. New manifestations of bizarre behaviors may be necessary if stress continues to exceed patients’ tolerance level, and in order to reinforce and prevent the extinction of the self-deceptive belief. This means that individuals must again and again consciously decide to display the symptom, and yet maintain a state of unawareness of this active involvement. This section discusses: (a) the different situations affecting the conscious decision to redisplay the symptom; and (b) the self-deceptive mechanism by which the conscious succeeds in preserving a state of unawareness of self-involvement despite repeated involvement in the manifestation of the symptoms.  
Symptom Activation Situations


Three situations stimulate the conscious to display bizarre behaviors after the first episode: stressful life events, belief challenging conditions, and interval of time between episodes. Regarding the first factor, it seems that patients may reactivate the bizarre symptom for the purpose of distraction or controllability when they re-confront stressful situations - not necessarily the original - or when experiencing elevated levels of emotional distress.  Blanchard and Hersen (1976) mentioned three case studies of conversion disorder consistent with this hypothesis. The first is the case of a 14 year-old girl who developed aphonic hysteria following a quarrel with her mother.  Several weeks later the patient’s voice “miraculously” returned during a conversation with her sister. However, when the patient subsequently quarreled with one of her sisters and was severely scolded by her mother, her voice was reduced to a whisper. The next day the patient had a sexual relationship with her cousin, when her mother was absent.  When the mother returned she sharply questioned the patient about her activities.  Consequently, the patient’s voice disappeared completely for the second time.  In another case a 22 year-old woman developed hysterical seizures shortly after her marriage. The redisplaying of these seizures coincided with the following:  

(1) her husband had injured his foot and left work, and debts had accumulated; (2) she had changed jobs (she was then forced to terminate because of an increased number of seizures); (3) quarrels with her husband had increased in frequency.  (Blanchard & Hersen, 1976, p. 122). 

In the third case, a 42 year-old man complained of severe back pains and an inability to move his legs. The patient was unable to work and received social security benefits. Clinical assessment of the patient’s difficulties in the context of his family life revealed that the display of his symptoms usually coincided with a variety of environmental stresses.  “Among these were his role as “housewife,” difficulties with his 18 year-old son, being discharged from the National Guard after 20 years of service, and his strong opposition to his youngest daughters’ marital plans” (Blanchard & Herson, 1976, p. 124).  In another case study, Wijesinghe et al. (1976) described a 35 year-old woman who developed her first episode of spiritual possession at the age of 23, when her husband’s drinking had become a serious problem. The symptom was displayed when the drunken husband assaulted the patient and her children.  

These attacks recurred during the next 10 years - first being precipitated by quarrels with the husband, and later also by culture-bound stimuli.  The husband’s drinking has become less of a problem to the family in the past 3 years as he has had to reside at the worksite and can only visit the family during weekends.  Apparently in consequence of this, her attacks have become less frequent and in the past 2 years she has had none - although she believes she is still susceptible to possession.  (p. 137)    


Mathews et al. (1981) noted, with respect to agoraphobia, that, “it has often been suggested that both onset and fluctuations are related to changes in interpersonal relationships or to environmental stress” (p. 39).  Similarly, as claimed by Marks (1987a) 

agoraphobia that has been stable for some time can be exacerbated suddenly by as many factors as those which might have precipitated the  original episode.  Remission, too, may coincide with similar sudden life events... Any stressful situation might intensify agoraphobia.  Depression often aggravates agoraphobia to the point of major disability; after the depression clears the handicap reverts to its previous lower level. (p. 338) 

Intensification of the symptom enables patients to distract themselves from stressful thoughts or increase their controllability, thereby reducing the level of depression.  In the same manner, clinical data suggests that the intensity of obsessional rumination tends to fluctuate in accordance with the patient’s level of depression (e.g., see case study by Rachman & Hodgson, 1980, p. 257).  


Another example concerns multiple personality disorder. As noted by Bliss (1984), “the ‘spontaneous’ transformation of the alert patient into another personality usually occurs when the patient encounters a stress with which he or she cannot cope” (p. 137; see case study by Spitzer et al., 1983, pp. 37-41).  


The second situation that may motivate the display of the symptom is a belief-challenging condition. This situation occurs when the patient is exposed to a substitute stress-stimulus (SSS), which was selected at the adoption stage to serve as a distractive stimulus. Usually this situation is typical of neuroses, which are composed of fear towards exogenous stimuli as in agoraphobia (Marks, 1987b), and phobias of chocolate (Rachman & Seligman, 1976) and insects (Jacobs & Nadel, 1985).  In these situations the patient will actively avoid encountering the SSS, and this constant effort of avoidance acts as a powerful distractive tool.  By concentrating on the belief that the SSS is harmful, the patient succeeds in eliminating or blocking the accessibility of stress related stimuli from attention.  However, in order to preserve the coping value of the belief, active avoidance is insufficient.  The patient must redisplay the original symptom or intense fear, much like conditioning, whenever confronting the SSS.  Failure to display the bizarre reaction when re-exposed to these stimuli may invalidate the individual’s self-deceptive belief and subvert the maintenance of the patient’s coping mechanism.  Re-exposure to the SSS may be accidental, unavoidable or intentional.  With regard to accidental exposure, an agoraphobic noted in two cases that 

finding myself in the midst of  a large gathering would inspire a feeling of terror (which )... could be relieved in but one way - by getting away from the spot as soon as possible... [in another case,]  I remember once going from Chicago to Omaha with my little boy.  On entering the sleeper I found it crowded.  I at once became ill-at-ease.  As the train moved on I became more and more desperate, and finally ... procure(d) a section  by myself... (in) a stateroom ..., paying $10 extra for it.  Had it been $100 and I had the money, I should have bought it without once counting the cost.  (Marks, 1987a, pp. 325-326)

Thus, when the agoraphobic patient accidentally encounters situations that challenge the self-deceptive belief, he or she must display an intense anxiety arousal and make every effort to remove his or herself from the situation as quickly as possible. Otherwise this might sabotage the patient’s self-deceptive belief.

Unavoidable exposure refers to situations where the SSS is either forced upon the patient or is too costly to be avoided. This is illustrated by Leonard (case 1 Chapter 4) who, in order to visit his fianc(, had to face his SSS, a train, to which he previously reacted with panic. “She wants me... ‘I must think of her’... I walked to the station - precisely as one walks to the electric chair ...  The slogan that sang in my ears was only: ‘You are going to your death’...” (Leonard, 1927, p. 347). Another example is when a phobic patient is confronted with the object of fear in a therapeutic setting (e.g., chocolate, see Rachman & Seligman, 1976) or when a compulsive hand washer touches a contaminated object in an experimental setting (Rachman & Hodgson, 1980, p 173). The patient must display fear, or find a self-deceptive excuse for not doing so, or else this will invalidate the belief and necessitate the abandonment of the symptom.

While unavoidable exposure is mostly characteristic of situational neuroses, it can also occur with other neuroses, such as conversion disorder. For example, Levy and Jankovic (1983) were able to control a woman’s hysteric symptoms by experimentally manipulating her belief that she suffered from a certain disease. The patient displayed a variety of dramatic pseudo-neurological symptoms when given a placebo that she believed was a certain drug, and displayed normal behavior when given the drug while thinking it was something else.

Another example is non-situational panic disorder that occurs spontaneously in the absence of an identifiable external trigger (Marks, 1987b; Rachman, 1990, p. 131). As stated, usually these patients believe that they suffer from heart or pulmonary disease and validate their beliefs by increasing their awareness of bodily sensations (Clark, 1986; Margraf & Ehlers, 1991; McNally et al., 1995). Thus, when their deceptive belief is experimentally challenged by situations that increase bodily sensations - such as by administrating suitable substances (e.g., adrenaline, sodium lactate and caffeine; see Chapter 3) or employment of procedures that effect respiration (e.g., strenuous exercise, experimental hyperventilation, and CO2 inhalation) - a panic attack can be brought on (Barlow, 1988, pp. 115-145; Nutt & Lawson, 1992; Rapee, 1995). A threat to belief, and therefore arousal of panic attack, can also occur by decrease in heart or respiratory rate as a result of relaxation procedures (e.g., Barlow, 1988, pp. 148- 151). These variations in the patient’s heart/respiratory rates cannot be ignored without jeopardizing the validity of the self-deceptive belief as well.

Intentional exposure to the SSS is likely whenever patients are uncertain regarding the deceptive self-diagnosis and, thus, actively search for self-deceptive information to strengthen the belief. This is most likely after the first episode, since one episode may not justify the preservation of the maladaptive behavior toward the SSS. Additional “proof” may be needed to validate individuals’ deceptive diagnosis. For example, the morning following his initial panic attack, when he came to the deceptive diagnosis that he was in critical condition and going to die, Leonard (case 1 Chapter 4) noted that:

Though feeling strangely weak in body, I start out a little walk down the street.  Within a hundred feet of the house I am compelled to rush back, in horror of being so far away... a hundred feet away... from home and security.  I have never walked or ridden, alone or with others, as a normal man since that day (Leonard, 1927, p. 308).  

Thus, Leonard did not stay at home, as one would expect from a critically ill patient, but instead intentionally ventured outside so that he could revalidate his belief of illness. Subsequently he held a firm conviction that his situation was indeed critical and avoided resuming his work at the university for a substantial period of time.  

Intentional exposure can occur at a more advanced stage of the disorder as well, when the patient may utilize these “experiments” to neutralize self or social pressures to act normally. Patients may present a seemingly genuine attempt to face his or her fear, and then to use the “failures” to revalidate their beliefs. In one such example, a patient noted that: 

Times more than I can recall I have gone into restaurants or dining rooms, ordered a meal and left it untouched, impelled by my desire to escape the crowd ... (or) have bought tickets to theaters, concerts, fairs or what not, merely to give them away when the critical moment arrived… (Marks, 1987a, p. 326). 

It should be noted that patients are more likely to initiate intentional exposure to strengthen their self-deceptive belief when control over exposure to the SSS is high and frequent exposures can be avoided (e.g., agoraphobia). In contrast, when control over the SSS is low and frequent exposures are unavoidable (e.g., anorexia nervosa where the individual must frequently eat in order to survive), intentional exposures will not be needed for the purpose of seeking deceptive evidence to validate the deceptive self-diagnosis.  


The third situation, interval of time between episodes, which motivates the re-manifestation of the symptom, refers to the period of absence of symptomatic behavior since the last episode. A prolonged interval may weaken the deceptive self-diagnosis, as it may indicate that patients’ condition is not serious or that they have recovered from the disorder. Consequently, attention is likely to be less preoccupied by the symptom or thoughts related to it, thereby attention becomes more accessible to stress related thoughts. Further, this may also reduce the controllability value of the symptom since people will not be impressed by the seriousness of patients’ condition. Therefore, in order to prevent the extinction, or to reinforce the distractive and controllability values of the symptom, patients must retain some routine display of the bizarre behavior that sufficiently convinces themselves and others that they are still a “case.” This hypothesis may account for why patients become anxious when they forget or are unable to maintain their desired level of frequency. For example, in one case study, Dollard and Miller (1950) noted that, “occasionally Mrs. A would forget to count and her intense anxiety would recur” (p. 21). Similarly, Karen, in the aforementioned case (case 2 Chapter 4), experienced considerable feelings of anxiety on occasions where she was in too great a hurry to observe her compulsive rituals.

The Deceptive Cycle

Even after the generation and preservation stages of unawareness, the conscious continues to be involved in the displaying, modification or inhibition of the symptom, as suggested by clinical evidence showing flexibility in symptom manifestation. For example, when the university authorities threatened to fire Leonard (case 1 Chapter 4) if he did not resume his teaching duties (Leonard, 1927, p. 328), he adjusted his symptoms to the demands of reality by moving to an apartment nearer to the university. Additionally, although his agoraphobic symptoms did not allow him to travel far distances from the university, he did break this rule when it was essential for his adjustment needs. For example, Leonard stated that his

phobias did not permit my father or mother to shop downtown... they still sat or walked always in or near the house... we could not earn our bread otherwise.  The phobias did not permit of my taking them down town... And the phobias permitted me to go ‘way down town’... at that particular time.... only on my bicycle.  (Leonard, 1927, p. 343)

Leonard excused this violation of his “illness” by saying that he could control his phobia because “the speed of the bicycle magnified my beat... and even that, I had to make the purchases with despatch” (p. 343; see also 346). Thus, a self-deceptive excuse was employed to settle the discrepancy when maintenance of his symptoms was inconvenient for him. Likewise, Leonard ventured to travel twice to Chicago and once to New York when he expected to meet his fianc(, yet he still emphasized that the train was like an “electric chair” for him (p.347) in an attempt to maintain his self-deceptive belief of illness.

Similarly, agoraphobic patients develop self-deceptive excuses that allow them to occasionally inhibit their symptom, and thereby alleviate their suffering, without being accused of discrepancy that would threaten their coping mechanism. For example, they can allow themselves to be away from their homes if given an avenue for quick return, if escorted by their spouse or by sitting near the door at a restaurant (Thorpe & Burns, 1983, pp. 23-24).


Further evidence suggesting the involvement of the conscious in the display or inhibition of neurotic symptoms is the selective nature of conversion symptoms. For example “paralyzed” muscles can often be used for some activities and not others, and if patients are suddenly awakened from a deep sleep, they may be tricked into using a “paralyzed” limb (Carson et al., 1988, p. 202). Likewise, the phenomena of belle indifference, where patients describe their conditions with little of the anxiety or fear that would be expected (Mucha & Reinhardt, 1970), might also reflect some sign of awareness. If patients were completely unaware of self-involvement, one would expect a tremendous emotional arousal once there was a realization of the loss of an important psychological function. Similarly, Mischel and Mischel (1958) noted with regard to spirit possession that 

Even in the most extreme examples observed, the individual seemed to retain sufficient consciousness and control to permit him to behave without injury to self or others; that is without stumbling over objects or mishandling implements (p. 253).


Another example of conscious control is the previously reviewed evidence that obsessive-compulsive patients inhibit their symptoms in situations where their exhibition may be socially embarrassing or threatening to their work (see Chapter 5, pp. 163-164). Similarly, Varma et al. (1981) reported a case study of a multiple personality where the patient could control the switch to her other personality, as it “occurred at her home only, and never during even prolonged visits with relatives” (pp. 114-115). In the same manner, although kleptomaniacs are unable to resist their bizarre impulse to steal, they will generally avoid stealing when immediate arrest is probable (DSM-IV, American Psychiatric Association, 1994). Likewise, the phenomenon of spontaneous recovery, where the symptom suddenly disappears (e.g., see Jung, 1963, p. 120; Rachman & Wilson, 1980; and case study by Wolpe, 1982, pp. 286-287), reflects the involvement of the conscious in inhibition of the symptom.  As will be elaborated in the next chapter, this phenomenon is likely when the stress has ceased, and patients no longer need the pathological coping mechanism. 

Despite the continued involvement of the conscious in controlling the symptom, the fact remains that the patient appears to be sincerely unaware.  The fundamental question is how the patient succeeds in preserving the state of unawareness while still managing to manipulate behaviors according to his or her needs. This question can be answered through the self-deceptive cycle, illustrated in Figure 2.

Figure 2 describes the state of the conscious immediately before the displaying of the symptom, when patients are briefly aware of self-involvement, and immediately afterward, when patients become unaware of this knowledge.

No. 1 in the figure illustrates the three situations that may lead the conscious to re-employ the symptom. These situations are stress, belief-challenging conditions (BCC) and interval between episodes (IBE). No. 2 describes the existence of a response set within the conscious or the long-term memory, developed after the initial episode of symptoms’ display, which represents the patient’s firm determination to use the symptom as a coping strategy. Although the response set facilitates the manifestation of the symptom, the release does not occur in an automatic manner, like a conditioned reflex. Instead, an accelerated assessment is made, where the patient will consciously release the symptom (no. 2a in the figure), unless there are special reasons that necessitate the inhibition of the response through self-deceptive excuses, as in the aforementioned examples. Exercise and intense emotional distress will accelerate the decision-making process. However, even under regular conditions the conscious exposure to the knowledge of self-involvement (no. 2b in the figure) is very brief, more so than in the generation stage.

Three mechanisms serve as a barrier against awareness: the self-deceptive diagnosis, self-deceptive explanation and the symptom (nos. 3a, 3b and 4 in the figure, respectively). Patients focus their attention on these powerful distractive tools, as well as on available “evidence” supporting the deceptive beliefs (e.g., adverse bodily sensations in panic disorder; Clark, 1986, 1988), thereby preventing the encoding of the knowledge of self-involvement in long-term memory.


In the final stage, once patients become unaware of their self-involvement, the process of self-observation mentioned in the preservation stage is repeated. Based on the extrospective observation of maladaptive behavior, and introspective experience of loss of control (5a & 5b in the figure, respectively), patients in the illness group will have additional deceptive proofs to revalidate their deceptive self-diagnosis and explanation at each new presentation of the symptom. A similar process is performed by patients in the denial group based on their observations of socially encouraged behavior and the evidence of emotional relief (5c & 5d). This deceptive cycle, where the conscious begins with awareness and ends with unawareness, may account for Seligman’s (1988) dilemma regarding the resistance to extinction of panic disorder. The author noted that 

a person who has had panic disorder for a decade may have had about 1,000 panic attacks. In each one, on the cognitive account, he misinterpreted his racing heart as meaning that he was about to have a heart attack, and this was disconfirmed. Under the laws of disconfirmation that I know, he received ample evidence that his belief was false, and he should have given it up... But neither theory explains why the beliefs did not extinguish in the face of disconfirmation long ago. (p. 326; see also Eifert, 1992)  

Exceptional Cases

The aforementioned theoretical model of unawareness may not be suitable for all cases of neurotic disorders. There are at least three exceptional cases in which either the unawareness is obtained in a somewhat different way, is difficult, or is impossible to achieve. These are multiple personality disorder (MPD), dissociative fugue, and total hysterical blindness.  

Multiple Personality Disorder

Clinical and research data regarding MPD indicates that in most cases the original personality is unaware of the existence of the alternate personality (i.e., the symptom). For example, Putnam et al. (1986), while investigating clinicians involved in the treatment of 100 MPD cases, found that in 68% of the cases, the personality presented for treatment was unaware of the existence of other personalities. In light of this, it seems that in most cases MPD patients succeed in preserving their unawareness solely through memory-inhibiting factors (i.e., state dependant memory, hypnotic amnesia and directed forgetting, see pp. 179-181), without developing self-deceptive beliefs. This is consistent with the theoretical position of other investigators who account for the patients’ amnesia of the alternate personality in terms of state dependant memory and hypnotic amnesia (see Fahy, 1988; Spanos et al., 1985). State dependant memory is especially effective in MPD, more so than other neuroses, in inhibiting the knowledge of self-involvement because the alternate personalities tend to be extremely different in terms of tastes, preferences, emotion, behavior, gender and age (Putnam et al., 1986; Spanos et al., 1985).

Nevertheless, in some cases, memory-inhibiting factors may not be sufficient in preserving the state of unawareness. This is more likely when the episodes of alternate personality are frequent or prolonged, and especially when significant or emotionally loaded behaviors are performed. For example, in the previously mentioned MPD case (Chapter 5, pp. 137-138), Ellen, the alternate personality, would spend one afternoon each week with a strange man whom she met in a bar in the neighboring town. Since these meetings were long and frequent and they involved sexual relations, memory-inhibiting mechanisms were unable to generate and maintain unawareness of self-involvement in actually producing these behaviors.

Therefore, under these conditions, the only strategy that can possibly result in unawareness of self-involvement is the aforementioned self-deceptive strategy, supposedly employed by neurotic patients. This means that in order to preserve the state of unawareness, patients have to develop a self-deceptive diagnosis of illness (i.e., that the alternate personality is controlled by factors external to the self). Accordingly, the above patient “complained that she had been struggling for many years against Ellen, whom she described as another self (italics added). Ellen periodically ‘took over’ the patient’s ‘real self’ and made her do ‘horrible things’” (Spitzer et al., 1983, p. 37). Thus, based on her extrospective observations of deviant behaviors (e.g., “horrible things”) and introspective experience of loss of control (i.e., “another self”), the patient developed a self-deceptive belief of illness that allowed her to preserve the state of unawareness. 

Patients’ belief in the reliability of the deceptive evidence increases when they receive a “scientific” endorsement for this deceptive diagnosis of illness in the form of a psychodynamic therapy (e.g., see Spanos, 1996, pp. 235-241). The deceptive value of this therapeutic intervention is further increased because the treatment is often conducted within a hospital setting (see case study of Ellen by Spitzer et al., 1983, pp. 288-289). The psychoanalytic therapist facilitates the deception by suggesting an appropriate explanation and providing the patient with ample deceptive evidence that relates the MPD symptoms and their current difficulties to the consequence of repressed traumatic childhood memories. As noted by Spanos et al. (1986), who claim that MPD is a conscious, deliberate behavior,

Hypnotic age regression is frequently employed to gain access to “unconscious memories.”  During age regression these patients often provide emotionally laden descriptions of childhood traumas that are purportedly related to the “splitting” of their personalities.  (p. 300)


In an experimental study with college students, Spanos et al. (1986) demonstrated that clinical interview procedures employed by dynamically oriented therapists encourage the development of MPD and “serve to legitimate an ongoing self-presentation as a multiple personality patient” (p. 310; see also Spanos, 1996). This means that when psychoanalytical therapists provide insight, they may in fact be supplying patients with a scientific self-deceptive explanation that helps to legitimize patients’ deceptive self-diagnosis. This claim is illustrated by Bliss (1980), who noted that 

after the patient is aware of the personalities, I now, early, discuss with her the nature of multiple personalities. I explain that they are a product of self-hypnosis, induced at an early age, without any conscious intent...  (p. 1393)


Repeated manifestation of the alternate personality may diminish its distractive value and eventually cause awareness of self-involvement. This is particularly likely where the unawareness is achieved merely through memory inhibiting factors, in the absence of a self-deceptive belief. In order to avoid this problem, MPD patients increase the distractive value of their disorder by using a number of personalities which may range between 1 and 60, with the average being 13.3 (Putnam et al., 1986). Another strategy is multiple complaints, such as auditory hallucinations (72%), conversion symptoms such as pseudo-seizures (40%), and headaches, which are experienced by one half of MPD patients (Coons et al., 1988; see also DSM-IV, American Psychiatric Association, 1994).

The many numbers of distractive tools require a great deal of attention and decision making processes. The conscious must remember each tool and choose one over another, depending on the distractive and controllability needs at any given time. This, of course, increases the risk of awareness of self-involvement and could sabotage patients’ self-deceptive belief. In order to avoid this risk, patients assign the task of the “manager” to one specific personality. For example, Putnam et al. (1986) reported that 86% of patients had an alternate personality that claimed to be aware of all of the other personalities. Further, in 75% of cases there was an alternate personality that had a complete memory of the individual’s life history, and in 54% this personality was the same personality that asserted to have a complete awareness of the other alternate personalities. This sophisticated cognitive maneuver enables the conscious to preserve the state of unawareness by deliberately withdrawing attention from the distractive tools (i.e., the symptoms) when they are not in use, and by intensively focusing on the “manager” when a decision is made to re-employ a certain symptom.

Dissociative Fugue

Another example of the difficulty to produce a deceptive self-diagnosis is dissociative fugue. Since patients rehearse their own identity and personal history (e.g., children’s names) intensely for years, the ability to forget identity-related information becomes an almost impossible task. As demonstrated in case 3, Chapter 4 (pp. 112-114), fugue patients achieve some level of forgetting, and hence unawareness, by intensely concentrating on cues disturbing memory in the new environment, and by deliberately avoiding stimuli that might remind them of their true identity (e.g., friends that inquired about her past). It seems then that patients can only achieve some level of unawareness by managing a lifestyle that demands their entire attention, along with intentional forgetting efforts to overlook past memories and reminiscent stimuli.

Due to the strong anti-deceptive information regarding their past, fugue patients are in fact unable to develop an easily defendable self-deceptive belief. Therapy can, therefore, induce awareness by using insight procedures that remind the patient of this information. Accordingly, Symonds (in Merskey, 1979) treated cases of fugue by telling patients, “I know from experience that your pretended loss of memory is the result of some intolerable emotional situation” (pp. 264-265). The therapist further stated that if the patient would tell the whole story he would respect the patient's confidence, even to the point of telling the patient's doctor and relatives that he or she has been cured by hypnotism. Symonds reported that all of his patients admitted to having faked their symptoms, i.e., they lost their pathological coping strategy.

Total Hysterical Blindness 

According to psychoanalytic doctrine the unconscious is an omnipotent system which has no limits on its ability to generate symptoms. In contrast, although theoretically the choice of symptoms remains unlimited in PBT as well, there are cases where patients may not be able to produce a state of unawareness. This is likely when the individual is constantly bombarded by evidence challenging the authenticity of the symptom. This claim is applicable to total hysterical blindness and hysterical hearing, where subjects are constantly exposed to visual or audio stimuli. 


This theoretical controversy between psychoanalysis and PBT can be demonstrated by referring to experimental investigations of five hysterical blind patients.  In four of these cases (e.g., Brady & Lind, 1961; Bryant & McConkey, 1989; Grosz & Zimmerman, 1965; Miller, 1968; Theodor & Mandelcorn, 1973; Zimmerman & Grosz, 1966) the patient was totally blind in one or both eyes. However, despite patients’ claims of being totally blind, they demonstrated sensitivity to light when motor responses to visual cues were examined via a special experimental technique. For example, in one study (Grosz & Zimmerman 1965; Zimmerman & Grosz, 1966) three triangles were projected onto a screen that contained three windows. In each trial, two of the figures were inverted and the third was upright. If the subject selected the switch below the upright triangle, he was informed that his response was correct. If, however, he chose either of the other two switches, he was informed that his response was incorrect. The triangles were randomly projected so that the upright triangle appeared equally in each of the three windows. The subject’s correct responses in the absence of the visual stimuli (first stage) were then compared with correct responses obtained when the stimuli were projected onto the windows (second stage). The results showed that the patient’s performance in the second stage was significantly below the chance level determined at the first stage. To examine whether the patient’s correct responses could be experimentally manipulated, the experimenter’s collaborator told the subject that the doctors knew or thought that he could see because he had made fewer correct responses than a blind person would. He was also told the number of correct responses required for chance-level performance. As one would expect, in a subsequent visual test the subject’s correct responses increased to chance level. This indicated that subjects were in fact sensitive to light. 

These experimental findings can either be interpreted in psychoanalytic concepts (i.e., unconscious perception of light, see Brady & Lind, 1961) or, as suggested by PBT, it can be understood in terms of malingering (see also Grosz & Zimmerman, 1965). After reviewing these findings (excluding Bryant & McConey, 1989), Sackeim et al. (1979) brought a case study by Grosz and Zimmerman (1970), of a 15 year-old girl with hysterical blindness, to reject the possibility of malingering. Using experimental procedures similar to those used by the aforementioned studies, Grosz and Zimmerman found that, in contrast to the above studies, she responded correctly in almost all of the 480 trials where she was asked to differentiate between triangles; yet she continued to insist on her blindness. Based on these findings, Sackhiem et al. noted that “a consciously malingering patient would be unlikely to maintain claims of blindness while simultaneously giving correct identifications of visual stimuli” (p. 479). Accordingly, they developed a psychoanalytic model of hysterical blindness suggesting that “the hysterically blind individual is not aware of visual cues, and perceptual representations are blocked from awareness” (p. 447). In other words, Sackeim et al. suggests the implausible idea that hysterically blind patients see without being aware that they are seeing. 

However, Sackhiem et al.'s position is complicated by the fact that the 15 year-old patient never claimed to be totally blind. “Her behavior showed no signs of any visual deficits except when asked to read small or large print . . . [and] she scored 100% loss of vision for reading in both eyes” (Grosz & Zimmerman, 1970, pp. 118-121). Rather, she complained of blurred vision and her blindness was only restricted to reading. This suggests that the girl suffered from selective hysterical blindness similar to aircrew patients in World War II who complained of selective ocular hysteria (Ironside & Batchelor, 1945). The latter authors reported 40 cases of different aircrew members (pilots, gunners and observers) who exhibited visual disturbances (e.g. blurred vision or defective night vision) that prevented them from fulfilling flying related tasks. According to Ironside and Batchelor (1945) these patients suffered from problems related to “looking” rather than from disturbances in “seeing”. In looking “the interference is with the will of the patient, and such functions as perception, appreciation, attention and response are involved; in other words it is the patient who is at fault, and not his visual mechanism” (p. 89). In “looking hysteria”, but not in “seeing hysteria”, self-deception, and hence a state of unawareness, is possible because the individual is not subjected to constant evidence negating the belief pertaining to the deceptive diagnosis. It appears then, that the theory of unconscious seeing has never been convincingly proven, hence, the possibility still exists that cases of total hysterical blindness are examples of malingering (i.e. subjects are consciously aware of light).

Nevertheless, although a total hysterical blindness may in fact be malingering, it may still serve not only the individual’s need for secondary gain (or controllability in PBT’s terms) as claimed by behaviorist theories (e.g., Ullmann & Krasner, 1975, pp. 250-257), but may function as a repressive tool as well, just like other neurotic symptoms. To the extent that the role playing of blindness preoccupies the individual’s attention almost constantly, so that it becomes his or her style of living (see Chapter 4 case 4; and Grosz & Zimmerman, 1965), the symptom causes a state of unawareness of stress related thoughts. The high distractive value of the symptom might effectively block the accessibility or stress related thoughts from attention. In these cases, the symptom itself, not the belief of being blind, enables one to achieve a significant level of repression.

Discussion

PBT differs from traditional theories in two fundamental respects: 1) The symptom is the consequence of a conscious decision, rather than an irrational or uncontrolled process; 2) The unawareness follows the development of the symptom, rather than preceding it or occurring independent of it. Moreover, this state of unawareness is the consequence of sophisticated conscious psychological processes that are unique to neurotic patients, rather than the result of an autonomous unconscious unit that functions irrationally and is an integral part of the human cognitive system.

PBT’s conceptualization of unawareness resolves the most basic problematic issue in psychopathology, which is patients’ inability to account for the sudden onset and maintenance of the dramatic and severely disruptive change in their behavior. This state of unawareness was the fundamental cause that motivated the development of the mechanistic-deterministic approaches in psychopathology, and, in fact, for the widely accepted belief that human beings are irrational in their basic nature. 

Although the validity of this new concept of unawareness has not yet been empirically verified, it is certainly consistent with a large body of evidence relating to informational processing and enables a better understanding of many of the fundamental problems that challenge the validity of traditional theories. The conceptualization of the unawareness amongst neurotic patients in conscious terms enables the use of conscious concepts for the resolution of several fundamental issues in psychopathology, such as choice of symptom and sex, age, social and cultural differences. It also enables the modification, and, thus, the preservation, of several useful psychoanalytic concepts, such as isolation, reaction formation and undoing.

An additional contribution of PBT’s concept of unawareness is that it clarifies the specific symptoms that motivate neurotic patients to redisplay the symptom. This includes stress, belief challenging conditions and the interval of time between episodes. In this regard, PBT accounts for the wide range of situations that precipitate the redisplayment of the symptom in a seemingly automatic manner. One prominent example is the large variety of chemical substances, termed “biological challenges” (e.g., CO2, adrenaline, caffeine, lactate infusions; see Rapee, 1995), that stimulate panic attacks among panic disorder patients which puzzled investigators as they could not find a common causal factor among these substances (see Chapter 3, pp. 67-68). While both biologists and cognitivists accounted these findings in mechanistic terms, viewing panic attacks as involuntary responses, PBT regards the patients’ sensitivity to these ‘biological challenges’ and other symptom-activation situations as part of a sophisticated attempt to preserve the credibility of their self-deceptive belief.

PBT’s concept of unawareness facilitates the understanding of several other issues as well, such as the phenomenon of resistance to extinction of panic disorder, which challenged the validity of both behavioral and cognitive theories (see Chapter 2). Other examples include the complexity of MPD, which is often composed of several personalities and a multiple of additional symptoms, and spirit possession, which has not been incorporated into the traditional theories of psychopathology. In fact, these theories were largely restricted to western societies, whereas PBT generalized its theoretical claims to all types of people.  


Unlike the omnipotent characteristic of the Freudian concept of the unconscious, PBT emphasizes the limited ability of the conscious to generate a state of unawareness. For example, in PBT, patients with total hysterical blindness are unable to create a state of unawareness since they are continuously bombarded with anti-deceptive evidence. In this regard, PBT rejects the implausible psychoanalytic suggestion that people can see without being aware that they are seeing. Similarly, high levels of education limit individuals’ ability to choose certain symptoms (e.g., old-fashioned conversion symptoms such as glove anesthesia; see White & Watt, 1981, p. 217) because of the anti-deceptive information resulting form a relatively wide range of knowledge in medicine. This may account for the adverse relationship between the prevalence of conversion disorder and the level of education (e.g., Jones, 1980; Nandi et al., 1992; Ziegler et al., 1960). Another factor that inhibits the generation of unawareness is young age. Psychoanalysts, including those who are behaviorally oriented (e.g., Dollard & Miller, 1950; Jacobs & Nadel, 1985), attributed almost “demonological” power to traumatic childhood events in the etiology of neuroses. Yet, they fail to explain why neurotic disorders are so rare amongst children. Not only does PBT reject this fundamental psychoanalytic claim, but it also states that bizarre neurotic symptoms are rare amongst children at a very young age partly because they are not sufficiently mature to be able to activate the sophisticated psychological processes required for the creation of unawareness.  

Just as patients avoid adopting symptoms that would cause difficulties in deceiving themselves, they have a greater tendency to choose behaviors for which they can more easily find “proofs” for their self-deception. Accordingly, it seems that the availability of MVP’s cardiac or asthmatic symptoms (see pp. 142-143) increases the likelihood of agoraphobia and panic disorders partly because the deception becomes easier. Similarly, it seems that Leonard (case 1 Chapter 4) chose to display his panic attack, when he was accidentally exposed to a train in a desperate state, because of his strong belief in psychoanalysis. This allowed him to utilize his seemingly repressed memories of the traumatic childhood experience for the purpose of deception.

PBT’s rejection of the mechanistic-deterministic concepts of the traditional theories, and the new concept of the unconscious that emphasizes the conscious-rational processes in neuroses, has important implications for the understanding of the therapeutic process. It opens new avenues to account for the effects of various therapeutic methods which previously seemed to be inconsistent with one another.
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PBT as a Unified Theory of Psychotherapy

Introduction

In light of the theoretical confusion surrounding psychopathology, it is not surprising that the underlying mechanisms for the therapeutic treatment of behavioral deviations remain undetermined. Although various therapeutic techniques developed by the traditional theories have proven to be effective in varying degrees, investigators are still uncertain about the fundamental principles by which these therapies exert their influence. Essentially, advocates of each theoretical camp continue to promote the same theoretical concepts, already proven to be unsatisfactory in accounting for the development of psychiatric disorders (Chapters 1-3), in an attempt to explain their own therapeutic findings. These investigators either depreciate each other’s successful findings or operate under the pretension that only their concepts are suitable to explain the therapeutic achievements of rival camps as well as their own (e.g. Giles, 1983a, 1983b; Gordon & Zax, 1981; Wachtel, 1977; Weitzman, 1967). However, the empirical findings are inconclusive and research efforts have reached a deadlock. In the absence of a suitable alternative theory, it is doubtful whether this theoretical conflict in psychopathology can be resolved.

Behavior therapy has certainly proved its superiority over psychoanalysis with regard to various psychiatric disorders, as shown by controlled experimental studies (see Giles, 1983a, 1983b; Rachman & Wilson, 1980). These observations posed fundamental theoretical difficulties for the psychoanalytic camp, providing empirical grounds for several investigators to undermine the efficacy of psychoanalysis and its theoretical bases. In relation to these findings, Giles (1983b) noted that

[there is]  no evidence that equally beneficial results are obtained solely by providing clients with a warm, accepting and emphatic therapeutic relationship; by encouraging them to scream away unconscious hostilities; by uncovering their erotic repressed impulses; by encouraging and subsequently interpreting the transference relationship... (p. 191)

However, the enthusiasm of behaviorists over high success rates, which claimed to be 89.5-94.2% (Giles, 1983b), has proved unrealistic. More recent researchers have found that behavior therapy is actually quite limited in its efficacy, is characterized by high drop out rate, lack of responsiveness and relapse with only low to moderate percentage of high improvement or full recovery (e.g., Foa & Kozak, 1997; Hoffart, 1993).

Cognitive investigators, despite their disagreement with behavioral therapists, use the same terminology of learning principles by transposing it onto a cognitive realm. They, too, are in no better position as far as their therapeutic achievements are concerned (e.g., Brown & Barlow, 1995).

Additionally, in some cases, like the treatment of multiple personality disorder, psychoanalysis (e.g., Adams, 1990; Berman, 1981; Putnam & Lowenstien, 1993; Wilbur 1984b) and drugs (Loewenstein, 1991; Putnam & Lowenstien, 1993) are more effective than behavior or cognitive therapy. It is also unclear why behavioral disorders, such as agoraphobia, panic and obsessive-compulsive disorders, can benefit from a different therapeutic interventions, such as behavioral/cognitive therapy (e.g., Abramovitz, 1996, 1998; Hoffart, 1993; Salkovskis & Clark, 1991; Van Oppen & Arntz, 1994), and drug treatment (Ballenger, 1991; Burrows et al., 1993; Gelder, 1992; Gould et al., 1995; Park, Jefferson, & Greist, 1997). The situation becomes even more complicated when the therapeutic efficacy of informal therapy, such as religious intervention (see Csordas, 1987; Hoffman, Laub, & Zim, 1990; Kua et al., 1986; Pattison & Wintrob, 1981; Seltzer, 1983; Wijesinghe et al., 1976) in resolving psychiatric problems, is taken into consideration. Moreover, some evidence indicates that psychiatric disorders commonly found in less developed countries, particularly spirit possession, would not respond to western therapeutic tools (see case 2, Csordas, 1987; Pattison & Wintrob, 1981; Witztum et al. 1996).


Giles (1983b) claimed that a number of investigators (e.g. Strupp, 1978) promoted the conviction that all psychotherapies are “theoretically misguided, i.e., there are common mechanisms by which all therapies work, but these mechanisms are yet to be specified” (p. 189). However, Giles asserted that this belief was based on the erroneous assumption that all therapies are equally effective, which is inconsistent with evidence showing the superiority of behavioral therapy. Nevertheless, as indicated above, beneficial therapeutic effects are not limited to behavioral therapy. Further, the greater efficacy of one therapeutic method over another with respect to certain disorders does not preclude the possibility that, “psychotherapeutic change is predominantly a function of factors common to all therapeutic approaches “ (see Strupp, 1978, p. 12). Accordingly, the question of whether there are common mechanisms that apply across the different therapeutic approaches continues to be of major concern for more recent investigators. As noted by Power and Brewin (1997)

some therapists simply bury their heads in the sand and continue with their favorite techniques. Others, like ourselves, are puzzled and are asking if there are common mechanisms that apply across different therapies that might explain both their effectiveness and their (sometimes) lack of effectiveness?  (p. xi)  

A good therapeutic relationship between the therapist and client is crucially important for an effective therapy. However, as Power and Brewin (1997) stated, while this may be a necessary factor, “it does not provide the mechanisms through which change or transformation happens” (p. xi). The identification of these common mechanisms constitutes a challenge that PBT aims to meet in this chapter. 


The first necessary step towards this goal, and thereby the establishment of a unified theory of psychotherapy, is the distinction between bizarre and non-bizarre behavioral deviations. Bizarre symptoms are uniquely different from non-bizarre behavioral deviations and their developments are controlled by entirely different mechanisms. For this reason, their underlying therapeutic processes are assumed to be different. PBT claims that understanding the therapeutic processes for bizarre behaviors necessitates the abandonment of the mechanistic conception that therapeutic effects are the result of manipulations of mechanisms over which patients have no conscious control. As was shown previously, this conception was the main obstacle in the way of theoretical progress in understanding the development of psychiatric disorders; this seems no less true for psychotherapy. From PBT’s standpoint, the therapeutic process, like the adoption of symptoms, is a conscious one. Patients assess the suggestions and manipulations of therapists and make a conscious decision whether and to what extent to comply with therapists’ demands in light of their cognitive state and unique psychological needs.  


Moreover, it seems that all therapies achieve their therapeutic success by affecting the same factors that originally motivated the adoption and maintenance of the symptom. The efficacy of a therapy hinges upon its ability to counteract the distractibility and controllability value of the symptom, and whether it can reduce stress or enhance patients’ coping skills. As will be shown in this chapter, these fundamental concepts will enable true insight into the therapeutic process, resolve the endless theoretical dispute in this area, and may eventually enable a useful eclectic approach to psychotherapy. More specifically, it will be demonstrated in this chapter that PBT’s concepts are better suited to account for the therapeutic findings of all the traditional therapies, both the negative and positive outcomes, as well as evidence regarding informal therapies such as religious intervention and placeboes.

Behavior Therapy

Behavior therapy can be described as a collection of therapeutic techniques that attempt to apply learning principles, largely developed from studies with animals, in the treatment of behavioral deviations (e.g., Foa & Kozak, 1997; Gordon & Zax, 1981; Thorpe & Olson, 1990). From PBT’s standpoint, behavior therapy for bizarre behaviors can be categorized into three types of intervention: exposure therapy, reinforcement-punishment procedures and coping skill training. Each of these therapeutic interventions deals with certain specific components that maintain the symptom. Exposure therapy counteracts the distractibility value of the symptom by exposing patients to evidence incompatible with the deceptive self-diagnosis. Reinforcement-punishment procedures counteract the controllability value of the symptom by tampering with the delicate cost-benefit balance. This is achieved either through removing the benefit of the symptom (sometimes accompanied by positive incentives for progressive abandoning of the symptom) and/or increasing the cost of exhibiting the behavior through punishment. Coping skills training refers to behavioral techniques such as relaxation, problem solving and assertion training, which are aimed at enhancing patients’ coping skills, thus increasing their readiness to abandon the symptom. Evidence relevant to these types of behavior therapy is reviewed below.

Exposure Therapy 

The Counteraction of Distraction 

In conditioning studies with animals, fear was extinguished by exposing the animal to fear arousing situations while preventing escape (e.g., Bouton & Swartzentruber, 1991). This behavioral technique was later adopted as a major therapeutic intervention in the treatment of neurotic disorders, primarily agoraphobia (e.g., Gelder, 1992; Hafner, 1983; Hoffart, 1993; Ollendick, 1995) and obsessive compulsive disorder (e.g., Abramovitz, 1996, 1997, 1998; Emmelkamp, 1987; Marks, 1997; Stanley & Turner, 1995). Yet, although exposure therapy originally developed out of conditioning studies with animals, a growing number of investigators reject the conditioning account of this intervention and prefer to attribute its therapeutic effectiveness to cognitive mechanisms (e.g., Gurnani & Wang, 1990; Hoffart, 1993).  

According to cognitivists, neurotic symptoms are the result of acquired maladaptive thought processes. Exposure results in positive therapeutic outcomes because it educates patients to think rationally through confrontation with evidence incompatible with their belief (e.g., Beck, 1988; Hoffart, 1993). However, this explanation operates within the general theoretical framework of learning theories, which, as shown before, are not readily applicable to bizarre behaviors due to insufficient empirical support and theoretical difficulties that threaten the validity of their theoretical foundations (Chapter 2).  

Contrary to the cognitivists’ position, PBT assumes that neurotic patients remain just as rational as they were before the adoption of the bizarre symptom, and that they direct their rational resources towards preserving their maladaptive behavior due to their unique coping needs. From this theoretical perspective, exposure is a special therapeutic technique by which patients are confronted with incompatible evidence that challenges the validity of their self-deceptive beliefs. Consequently, unless patients are able to rationally synthesize the challenging evidence, they have to abandon the belief, and in turn the symptom, since both lose their distractibility value. Thus, from PBT’s point of view, exposure does not extinguish the stimulus-response bond established through conditioning nor does it educate patients to think rationally. Instead, exposure merely sabotages the self-deceptive belief, counteracts the distractibility value of both the belief and the symptom and motivates patients to abandon them. 

As theorized in the previous chapter, when neurotic patients are exposed to belief challenging conditions the conscious automatically releases the symptom due to the existence of a response set (see Chapter 6, p. 200).  Patients succeed in remaining unaware of their self-involvement in displaying the symptom because they concentrate intensely on both the symptom and the self-deceptive belief, thereby blocking the knowledge of self-involvement from attention. Thus, when agoraphobic or OCD patients are exposed to their belief challenging stimuli (e.g., supermarket or dirt, respectively), they succeed in displaying fear by deliberately focusing on appropriate stimuli that are given to negative interpretations (e.g., adverse internal sensations or dirt related sickness). A rapid display of bizarre behavior (e.g., escape or compulsive acts) terminates the exposure to these subjective anxiety-provoking stimuli and thereby prevents the reality testing of the belief. Moreover, concentrating on these symptomatic components and the self-deceptive belief prevents awareness and results in extrospective and introspective observations, which further reinforce the self-deceptive cycle (see Figure 2, p. 199).

In exposure therapy, patients are allowed to produce the first component of the symptom (i.e., fearful experience) but are not permitted to execute the second component of the symptom, i.e., the maladaptive behavior (e.g., escape). As a result, since the fear lacks any basis in reality and was merely role-playing adopted as a distractive coping tool, it will subside. Consequently, patients will be confronted with both the extrospective (non-fearful behavior) and introspective (sense of control) observations that are incompatible with the self-deceptive belief. These observations sabotage the self-deceptive cycle, which in turn threatens the validity of patients’ self-deceptive belief, and hence the distractibility value of the symptom. 

However, when the symptom is still needed for coping purposes, patients will invent self-deceptive excuses (see Chapter 6, pp. 197-198), in order to resolve the cognitive dissonance caused by exposure therapy and thus, preserve the self deceptive belief. For example, agoraphobic patients may attribute the incompatible evidence of not being afraid to the presence of supportive figures (e.g., therapist or relatives). Therefore, therapy often includes unaccompanied exposure as well. While this is usually part of the formal therapy (see Hafner, 1983; Hoffart, 1993; see also Al-Kubaisy et al., 1992), it can also be performed after the therapy is formally concluded, during therapists’ systematic follow-up (e.g., Ollendick, 1995). Similarly, exposure therapy in obsessive compulsive disorders is conducted not only in the presence of therapists, but it usually includes self-controlled exposure homework as well (e.g., Abramovitz, 1998; Emmelkamp, 1987; O’Kearney, 1993). The importance of unaccompanied exposure was particularly emphasized with regard to checking rituals (e.g., Emmelkamp 1982, 1987). Patients suffering from this disorder believe that they “possess pivotal power to provoke or prevent crucial negative outcomes” (Ladouceur, Leger, Rheaume, & Dube, 1996). “For this reason, exposure in the presence of the therapist is often not a genuine exposure, for the patient can easily transfer the responsibility for the action to the therapist” (Emmelkamp, 1987, p. 319).

The elimination of other self-deceptive excuses unique to each patient may also be essential in facilitating the invalidation of the deceptive self-diagnosis. As noted by Salkovskis and Clark (1991) “it is often necessary to identify the factors which are currently preventing a disconfirmation of their beliefs, and then modify these factors” (p. 221). For example, if patients excuse their ability to control panic attacks by performing certain rituals (e.g., tensing muscles, or holding objects; Salkovskis & Clark, 1991), it is essential that exposure nullify these excuses. However, patients sometimes choose a self-deceptive excuse that is more difficult to challenge. For example, Hoffart (1993) described an agoraphobic patient who successfully exposed himself to various parts of the city without experiencing anxiety, yet maintained his deceptive self-diagnosis of illness by attributing the contradictory evidence to chance. Hoffart concluded, “in the future, he would be just as likely as before to experience over-whelming panic attacks in similar situations” (p. 85). Thus, therapists may not always succeed in disarming patients of their coping mechanism by exposure to incompatible evidence since sophisticated patients can employ self-deceptive excuses in order to reject the threatening information.  

The therapeutic effects of exposure have been examined with regard to obsessive ruminations as well (e.g., see Emmelkamp, 1982; Foa, Steketee & Ozarow, 1985; Salkovskis & Westbrook, 1989). Technically, exposure in obsessive ruminations is different than exposure in agoraphobia and OCD. In obsessive ruminations there are no environmental stimuli that challenge patients’ belief, nor any overt avoidance/escape response that can be prevented. Consequently, it is not possible to use the conventional technique of exposure with response prevention. Instead, two alternative types of exposure were employed: Self-exposure and External-exposure.

In the self-exposure method, originally suggested by Rachman (1976) and modified by other investigators, patients are asked to elicit their obsessive thought, hold it for 30 seconds, and repeat the procedure for one hour or longer (see Salkovskis & Westbrook, 1989 for review). Patients are told that the unpleasantness that accompanies ruminations leads to attempts to neutralize this discomfort. The concept of response prevention is explained to patients who are told that in order to obtain therapeutic success they must refrain from carrying out any neutralizing activities (e.g., forming a counter image, ritualized internal dialogue, reading; see also Freeston et al., 1997). However, evidence reviewed by Salkovskis and Westbrook (1989) indicated that this therapeutic intervention has a low success rate as compared to exposure with OCD patients. The authors attributed the cause to patients’ inability to control their obsessive thoughts since it is “very hard indeed to persuade the patient to response-prevention in these circumstances” (p. 152).

In order to overcome these problems, Salkovskis and Westbrook suggested the external-exposure method, where patients’ obsessive thoughts are recorded in their own voice on looped cassette tapes and played back repeatedly. Patients are taught to identify their cognitive escape rituals and the importance of refraining from using them while listening to the tapes. In addition to the therapeutic sessions, patients are asked to practice the exposure trials everyday for at least two sessions at pre-selected times. Evidence supporting the effectiveness of this exposure technique was reported by Salkovskis and Westbrook in four case studies, O’kearney (1993) in one case study, and Freeston et al. (1997) in an experimental study with 29 obsessive patients. 

The basic feature of the external-exposure method is the inescapable repeated exposure to the obsessive thoughts. As such, the looped cassette tape is not a necessary component. Accordingly, Bevan (1960) demonstrated that effective therapeutic outcomes can also be obtained by asking patients to repeatedly read materials related to their obsessive thoughts.

Advocates of the behaviorist/cognitive theory attributed the persistence of the obsessive thoughts to an acquired fear and used the concept of habituation/satiation to account for the therapeutic effect of exposure (e.g., see Emmelkamp, 1982; Foa et al., 1985; Rachman, 1976; Salkovskis & Westbrook, 1989). In describing the effectiveness of the “satiation method,” Rachman (1976) noted that, “it is like a process of de-toxification” (p. 439). However, it is difficult to accept this explanation in light of the fact that learning concepts, such as conditioning, received no empirical validation and have encountered fundamental theoretical difficulties, particularly with respect to bizarre behaviors (see Chapter 2). Moreover, learning models do not account for relapse or “sudden increase” in the frequency of the obsessive ruminations, after they have been “extinguished” by the loop-tape exposure, if followed by stressful incidents or emotionally charged situations (O’kearney, 1993).

PBT uses the same theoretical suggestion that was proposed above for agoraphobia and OCD to account for the effect of therapy with obsessive rumination, as well. As suggested previously (Chapter 5, pp. 131-133), patients intentionally produce their obsessive thoughts, and voluntarily induce the experience of anxiety. This emotional state is produced by intensely focusing on the aversive content of the thought and by displacing the fear of losing control from the original impulse to the artificially produced thoughts. A rapid display of the aforementioned neutralizing ritual activities terminates the self-produced fear, and hence prevents reality testing. Consequently, patients deceive themselves into believing that they have no control over their thoughts. A self-deceptive belief and deceptive explanations prevent the patients from being aware of their deliberate involvement in producing this psychological state. Moreover, due to the self-deceptive cycle (Figure 2, Chapter 6, p. 199), each new exposure reinforces patients’ self-deceptive belief and unawareness.

During the exposure trials, when patients refrain from activating the cognitive escape rituals, reality testing is able to take place. Patients are likely to realize that their fear has no basis in reality and, thus, they are confronted with evidence incompatible with the self-deceptive belief of illness, which sabotages the self-deceptive cycle. In the self-exposure technique, patients can deliberately refrain from following therapists’ instructions and thus preserve the belief. In contrast, in the external-exposure technique, patients have no control over the exposure trials. Moreover, the exposures are characterized by minimal intervals between trials and are in such high frequency that one patient claimed to be “fed up with it” (Bevan, 1960, p. 168). Inevitably, belief is sabotaged because patients are unable to repeat the complicated procedure of the self-deceptive cycle (i.e., concentrating on the symptom and belief, employing neutralizing activities and using the extrospective and introspective observations to revalidate the belief) so often and at such close intervals. To some extent, this claim is supported by Salkovskis and Westbrook’s (1989) statement that when patients display resistance to ceasing the cognitive rituals, the intervals between the thoughts on the tape can be shortened so that it becomes “impossible” for them to activate the neutralizing activities.

It should be mentioned that the therapeutic efficacy, through the aforementioned techniques, constitutes a challenge to cognitive theorists. It is difficult to understand how the satiation procedure re-educates patients to think rationally. Why can’t this educational process be obtained by verbal explanation without the behavioral technique of exposure, as cognitivists themselves employed to demonstrate the validity of their theoretical claims with panic disorder (see pp. 236-237)?

Heterogeneity of Outcomes 

Despite their conceptual differences, both behavior and cognitive therapy account for the effects of exposure therapy in terms of learning, viewing it either as an extinction process of a conditioned response (Bouton & Swartzentruber, 1991; Franklin & Foa, 1998; Wolpe, 1989) or reeducation to think rationally (e.g., Beck, 1988; Hoffart, 1993). Moreover, exposure and other learning procedures that are directed at the symptom are viewed as a necessary and sufficient condition to remove the symptom, and are believed to always enhance patients’ adjustment ability. 

In contrast, PBT claims that the therapeutic value of exposure, in the absence of coping skills training, is limited for the vast majority of patients, and for some it may have devastating psychological effects. Exposure is not an actual learning or educational process but rather a struggle between two rational parties with conflicting attitudes towards the symptom. One party, behavioral/cognitive therapists, are either unaware of patients’ true problems and considerations in adopting and maintaining the symptom or believe that they are not relevant to the therapeutic process. These therapists devote their therapeutic efforts primarily to removing the troublesome symptom. The second party, patients, use their cognitive resources to preserve their symptoms, which constitutes their only means to combat their particular stress. Yet, by the very fact of their engaging in therapy, they express a readiness to examine the usefulness of the therapists’ suggestions. When patients become aware of therapists’ desire to disarm them of their coping mechanism, or when they are already confronted with evidence incompatible with their self-deceptive belief, they will respond according to their coping skills and their cognitive maneuvers to address the therapist’s challenge.

Patients lacking adequate coping skills (Group A) will drop out of therapy, usually at the very first stage, as soon as they become aware of therapists’ intention of disarming them of their pathological coping mechanism. Other patients (Group B) will participate in the therapy until its end, but will either fail to respond favorably by disregarding therapists’ anti-deceptive challenges or, being unable to resist the challenge, giving up their symptoms. These latter patients tend to either relapse or remain emotionally distressed. A third group of patients (Group C) will sophisticatedly incorporate therapists’ incompatible evidence within their self-deceptive system, and decrease their symptomatic behavior so that it will not disrupt their coping maneuvers. Only about a quarter to one third of patients (Group D) will be more or less free of symptoms after exposure therapy. As evidence reviewed below will show, these patients substantially decrease their symptoms, or even abandon them, without experiencing relapse, due to their better coping abilities.

With regard to Group A, research evidence of exposure therapy with agoraphobic patients shows that the median drop out rate is about 12% (Jansson & Oest, 1982), and in some studies the rate reached as high as 22-27% (Clum, 1989; Emmelkamp & Wessels, 1975; Hafner, 1976) or even 43.5-44% (Emmelkamp & Ultee, 1974; Hafner, 1983). Similarly, a high dropout rate of 20-30% was reported in exposure treatment of OCD (Stanley & Turner, 1995). Further evidence indicates that those who have a greater need for their coping mechanism, such as agoraphobic patients who are severely handicapped by their phobia (Zitrin, Klein, & Woerner, 1980), are more likely to drop out. As noted by Hafner (1976), these patients seem to “know, in some way” (p. 382), that they will not benefit from the therapy or that it will aggravate their situation. This is consistent with evidence showing that patients would request to discontinue exposure as soon as it intensifies their emotional distress. For example, Walker, Freeman, and Christensen (1994) described a case of a 21 year-old male student who had a three-year history of intrusive thoughts and images, as well as compulsions relating to fears of contamination. The rituals that he performed consisted of excessive washing as well as a spitting compulsion. The patient requested to discontinue the in vivo exposure after 10 sessions because of intensification of his emotional distress and symptoms. An imaginable exposure program that was subsequently used was also discontinued upon the patient’s request because of the exacerbation of his disturbance. 

The rate of dropout in agoraphobia is subsequently reduced when exposure therapy is presented in “a more gradual, self-initiated exposure program, carried out over a longer period of time with a cooperative partner in the environment” (Barlow, O’Brien, & Last, 1984, p. 42), or when it is combined with treatments that enhance patients’ coping skills (e.g., Chambless, Goldstein, Gallagher,  & Bright, 1986; Clum, 1989).

Group B, the failure/relapse group, are those for whom the exposure therapy is ineffective or results in relapse. This therapeutic outcome is particularly likely among patients with poor coping skills (Basoğlu, Lax, Kasviskis, & Marks, 1988), specifically OCD patients with schizotypal personality (Minichiello, Baer, & Jenike, 1987; Stanley, Turner, & Borden, 1990). The improvement rate among these patients is low, reaching as low as 7-10% according to some investigators (Jenike, Baer, Minichiello, Schwartz & Carey, 1986; McKay & Neziroglu, 1996; Minichiello et al., 1987). Failure to respond positively to exposure therapy was also noticed among other OCD patients, specifically severely depressed subjects (Foa, 1979; Foa et al., 1983; Salkovskis & Warwick, 1985). About 20-30% of patients failed to maintain treatment gains at the one-year follow-up (Foa et al., 1985; Kirk, 1983; Steketee, Foa, & Grayson, 1982) and approximately one third of patients reported treatment for depression during follow up (Stanley & Turner, 1995).     

Hand and Lamontage (1976) reported that 7 of 21 married agoraphobic patients who were given exposure therapy had acute crises in marital relationships after the treatment, to such an extent that they either asked for marital counseling or it was offered to them. In a more detailed description of these cases the authors reported intensified levels of depression, increased rejection of the spouse (sometimes accompanied by sexual refusal, frigidity or consideration of divorce) or relapse. Similarly, Hafner (1976) interviewed 39 agoraphobic patients receiving exposure therapy and reported that 26 suffered a fresh emergence of the symptom during follow up. About 18% of patients were adversely effected by the exposure therapy on a wide range of symptoms and marital relationships. Further, there was a significant association between symptom emergence and poor psychological functioning at the one-year follow up. Hafner noted that 

These findings suggest that a worker who emphasized directly treated symptoms as an outcome measure could claim very good results for almost all the 39 patients, particularly if detailed measures of other aspects of symptomology were not included. A worker who emphasized intra- and interpersonal measures would find that barely two-thirds of the 39 patients benefited usefully from treatment, and that the emergence of fresh symptoms was a significant problem. (p. 382)

Hoffart (1993) reviewed the literature on exposure therapy with agoraphobics and concluded that about 37% of patients failed to respond to exposure therapy, excluding the 12% who dropped out. These patients preserved their symptoms, apparently due to their high depressive state and lack of coping abilities. This is consistent with evidence that more depressed patients are less likely to benefit from exposure therapy (e.g., Zitrin et al., 1980).

Nevertheless, while the aforementioned types of patients abandon the symptom, despite their needs and apparently due to an incapability to resist the therapeutic pressures, others may improve temporarily and then, with the exacerbation of their depression, use a self-deceptive excuse to relapse. For example, Foa (1979) described a 26 year-old woman that feared that she and her son might suffer bodily harm from sharp objects and contract tetanus. She was given exposure therapy where she continuously stepped with a bare foot on a rusty nail. Response prevention consisted of deterring the patient from inspecting her foot for possible cuts. The patient experienced decrements of discomfort as the sessions proceeded but continually relapsed after each session. When questioned about her limited therapeutic gain, she stated that:

During the sessions I feel like a different person. Maybe because you are there with me. I feel as if it is not myself, but someone else that is stepping on the nail and after a while I step on the nail and I don’t feel anxious. These feelings stay with me when I do the homework (i.e., exposure). But then in the evening, when I try to relax, I start to think about the nail and say to myself, ‘Elaine you were crazy to let them do it to you. Now for sure you’re going to get tetanus.’ And then I become very anxious again  (p. 174).

The third group (Group C) consists of patients that respond positively to exposure therapy, but only to a moderate degree. Based on reviewed literature on exposure therapy, Hoffart (1993) estimated that 29% of agoraphobic patients will remain symptomatic despite their improvement, and Stanley and Turner (1995) concluded that 27% of OCD patients will show only about 31-69% improvement. It seems that these patients choose a more sophisticated maneuver than the former two groups to cope with therapy pressures to abandon the coping mechanism. As elaborated upon in the previous chapter, the bizarre behavior is activated not only when patients confront the stress-related stimuli but also in situations where the coping response is unneeded. These situations include belief-challenging conditions and extended intervals between episodes (see pp. 192-197). The display of the symptom in these situations is aimed largely at preserving the credibility of patients’ self-deceptive belief, and not at reducing the stress itself. This means that, potentially, patients can become less symptomatic without impairing the effectiveness of their coping mechanism if appropriate self-deceptive excuses are employed. In exposure therapy, sophisticated patients can manipulate their therapeutic experiences and use them as a self-deceptive excuse for being less sensitive to situations to which they had previously reacted symptomatologically because of a necessity to preserve the credibility of their deceptive belief. Consequently, patients can display the symptom only when it is truly needed while still preserving the credibility of the self-deceptive belief.

Moreover, since the symptom itself is a source of stress, despite its coping value (see Chapter 4, pp. 106-107), the reduction of the symptom may also alleviate patients’ overall level of stress, and thus improve their general adjustment and well-being. An example of this relationship between stress and symptoms can be found in agoraphobia. While there is evidence suggesting that marital stress both precipitates and maintains agoraphobia (e.g. Hafner, 1992; Kleiner & Marshall, 1987; Lange & van Dyck, 1992), a reduction in agoraphobic symptoms via exposure therapy helps alleviate the burden on both patients and their spouse which emerged from the symptom (e.g., Hafner, 1992). In turn, this might improve patients’ marital relationships (Lange & van Dyck, 1992). However, this improvement is only likely if patients preserve the symptom for stressful situations where it is truly needed, or if they have sufficient coping skills.


The fourth group of patients (Group D), the high improvement group, respond more positively to the exposure therapy, to such an extent that their psychological functioning substantially improves.  Based on the results of eleven studies, Jacobson, Wilson, and Tupper, (1988) found that among patients who complete the therapy, 27% ended the exposure therapy with little to no residual agoraphobic symptoms.  This effect is reduced to 22% when the drop out of 12% is taken into account (Hoffart, 1993).  Similarly, Stanley and Truner (1995) concluded that 36% of OCD patients will show at least a 70% reduction in their symptoms. 

One factor that may have contributed to the high efficacy of exposure therapy with these patients is that they are equipped with better coping skills. Biran (1990) reported evidence that is consistent with this hypothesis. Agoraphobic patients were treated by a combination of behavioral cognitive strategies that consisted of exposure in vivo and “cognitive restructuring,” i.e. patients’ irrational beliefs were discussed and replaced with positive statements. While this intervention was found to be effective, in this context the most important contribution of Biran’s study is the high correlation obtained between therapeutic outcomes and learned resourcefulness. Patients with high resourcefulness (i.e. coping skills) were more likely to comply with treatment requirements and to be rated as “greatly improved”. Biran (1990) noted that these findings

may help in supporting the speculation that for patients with medium to low resourcefulness, behavioral treatment is limited in its effectiveness because it builds on assumptions about existing skills which these patients may not posses in their behavioral repertoire to a sufficient extent.  (pp. 196-197)

Thus, patients with already high coping abilities are more likely than those of lower coping abilities to benefit from exposure therapy. Similarly, Craske, Burton, and Barlow (1989) reported that agoraphobic patients who had more positive and frequent communications regarding their fears during spouse-assisted exposure therapy, indicating effective dealing with interpersonal conflicts, displayed a lower level of anxiety and were generally more responsive to therapy than patients who were less communicative. This study is consistent with Arnow, Taylor, Agras, and Telch’s (1985) earlier findings that improving communication skills of married agoraphobic patients enhanced the therapeutic effect of exposure therapy.

Nevertheless, some patients who have the ability to cope with their stressful situations may continue to maintain their symptom because they are not sufficiently motivated to change. As noted by Chambless et al. (1986), some patients may resist change because they have “achieved a comfortable, even indulgent, lifestyle within their agoraphobic restrictions” (p. 158). Thus, despite a challenge to the deceptive belief and patients’ ability to manage a normal life, the controllability value of the symptom may discourage the abandonment of the symptom. 

It may be important to note that even amongst the recovery group the symptom is not completely discarded either in agoraphobia (e.g., see Chambless et al., 1986; Jacobson et al., 1988) or in OCD (Abramovitz, 1998). Apparently, symptoms are completely abandoned only after patients become certain that they can cope without them. Thus, as rational beings, patients usually do not abandon their symptoms without having a substitute coping mechanism. Rather, they adjust their response on the basis of their coping abilities and situational demands.   

Exposure with Coping Skills Training

In line with the aforementioned studies, increasing evidence shows that exposure produces better results if it includes coping skills training as well. For example, Chambless et al. (1986) noted that although exposure therapy resulted in a breakthrough in the treatment of agoraphobic patients, a substantial minority of patients remained unimproved. In order to enhance the therapeutic effect, exposure therapy was combined with various coping skills training in a number of areas (e.g., interpersonal problems, communication and strategies of dealing with panic and anxiety). The therapy was conducted with both patients and a significant family member (e.g., spouse). Results showed impressive therapeutic gains (81% improved on measures of avoidance and panic, 64% reported no panic attacks at all, 29% were in the normal range of functioning and only one case of relapse which constituted about 3%). In light of evidence indicating that agoraphobic patients also often suffer from marital problems (e.g., Hafner, 1992; Kleiner & Marshall, 1987; Lange & Van Dyck, 1992), it is likely that the therapeutic success were largely due to the coping skills training. 

Chernen and Friedman (1993) examined the underlying causes for those agoraphobic patients who were non-responders to exposure therapy. The authors theorized that these patients suffered from difficulties with interpersonal relationships, dependency and marital conflicts that may inhibit the effects of exposure therapy. It was hypothesized that providing patients with coping skills would increase marital satisfaction and then facilitate alleviation of agoraphobic symptoms. Accordingly, the authors designed a treatment that combined exposure therapy with behavioral marital therapy. It consisted of caring behaviors and positive exchange to increase positive marital interaction, enhancement of communication and conflict resolution skills, and problem solving training that focused on increasing patients’ mobility, couples’ activity levels, and pertinent family issues. The subjects were four female patients suffering from panic disorder and agoraphobia, difficulties in interpersonal relationships, and marital conflicts. Results showed that the therapy enhanced the marital concordance and decreased the panic/agoraphobic symptoms. However, the therapy was ineffective for two patients who had initially denied marital dysfunction on self-report scales and in clinical interviews, but who later admitted to having severe marital problems. Chernen and Friedman noted that, “this denial of marital conflict may indicate either secondary gain and/or severe personality disorders in both partners that are highly resistant to change” (p. 174).

Ollendick (1995) used four adolescent agoraphobic patients to examine the efficacy of exposure therapy that was combined with training in a progressive muscle relaxation, breathing retraining, positive self-statements and problem-solving that aimed “to address difficulties and to overcome obstacles” (p. 524). In addition to these coping skills training techniques, patients were praised generously for their accomplishments, and their parents were used to further encourage behavioral change. Data showed that patients’ self-efficacy was enhanced and that the reduction in panic attack frequency and agoraphobic avoidance were maintained at the six-month follow up, as were the self-efficacy ratings. Ollendick attributed the therapeutic gains solely to the increase in patients’ abilities to cope with their symptoms. However, it is likely that coping skills training increased their ability to cope with the underlying causes of the symptom, and that this was the main reason for the therapeutic success. Additionally, patients indicated that they did not seek treatment until their agoraphobic symptoms produced a significant interference in their daily functioning. Thus, it is possible that they were highly motivated to abandon their symptoms and that the therapy only served as a self-deceptive excuse to rationalize their behavioral change. At the very least, this willingness to change was a significant factor in the therapeutic process.   

The increasing awareness of the importance of coping skills training is reflected in the cognitive-behavioral model of group psychotherapy for agoraphobia and panic disorder by Belfer, Munoz, Schachter, and Levendusky, (1995). Patients are given exposure therapy in both group settings and individually and are taught active coping skills to reduce anxiety and to deal with current stressful problems (e.g., interpersonal problems and traumatic events). Patient are instructed “to use the coping strategies in their lives, to generalize to home what they have learned in the group” (p. 194). The model includes cognitive therapy as well, where anxiety-provoking thoughts are identified with the help of therapists and patients are taught to replace them with counter-statements in order to reduce anxiety.


In another study, Melamed and Siegel (1975) obtained a complete elimination of ritualistic checking in a 63 year-old man. The authors used a multiple treatment program that, apart from exposure with response prevention, included muscle relaxation, operant reinforcement and systematic desensitization. Operant reinforcement included a kiss from his wife and the resumption of sexual relations that had been suspended ten years prior to the treatment. While exposure with response prevention was undoubtedly important, it was not the only factor involved. It seems that the improvement of the patient’s marital relationship, along with the muscle relaxation and desensitization, played a vital role in the successful therapeutic outcome, as they helped him to cope with other stressful life events (e.g., social isolation and fear over a surgery he had to undergo).

Kirk (1983) examined the efficacy of behavioral interventions on thirty-six obsessive-compulsive patients who were treated between January 1975 and August 1980 in a behavior therapy clinic. In addition to exposure with response prevention, patients were given coping training that included relaxation, assertiveness training, marital counseling and imaginal desensitization. Further, most patients with obsessions (n=16) received thought-stopping therapy as well. Results showed that three quarters of the patients improved at least moderately. In 81% of the cases there was no evidence of further referral to psychiatric treatment during the follow-up period of 1 to 5 years. The authors noted that there was no way to determine the therapeutic necessity of the coping training. However, the overall studies reviewed so far have demonstrated the vital importance of coping skills in facilitating the therapeutic effect of exposure, and suggest that this may have been the case in this study as well.

Similarly, O’kearny (1993) presented a case study of a patient with obsessive ruminations where relapse was evident during and after exposure with response prevention. However, the symptomatological intervention became more effective when the patient was also given coping skills training which included problem solving training, encouragement to express emotions (e.g. by talking to friends), monitoring her own emotional reactions (as well as others) and assertiveness training. Additionally, the therapy altered the patient’s attitude of relating to the obsessive thoughts as aversive and requiring control and, most importantly, increased the patient’s awareness that the intrusive thoughts could help to identify and resolve stressors that precipitated these thoughts. Thus, the coping skills training increased the efficacy of the exposure therapy since it prevented relapse. 

An experimental controlled study demonstrating the critical importance of coping skills training in preventing relapse after exposure therapy, was reported by Hiss, Foa, and Kozak, (1994). After three weeks of intensive exposure therapy, eighteen OCD patients were given either a relapse prevention program (RP) or associative therapy (AT). RP was in fact a coping skills training procedure which to a large extent focused on patients’ specific stressors. After patients were told that stressful situations might intensify urges to relapse and that the RP program was to help them cope with these situations, they were asked to identify possible stressors that could cause a setback. Subjects were then taught self-management skills and were instructed to use them in everyday life. In addition, a significant other was present in the second session and issues pertinent to both patients and their friend or family member were discussed. Maladaptive patterns of interpersonal interactions were identified, such as anger and criticism, and remedial actions were considered. They discussed with patients the ways in which the friend or family member could assist them when setbacks were experienced. Hostile criticism was discouraged, and the patients were encouraged to convert the time they had spent on the symptom into distractive activities. In the following two sessions patients were given cognitive restructuring to counter anxiety. They reevaluated maladaptive cognitive responses (e.g., exaggerating the probability of harm and failures), primarily with respect to distorted cognitions that were directly related to the obsessive-cognitive symptoms (e.g., “If I make a mistake, I will be blamed or punished”).

Patients in the AT control group were asked to think about anything that came to mind when thinking about their symptoms. The significant others were asked to freely associate about obsessive-compulsive symptoms, and patients were told to listen to these associations in order to pay more attention to the aspects of the disorder. Patients were also given relaxation practice. Results showed that at their six-month follow-up, more patients in the RP group maintained their gains than in the AT group. For example, while 87.5% of the former group preserved their therapeutic gains at the follow up, only 50% did so in the latter group. When another assessment measure was used the differences were 75% vs. 33%. Furthermore, the RP group exhibited significantly less depression and anxiety than the AT subjects.

Sometimes, coping skills training may be a prerequisite for exposure therapy, particularly when patients suffer from very poor coping abilities, such as OCD patients with schizotypal personality who respond poorly to exposure therapy. This is reflected in McKay and Neziroglu’s (1996) study that examined the utility of coping skills training with a 33 year-old man who had a schizotypal personality and a 17-year history of OCD. The patient suffered from a number of OCD symptoms, such as bathing/showering three times a day, concern about contracting illness, and checking rituals. In addition, the patient had poor social skills that were exhibited primarily in his conversational ability, poor assertiveness and lack of eye contact with the therapist and family members. Initially he refused to participate in any trials of exposure with response prevention, but as the therapy progressed, he engaged in such training on his own. The therapy, including social skills training, lasted approximately six months. Results showed a decrease in the OCD symptoms, as well as reduction in depression and anxiety. However, although his level of functioning had considerably improved and remained at post-treatment levels at the six- month follow up, he was still symptomatic. Apparently, the coping skills training was not sufficient enough to allow the abandonment of the symptom.

Likewise, Overholser (1995) suggested that coping skills training might increase patients’ willingness to participate in exposure therapy and facilitate its therapeutic effects.  This claim was illustrated in the treatment of a 42 year-old male patient who reported a long-standing history of obsessions and compulsions. Initially, in the “preparation” stage of the therapy, the patient was trained in deep muscle relaxation and was instructed to generate positive self-statements in order to counteract negative anxiety-provoking thoughts. Then, the patient was treated by exposure therapy while the coping skills training enabled him to control his anxiety and resist the urge to display the symptom. Results showed marked therapeutic gains, with an estimate of 95% success, which remained steady at the three month follow up.  However, it is difficult to determine whether and to what extent the coping skills training contributed to the therapeutic success.


Conclusion

Although there is a growing tendency to prefer the cognitivists’ account of exposure to the behaviorists’ concepts, it seems that their explanation is also insufficient. First, it does not seem to account for the heterogeneous outcomes of exposure therapy. Why do some patients resist therapists’ efforts to retrain them to think rationally - by dropping out of therapy or by using seemingly implausible excuses - or relapse after they have been reeducated? Second, it is still unclear why an increase in patients’ ability to cope with stress should affect their ability to think rationally. In fact, from the cognitive standpoint, “if the catastrophic inference chains are to be altered, the feared sensations must be fully experienced” (Hoffart, 1993, p. 84). Thus, therapeutic manipulations that may hamper these sensations, such as coping skills training, should inhibit the reeducation process and, hence, the therapy. Third, cognitivists have yet to validate their fundamental claim that these patients suffer from a deficiency in thinking ability.

In general, the evidence reviewed in this chapter shows that the therapeutic effects of exposure therapy can be accounted for more effectively by PBT’s theoretical perspective, which incorporates both the successful and failed outcomes. Unlike the patient-doctor relationships that characterize behavior/cognitive therapy, PBT views exposure therapy as a cognitive struggle between two rational parties of an equal cognitive ability that have different goals in the therapeutic setting. Patients are interested in maintaining the symptom and employ different maneuvers to prevent therapists’ attempts to challenge the validity of their self-deceptive belief. However, if therapists provide a better solution, patients might be willing to abandon the symptom. In contrast, therapists are only motivated to “disarm” patients’ coping maneuvers by sabotaging their self-deceptive belief. To some extent in the recent years, this state of affair has been changed with the increased awareness of the necessity to enhance patients’ coping abilities as well. Overall, it seems that PBT provides a better insight than current theories into the therapeutic process of exposure therapy.

Reinforcement-Punishment Procedures 

As previously demonstrated (Chapter 5), adoption of a neurotic symptom is only likely if, in addition to distractibility, it satisfies individuals’ need of controllability. The symptom must provide a measure of control over the sources of stress, or enable a manipulation of the environment to comply with individuals’ psychological needs. From this theoretical perspective, some behavioral techniques achieve therapeutic success by counteracting the controllability value of the symptom.

The efficacy of this therapeutic strategy is already demonstrated at the adoption stage. For example, while soldiers are more likely to develop deviant behaviors when the symptom allows escape (i.e., the soldier is evacuated and treated behind the military zone; Dohrenwend & Dohrenwend, 1969; pp. 114-115), they are less likely to do so when the controllability value of the symptom is reduced by treating the patient in close proximity to the combat zone (Solomon & Benbenishty, 1986). Other evidence shows that when the symptom has already been adopted, therapy could facilitate its abandonment by affecting the cost-benefit aspect of the symptom. The therapy can either reinforce patients to opt for an adaptive behavioral change or increase the cost of the symptom. For example, Tucher and Long (1985) described the case study of a 22 year-old soldier who developed hysterical blindness in one eye after experiencing difficulty in adjusting to military stress. The behavioral treatment consisted of verbal reinforcements for the patient’s reports of visual improvement, and aversive consequences that included withholding hospital privileges (e.g., time off ward, use of civilian clothes, etc.) until the subject’s vision improved. The patient was also given a rationale for improvement when instructed to wear an eye-patch over his good left eye in order to “exercise and train” his defective right eye. The subject was told that most people with visual problems improve within three days when wearing an eye patch, with complete recovery by the fifth day. The patient reported almost normal vision on the fifth day of treatment and remained so at the three-day follow-up.  

Tucher and Long claimed that, due to the multiple factors employed (reinforcement, punishment, suggestion and hospitalization), it is impossible to determine the exact cause for the behavioral change. However, when taking into consideration the previously mentioned studies demonstrating the controllability function of conversion symptoms in military settings (e.g., Ironside & Batchelor, 1945; Mucha & Reinhart, 1970; see Chapter 5, pp. 125-126), it seems likely that reinforcement-punishment procedures played a major role in the recovery process. Nevertheless, it is possible that the therapy counteracted the distractibility value of the symptom as well. Prior to therapy, the patient was able to deceive himself that his vision was mediated through the good eye. However, when told to wear the patch on his good eye, the patient’s “bad eye” was constantly bombarded with evidence incompatible with his self-deceptive belief (see Chapter 6, pp. 204-206), and the counteraction of the distractibility value of the symptom was caused. Thus, while it is not possible to determine the exact causes of the therapeutic outcome, both of these alternative explanations are consistent with PBT’s theoretical assumption.

Other evidence indicates that extinction procedure, which either removes the benefit (e.g., withdrawal of attention and monetary rewards) or increases the symptom’s cost by punishments (i.e., aversive therapy such as electric shock), facilitates positive therapeutic outcomes in conversion disorder (Blanchard & Hersen, 1976; Goldblatt & Munitz, 1976) and obsessive compulsive disorder (Brooker, 1982; Emmelkamp, 1987; Kenny, Solyom & Solyom, 1973, Kenny, Mowbray, & Lalani, 1978; McGuire & Vallance, 1964). 

However, while this therapeutic strategy decreases the controllability value of the symptom and thus facilitates its abandonment, it may result in an adverse therapeutic impact if the stressful situation is high and patients truly lack adequate coping skills. In such cases, patients are likely to exhibit signs of depression and anxiety, suffer aggravated symptoms or display symptom substitution (e.g., Blanchard & Hersen, 1976; Rachman & Hodgson, 1980, p. 121; Thorpe, Schmidt, Brown, & Castell, 1964). Moreover, punishment techniques that increase the aversive nature (i.e., cost) of the symptom may encourage patients to adopt more extreme coping measures. For example, Kenny et al. (1973) reported that out of five obsessive-compulsive patients that were subjected to aversive therapy, three greatly improved, one improved only moderately (she subsequently developed nightmares) and one became psychotic. Kenny et al. (1973) noted that, “it seems that, as therapy progresses, the faradic disruption technique [shock treatment] increases anxiety and may even ‘push’ some susceptible patients into psychosis” (p. 455). Similarly, Bevan (1960) reported that electro-convulsive therapy (ECT), which is conceived by some investigators as an aversive stimulus (e.g., Berke, 1981; Fitzgerald, 1973; Furlong, 1972; Ganesan, 1986), was only temporarily effective in the treatment of a woman who suffered from obsessive ruminations. Relapse of the obsessional thoughts was observed and several additional ECTs were ineffective in completely suppressing the thoughts.

Studies that employed reinforcement-punishment procedures usually did not address the inhibitory-facilitory factors, such as patients’ coping resources, level of stress and depression, which might affect therapeutic outcomes. It appears that these procedures may be helpful when the stress is relatively low and patients have the ability to cope if the escape to bizarreness becomes too costly. However, amongst those with poor coping skills, successful outcomes might necessitate coping skills training. For example, Blanchard and Hersen (1976) employed behavioral extinction procedures to treat a number of case studies of conversion disorder, which included removing the reinforcement (i.e., controllability) value of the symptom, known as secondary gains (e.g., sympathy and attention). However, this symptomatic intervention was insufficient as symptom substitution occurred when subjects encountered new stressful situations. Effective and long lasting therapy occurred only when the extinction procedure was accompanied by coping skills training as well. In this regard, the authors noted that 

It would appear that because of a faulty learning history this type of patient has not developed the requisite social skills needed to cope with both the usual and more unusual stresses encountered in life. Therefore, training or retraining in social skills becomes a needed ingredient in a comprehensive therapeutic regime.  (p. 127) 

In conclusion, much like the case of exposure therapy, PBT’s concepts effectively integrate the behaviorists’ therapeutic strategy of reinforcement-punishment. In contrast, the behaviorist concepts, which emerged out of laboratory studies with animals, are too mechanistic to encompass the therapeutic observations of human beings. The most problematic issue of this approach is the disregard of the underlying causes of psychiatric disorders in understanding the therapeutic process, primarily the numerous research and clinical observations regarding the crucial impact of stress in the etiology of these disorders. This neglect does not allow for insight into the real causes of symptom substitution and relapse, whose existence the behaviorists initially denied and then attempted to explain using inadequate concepts (Gordon & Zax, 1981). Although behaviorists developed coping skills training to facilitate therapy and, thus, reduce the probability of relapse, their own theoretical perspective lacks adequate concepts for the justification of such training.


Furthermore, in addition to specific difficulties in accounting for the development of behavioral deviations in learning terms (see Chapter 2), behavioral-cognitive models have difficulty incorporating the concept of stress, which plays a critical role in the development of neurotic disorders, in their theoretical paradigms. For example, they lack appropriate concepts to explain why the same stressful situation (e.g., interpersonal conflict) may result in a variety of maladaptive behaviors, even within the same type of behavioral disorder (e.g., see Blanchard & Hersen, 1976). This latter criticism is less applicable with respect to certain disorders (e.g., conversion disorder) that behaviorist claimed are intentionally adopted for the purpose of reinforcements or coping (e.g., Blanchard & Hersen, 1976; Rimm & Somervill, 1977; Ullmann & Krasner, 1975). However, they fail to explain how patients succeed in being unaware of their active self-involvement in producing and maintaining the symptoms, and the determining factor for the choice of a specific symptom. All this indicates that learning concepts, which may account for the therapeutic effects of reinforcement-punishment and exposure among animals, cannot be applied for the understanding of the therapeutic impact of these techniques among humans.

In contrast, PBT does not suffer from these theoretical flaws. It emphasizes the critical importance of stress in the etiology of psychiatric disorders, stresses the involvement of the conscious in the adoption, maintenance and abandonment of the symptom, and views all psychiatric symptoms as voluntary coping mechanisms. However, while doing so, PBT provides an adequate theoretical account for the phenomenon of unawareness. Accordingly, it seems that motivational terms and an integration of PBT’s principles of distractibility and controllability are necessary to account for the therapeutic effects of behaviorist techniques with bizarre behaviors.

Coping Skills Training


The behavioristic concept of conditioning promoted the idea that symptoms are learned responses that need to be extinguished through exposure or reinforcement-punishment procedures. However, from PBT’s standpoint of regarding neuroses as coping mechanisms, therapeutic gains in relieving symptoms can also be obtained through therapeutic strategies aimed at alleviating patients’ stress. Accordingly, several behavioral oriented investigators demonstrated that treatment is effective not only when the therapy specifically addresses the symptom through exposure or reinforcement-punishment procedures, but also when therapy focuses solely on patients’ coping skills or attempts to relieve the underlying causes for stress.

For example, Wolpe (1982, pp. 286-287) demonstrated that enhancing the ability of a 26 year old housewife to distance herself from her husband (the stressor) resulted in “extinction “ of her agoraphobic symptoms. The patient was unhappy in her marriage, hated her husband and wanted to leave him but could not. About three years before she began treatment the woman met a man who had fallen in love with her and to whom she had been attracted. She left her husband to live with this man for a month in another city. During this period her long-term agoraphobic symptoms disappeared. However, when she returned to her husband, her disorder returned in full force. Thus, the patient’s symptom fluctuated in accordance with the stressful demands. When it became clear that the patient’s marriage could not be saved, therapeutic efforts were directed at enabling a separation from her husband, using self-assertion training while desensitizing her to other areas of maladaptive anxiety. After about eight months, during which time the therapy was administered once every two weeks, the patient was ready for a temporary separation. During the first week, the agoraphobic symptoms gradually faded away, and she was completely free of them in the second week. There was no recurrence of the symptom when she had to return home to arrange her permanent separation, and after a three-year follow up she was still free of her symptoms.  


The therapeutic value of coping skills training was also demonstrated with obsessive-compulsive patients, who often suffer from an inability to handle aggressiveness (Miller, 1983; Rachman & Hodgson, 1980, p. 120). As reported by Emmelkamp and Van der Heyden (1980), assertiveness training was effective in reducing obsessive symptoms among patients whose major problem was obsessive ruminations about causing harm to themselves or to others. Another technique, which has been commonly used with obsessive ruminations and which can be viewed as a form of coping skill training, is thought stopping. Patients are instructed to elicit the obsession-rumination, and then they or the therapist shout, ‘stop.’ This technique, “has no adequate theoretical basis” (Emmelkamp, 1982, p. 229). However, from PBT’s theoretical perspective, its therapeutic value stems from the enhancement of patients’ coping skills. As noted by Rimm and Masters (1979), “the effectiveness of thought stopping may be due in part to the assertive-like quality of the client’s subvocal ‘stop!’” (p. 398). It is also likely that thought stopping increases patients’ controllability over their unacceptable impulses and decreases their fear of losing control which, as stated in chapter 5(pp. 129-136), is one of the major motivational cause for the adoption of OCD. This means that patients may be more willing to abandon their symptom when given a more adaptive and less costly alternative controllability measure for their stressors.

Sometimes, stress-alleviation therapy can facilitate a better therapeutic outcome. This occurs when the therapy both addresses the underlying stressful causes (e.g., family therapy for the resolution of interpersonal conflicts), and enhances patients’ coping skills. For example, Freidmann and Silvers (1977) used a multi-modal treatment strategy to treat an 18 year-old male who suffered from severely incapacitating obsessive compulsive neurosis. The patient was socially withdrawn, quite depressed and displayed thoughts of suicide. Therapy was conducted in an inpatient setting for 13 weeks and consisted of thought stopping, assertiveness training, reinforcement of adaptive behaviors, family therapy, “insight-oriented psychotherapy” and daily group activities with other patients. The patient almost completely recovered from his symptoms, and after the two-and-a-half-year follow up he reported only occasional experiences of his previous type of obsessional thoughts and remained relatively free of suicidal thoughts, depression or disturbing anxiety. 

A more extensive review would certainly yield more convincing evidence that alleviation of stress can result in the removal of the symptom, even in the absence of symptomatic interventions such as exposure or reinforcement-punishment procedures. Nevertheless, the above data is sufficient to challenge the validity of the behaviorist approach that attributes neurotic behaviors to conditioning events. 

However, even if stress-alleviation techniques can result in significant therapeutic outcomes, the efficacy of these therapeutic techniques is limited due to the following reasons: 

1) Some severe coping deficits cannot be completely overcome.

2) Coping skill training may be too specific, not addressing other deficits hindering recovery.

3) Stress may be too severe to respond to therapy.

4) Patients may not be sufficiently motivated to abandon the symptom. 

Some evidence showing the limitation of stress-alleviation techniques can be found in the previously mentioned study by McKay and Neziroglu (1996; p. 226). The investigators employed coping skills training to motivate a patient with schizotypal personality suffering from OCD to engage in exposure training, and eventually the therapy decreased his symptoms somewhat. However, to a large extent he was still symptomatic. Since patients with schizotypal personalities have poor coping skills, it is likely that the deficits of the patient in McKay and Neziroglu’s study could not be overcome, or that “other treatment strategies such as self-talk and/or more intensive social skills training may be needed” (p. 193). Another example demonstrating the limited efficacy of coping skills training is the study of Chambless et al. (1986; see above p. 222). As previously mentioned, the combination of intensive coping training and exposure therapy resulted in marked therapeutic gains. Nevertheless, the author still considered 14% of the patients as “therapeutic failures”. In an attempt to account for this negative outcome, the authors noted that

Our clinical impression is that the failures were characterized by either extremely trapped and conflicted family/marital relationships that we were not able to modify, or by having achieved a comfortable, even indulgent, lifestyle within their agoraphobic restrictions. (p. 158)  

This means that the symptom was needed either because of the severity of the stress, for which the coping training was insufficient, or due to its high controllability value, which the patient was unwilling to give up.

Conclusions



In evaluating the scientific contribution of behavior therapy, it is important to bear in mind that early investigators (e.g., Giles, 1983a, 1983b) greatly exaggerated the efficacy of these therapeutic techniques. As noted by Foa and Kozak (1997) 

the enterprise of human behavior therapy began with enormous optimism that was reinforced by earlier clinical impressions.  As the field developed, there has been a growing recognition that the efficacy of behavior therapy is limited, as many patients do not improve and some do not maintain their gains.  (p. 601) 

Nevertheless, despite their limitations, both symptomatic treatment of exposure therapy and reinforcement-punishment procedures have resulted in significant therapeutic effects. Although small percentages do relapse, and others do not benefit at all or improve to only a limited extent, contrary to psychoanalytic expectations (e.g., Gordon & Zax, 1981), a significant number of patients truly benefit without displaying a symptom substitution. Moreover, both symptomatic treatments become useful therapeutic tools especially when the therapy addresses patients’ coping skills and/or focuses on their current stressful problems as well.

However, the problem of behavior therapy is not the efficacy of its techniques, but rather its unfounded theoretical basis. Foa and Kozak (1997), leading investigators in this field, demonstrated this when they entitled their critical review article, “Cognitive Behavior Therapy in Search of Theory”. An increasing amount of evidence challenges the validity of the behavioral/cognitive theory that patients learn these maladaptive behaviors and that behavioral-cognitive therapy can either recondition them or reeducate them to think rationally. These mechanistic terms should be abandoned in favor of PBT’s claim that the techniques merely sabotage patients’ self-deceptive belief, counteract the controllability value of the symptom or enhance individuals’ coping skills.

As shown, the therapeutic efficacy of behavioral symptomological interventions can be significantly increased when combined with coping skills training. Although coping skills training alone can result in significant therapeutic changes as well, the evidence suggests that in most cases a symptomatic treatment in combination with coping skills training is more preferable. It seems that many patients have either convincingly deceived themselves into believing that their problems are the result of factors beyond their control, or have adjusted and become comfortable in their handicapped lifestyle due to the controllability value of the symptom. Under these circumstances it is necessary to motivate patients to seek alternative coping methods by way of symptomological interventions, which either sabotage the self-deceptive belief or disrupt the controllability value of the symptom. Once the delicate balance of the cost-benefit equilibrium is disrupted, producing motivational grounds for behavioral change, the utility of the coping skills training is much greater, providing patients with the alternative that they might then need. Moreover, since the symptom itself is a source of stress and constitutes a burden to patients and family members, it sometimes becomes essential to alleviate this stress via symptomatic treatment, before employing coping skills training to focus on the underlying causes of the symptom (e.g., Hafner, 1992).

Cognitive Therapy


As stated, cognitive theory attributes the therapeutic effect of exposure to cognitive changes where patients are reeducated to think rationally or realistically (i.e., Beck, 1988; Hoffart, 1993). In an attempt to strengthen this theoretical claim, cognitivists developed special techniques of their own whereby therapeutic effects were obtained by manipulating patients’ cognition directly, without the use of behavioral components. These techniques are discussed in this section, which reviews the relevant literature and exposes several basic difficulties that challenge the cognitivists’ theoretical position. As was claimed previously, patients are as competent as therapists and, thus, they do not need reeducation training to think rationally. The cognitivists’ “reeducation” techniques are effective simply because they sabotage patients’ self-deceptive maneuvers and, hence, counteract the distractive value of the symptom.

The main part of the present section deals with panic disorders, which constitutes the major research target of cognitive therapy. Obsessive-compulsive disorder, which in recent years has attracted the attention of investigators of this therapy, will also be addressed.

Panic Disorder

Cognitivists’ Position 

Cognitive theory attributes panic disorder to the catastrophic misinterpretation of bodily sensations (see Chapter 2). Treatment based on this theoretical model helps patients identify the maladaptive sequence of bodily sensations and the catastrophic misinterpretation. Subsequently, by examining patients’ relevant evidence, “the logic basis of the patients’ fears” is challenged (Gelder et al., 1993, p. 175). Thereby, therapists educate patients to think rationally (i.e., to relate to these sensations non-catastrophically; see Beck, 1988; Belfer et al., 1995; Clark, 1988). 

One application of this treatment strategy is “behavioral experiments” (Salkovskis & Clark, 1991). In this procedure, bodily sensations and panic symptoms are experimentally produced through a number of techniques, such as voluntary hyperventilation (e.g., Clark, Salkovskis, & Chalkley, 1985; Salkovskis & Clark, 1986; Salkovskis, Warwick, Clark, & Wessels, 1986), or reading and dwelling on words representing the catastrophic misinterpretation (e.g., palpitation-dying, breathless-suffocation; Clark et al., 1988). This procedure is utilized both to increase patients’ awareness of the sequence of bodily sensations and their catastrophic misinterpretation, and for motivating them to replace the thoughts with non-catastrophic interpretations. Additionally, patients are trained in controlled breathing in order to cope with the hyperventilation sensations and thus facilitate the non-catastrophic interpretation of these sensations. 

The behavioral-experimental method was examined by several studies that confirmed its therapeutic efficacy (i.e., Gelder et al., 1993; Salkovskis & Clark, 1991). Hoffart (1996) applied the same therapeutic strategy of increasing patients’ awareness to the catastrophic misinterpretation of bodily sensations in a natural setting when the panic attack was naturally experienced. However, the efficacy of the “in vivo cognitive therapy” was demonstrated only once.


An important component of cognitive therapy is the arrangement of experimental or behavioral tests that could debase patients’ defensive maneuvers inhibiting the effect of the therapy (e.g., see Hoffart, 1993, 1996; Salkovskis & Clark, 1991). For example, an agoraphobic patient who experienced frequent panic attacks at home, reported that she was unable to enter a room unless the windows or doors were left open (Salkovskis & Clark, 1991). The patient believed that with the windows and door closed no air could penetrate the room, and that she might rapidly use up whatever existing air there was. In order to challenge this belief, the therapist sprayed air freshener in the corridor outside of the room where the patient was sitting. Even though the door was closed, the patient detected the smell of the air freshener and realized that air could penetrate from the outside. Consequently, she was able to enter the room of her house with very little distress.


However, cognitivists raised the possibility that the aforementioned results do not necessarily prove reeducation, for they can also be attributed to extinction techniques of exposure to bodily sensations or to respiratory control skills that reduce the inconvenient hyperventilation. Therefore, cognitivist investigators designed research that could demonstrate the obtaining of therapeutic gains solely by verbal means, in the absence of the behavioral components. For example, Salkovskis et al. (1991) conducted an experiment aimed at examining the effect of “cognitive therapy without exposure or breathing retraining” (p. 161). Results showed that patients who where given “focal treatment” (i.e., therapy helping to identify the maladaptive sequence of bodily sensations and catastrophic misinterpretation, and challenging the patient’s belief by providing evidence supporting non-catastrophic interpretation) displayed a marked reduction in both catastrophic misinterpretation and panic attacks. In contrast, patients who were given “non-focal treatment” (i.e., therapeutic discussions overlooked bodily sensations and focused instead on negative thoughts regarding life problems), showed no therapeutic benefit.


While there is no doubt that cognitive therapy is an effective therapeutic intervention for panic disorder (e.g., see Beamish et al., 1996; Clark & Ehlers, 1993; Clark et al., 1994; Gelder et al., 1993; Hecker, Fink, Vogeltanz, Thorpe, & Sigmon, 1998), this efficacy is not necessarily the consequence of a reeducation to think rationally. First, the idea that panic-disorder patients suffer from a cognitive deficit - as though they unintentionally misinterpret their bodily sensations - is, at the very least, questionable (see Chapter 2). Cognitivists do not clarify why only these patients misinterpret their adverse bodily sensations, nor do they specify the mechanism through which this supposedly cognitive deficit is acquired. It is also unclear how patients become unaware of this deficit and its underlying causes, and why they are so resistant to the re-education process (e.g., by utilizing excuses for the defense of their “irrational beliefs” - see Hoffart, 1993; Salkoviskis & Clark, 1991). Another unresolved issue is the higher prevalence of panic disorders among women (see Chapter 2, p. 35), which implies that women are more prone to irrational thinking than men. The inability to resolve these problems challenges the validity of the cognitivists’ claim that patients unintentionally misinterpret bodily sensations and that the therapy teaches them to overcome their seemingly deviant thinking.

Second, a number of investigators reported that repeated exposures to interoceptive stimuli through experimental challenging procedures (e.g., inhalation of CO2 or voluntary hyperventilation), in the absence of the reeducation techniques, resulted in significant therapeutic gains (e.g., Beck & Shipherd, 1997; Beck, Shipherd, & Zebb, 1997; Hecker et al., 1998). If panic disorder patients can learn to think rationally by themselves (merely through laboratory exposures to panic-provoking stimuli), why do hundreds of spontaneous exposures to the same stimuli in natural settings not help to extinguish panic attacks (e.g., Seligman, 1988)? Moreover, one would expect that cognitive restructuring alone - where therapists make intensive efforts to re-educate patients to think rationally - would be more effective then the mere exposure to interoceptive stimuli. However, Hecker et al. (1998) reported that cognitive restructuring did not yield a significant gain over exposure therapy. It is also unclear why the “reeducation process” and interoceptive exposure should be more convincing than corrective information from a family physician, which fails to result in a significant therapeutic effect (e.g., McNally, 1990). What is the critical component common to both cognitive restructuring and laboratory exposure to interoceptive stimuli that makes these specific interventions therapeutically effective?

Third, research data shows that cognitive therapy (e.g., Van den Hout, Arntz, & Hoekstra, 1994; Williams & Falbo, 1996) and interoceptive exposure (e.g., Beck et al., 1997) are only effective in reducing panic attacks but not agoraphobic behavior. It is difficult to see how these findings can be incorporated within the theoretical framework of cognitive therapy.

Fourth, a considerable percentage of patients either drop out of therapy (18.3-33%), experience a recurrence of the symptom during the follow-up period (34%), or seek additional treatment for panic disorder or other psychological problems (46%) after they have been reeducated to think rationally (e.g., Brown & Barlow, 1995; Brown, Antony, & Barlow, 1995; Hecker et al., 1998; see also Fux & Taub, 1995). Why does the re-education process fail with these types of patients? Cognitive theorists do not seem to have an adequate answer for this problem.

Hence, the therapeutic success of cognitive techniques does not necessarily justify the acceptance of its theoretical claims. Problems such as these challenge the validity of this theory.

PBT’s Position 

Research and clinical observations indicate that, with a few exceptions (e.g., see case 1 Chapter 4, pp. 107-111), panic patients attribute their symptoms to physiological causes, usually cardiovascular diseases (e.g., Clark, 1986; Eifert, 1992; Margraf & Ehlers, 1991). As elaborated upon before, a deliberate misinterpretation of these sensations constitutes an integral part of patients’ self-deceptive efforts (see p. 178). Although the deception process also depends on other factors, such as extrospective observation of maladaptive behavior and the introspective experience of loss of control (Chapter 6, pp. 182-187), this misinterpretation is essential for the validation of the self-diagnosis of illness.  Moreover, as was previously indicated, exposure to bodily sensations is one of a number of situations that can challenge patients’ self-deceptive belief and motivate them to display the symptom in order to preserve the validity of the belief (see Chapter 6, p. 195).

This means that cognitive therapy is therapeutically successful merely because it enhances patients’ awareness of their deliberate self-deceptive activities, and thereby sabotages the self-deceptive process. In fact, by “educating” patients to think rationally, cognitivist therapists provide them with a wealth of anti-deceptive information that seriously sabotages the reactivation of the self-deceptive cycle (figure 2, p. 199). Once patients become aware, they are almost obliged to abandon the symptom because it loses its pathological distractive values. Thus, cognitive therapy does not teach patients to think rationally, rather it sabotages their ability to deceive themselves rationally.

The same theoretical position can account for the therapeutic efficacy of laboratory exposure to interoceptive stimuli in the absence of reeducation (e.g., Beck & Shipherd, 1997; Beck et al., 1997; Hecker et al., 1998). This effect was the consequence of three main factors that interfered with patients’ self-deceptive efforts. First, patients’ attention was repeatedly focused on their bodily sensations, provoked through a wide variety of techniques, such as CO2 inhalation, voluntary hyperventilation or imagery instructions. Increased attention to the bodily sensation was obtained through both experimental manipulation itself (e.g., the therapist utilized “a wide variety of exercises to help participants create physical sensations associated with panic”; Hecker et al., 1998, p. 121) and verbal instructions (e.g., patients were told that they would experience “some physical reactions after each gas breath”; Beck & Shipherd, 1997, p. 552). This increased allocation of attention subsequently raised the level of patients’ awareness to the deliberate misinterpretation of bodily sensations.

Second, patients in these experiments were told either that the panic attack was a conditioned fear to normal bodily sensations or that the inconvenient sensations would go away quickly. Thus, experimental manipulation lowered the threatening value of these sensations, discouraging patients from an intentional catastrophic misinterpretation for deceptive aims. 

Third, exposure to belief challenging conditions in natural settings or the laboratory via “biological challenging procedures” (e.g., see Barlow, 1988, pp. 112-145; and Rapee, 1995) is brief. More importantly, the exposure is either singular (as is typical for the laboratory) or there is a long interval between the episodes (as in natural settings). In contrast, in the aforementioned laboratory studies, patients were repeatedly exposed to the interoceptive sensations with a brief interval of five minutes between trials. Moreover, in Hecker et al.’s study, subjects were asked to concentrate on the physical sensations even during the interval periods. It seems that these massed exposure trials posed great difficulties for patients to repeatedly exercise the deceptive cycle without becoming aware of this process. Consequently, in the absence of an intentional production of expected catastrophic outcomes, and a difficulty or inability to use self-deceptive excuses to rationalize the absence of panic attack, patients were confronted with incompatible evidence that sabotaged their self-deceptive beliefs. These three factors do not exist when panic occurs naturally, which may account for the resistance to extinction in these situations.


PBT’s concepts can account for other difficulties that challenge the validity of cognitive theory. For example, physicians’ corrective information is therapeutically ineffective because it does not increase awareness to the self-deceptive activities. Hence, it cannot invalidate patients’ self-deceptive belief. Similarly, repeated exposures to interospective stimuli have no beneficial value for agoraphobic patients because they are irrelevant to their self-deceptive belief. Agoraphobic symptoms are provoked only when patients are confronted with certain environmental stimuli that seemingly serve as conditioned stimuli. Therefore, only with a prolonged direct exposure to these stimuli, or a cognitive invalidation of patients’ beliefs regarding the expected catastrophic outcomes in the specific environmental settings, can the therapy sabotage the self-deceptive cycle and result in a successful therapeutic outcome.


Further, since cognitive intervention and laboratory exposure to interoceptive stimuli threaten individuals’ coping mechanism, it is likely that patients with lower coping abilities or higher levels of stress will drop out of therapy soon after they become aware of therapists’ intention. This may account for the dropout rate of 33% amongst patients after the diagnostic interview, and an additional 18% who ceased the cognitive reeducation or the laboratory exposure intervention after they became familiar with the therapy (Hecker et al, 1998; see also Brown & Barlow, 1995). In addition, since cognitive therapy is in fact a symptomatic intervention, it is understandable why certain patients, apparently those with lesser coping abilities, relapse or seek additional treatment for their problems (e.g., Brown & Barlow, 1995). Furthermore, just like the behavioral treatment of exposure (see pp. 217-222), it seems that most patients will not totally abandon their symptoms. Rather, they will utilize the cognitive therapy to improve as much as their coping skills allow (see pp. 220-221). Hence, cognitive therapy is likely to yield better results if it is combined with a therapy that enhances patients’ coping abilities.

In conclusion, cognitive therapy contains useful therapeutic techniques that facilitate positive therapeutic outcomes among panic disorder patients. However, it is difficult to accept the cognitivists’ mechanistic position, which undermines patients’ cognitive abilities, as if the therapy cures patients from some “cognitive disability”. Besides being more humanistic, PBT’s position of attributing the therapeutic outcomes to the disruption of self-deceptive processes is more consistent with the data and offers a better insight into the therapeutic process.

Obsessive-Compulsive Disorder

A number of investigators examined the efficacy of cognitive therapy with OCD. The main difference between the cognitive treatment of OCD and panic disorder is the number of techniques employed, as they are more limited in OCD. Since OCD patients usually do not employ adverse internal sensations to validate their self-deceptive beliefs, the experimental exposure technique, by which cognitivists could more easily disprove patients’ deception in panic disorder, is not applicable. Typically, the cognitivists’ re-educational techniques include self-instructional training (SIT) and thought-challenging methods (TCM) (see reviews by Emmelkamp, 1987; Franklin & Foa, 1998; James & Blackburn, 1995; March, 1995). In SIT, patients are made aware of their negative self-statements - for example, by imagining the anxiety-provoking situation - and then have these thoughts replaced with more productive self-statements. In TCM, therapists direct patients’ attention on the self-deceptive belief and then, as in cognitive restructuring in panic disorder, challenge the absurdity of this belief via discussion and Socratic questioning. While the usual challenging method used is rational therapy along Ellis’ (1962) lines (e.g., Emmelkamp & Beens, 1991; Emmelkamp, 1987), others have employed variations of cognitive therapy along the lines of Beck (1976) and Salkovskis (1985; see Van Oppen et al., 1995).

As would be expected from PBT’s theoretical perspective, the evidence reviewed by the aforementioned investigators shows that SIT is usually ineffective. Similar effect were obtained with agoraphobic patients (Emmelkamp, 1987). SIT does not sabotage patients’ self-deceptive cycle since it does not increase patients’ awareness of the deceptive maneuvers. In contrast, TCM is an effective therapeutic technique (e.g., Emmelkamp & Beens, 1991; Van Oppen et al., 1995) because it sabotages patients’ ability to deceive themselves.

OCD patients that employ the self-deceptive diagnosis of illness, which constituted the therapeutic target of both exposure and cognitive therapy, validate their self-deceptive belief by “extrospective observation” of extreme negative thoughts, and introspective experience of both intense anxiety and loss of control (see Chapter 5, pp. 131-135; and Chapter 6, pp. 182-187)). Cognitive therapy, like exposure, sabotages patients’ self-deceptive efforts since they are confronted with evidence and rationale that sharply contradicts the belief (e.g., see Van Oppen & Arntz’s therapeutic method, 1994). As rational beings whose cognitive abilities remain intact, patients have difficulty in overlooking this contradictory evidence to which therapists systematically focus their attention. Consequently, unless patients drop out of the therapy at an early stage or are able to resolve the dissonance by incorporating this evidence into their self-deceptive belief through self-deceptive excuses, they are obliged to abandon the deception and, hence, the symptom. Although exposure and cognitive therapy result in similar therapeutic effects (e.g., Emmelkamp & Beens, 1991; Franklin & Foa, 1998), the cognitive method of Van Oppen and Arntz (1994), specifically developed for OCD patients, yielded a somewhat better therapeutic outcome (Van Oppen et al., 1995). Apparently, this latter method focuses patients’ attention more intensively on the contradictory evidence.


In conclusion, the most important contribution of cognitive therapy for neurotic disorders is in the development of effective therapeutic methods. Cognitive therapy has also taken an important step in the understanding of therapy by its insistence on conceptualizing the therapeutic process in cognitive, rather than behaviorist, terms. However, it suggests no mechanism to account for why patients display irrational thinking. Moreover, the pretension that therapists are cognitively more competent than patients, and that they can teach patients to think rationally, lacks scientific support and encounters many difficulties. PBT’s claim that the therapy sabotages patients’ sophisticated self-deceptive maneuvers seems a more promising theoretical account.  

Informal Therapy

Religious Therapy

Neurotic patients in western societies usually attribute their symptoms, explicitly or implicitly, to natural causes over which they have no control. Accordingly, exposure and cognitive therapy may be therapeutically effective because they sabotage patients’ self-deceptive beliefs by exposing them to reality-based evidence or a rationale that is incompatible with the self-deceptive belief. However, in less developed countries and certain sections of western societies people tend to attribute the causes of various phenomena, including their behavior, to supernatural forces. Religion plays a dominant role and can dramatically affect individuals’ functioning. For example, Richter’s (1957) anthropological study noted that:

A Brazilian Indian condemned and sentenced by a so-called medicine man, is helpless against his own emotional response to this pronouncement – and dies within hours. In Africa, a young Negro unknowingly eats the inviolably banned wild hen. On discovery of his “crime” he trembles, is overcome by fear and dies in 24 hours. In New Zealand, a Maori woman eats fruit that she only later learns has come from a tabooed place. Her chief has been profaned. By noon of the next day she is dead. In Australia, a witch doctor points a bone at a man. Believing that nothing can save him, the man rapidly sinks in spirits and prepares to die (p. 281; see also evidence reviewed by Pruitt, 1974).

Accordingly, in this type of society, patients are likely to deceive themselves by attributing their symptoms to supernatural forces such as spiritual possession when they have to adopt bizarre behaviors as a coping mechanism (e.g., Pattison & Wintrob, 1981; Witztum et al., 1996). Consequently, exposure and cognitive therapy will be less effective in sabotaging patients’ belief because they would not be able to properly confront patients with incompatible evidence to the belief. Since patients deceive themselves that their symptoms are controlled by supernatural forces, religious curing rituals conducted by authoritative figures that are known to be endowed with special curing powers constitutes the most effective challenging method for the invalidation of the self-deceptive belief of illness. Unless patients have special self-deceptive excuses, they are obliged to abandon the symptom.

However, for the therapy to be effective, it is essential that both patients and therapists share the same system of beliefs regarding the causes and treatment of the disorder, or, at the very least, patients must accept therapists as one who shares the same beliefs. This is consistent with Pattison and Wintrob (1981) who noted, in reference to spirit possession, that, “concordance of belief systems of subject and healer concerning the causes and appropriate treatment of illness is usually the primary determinant of choice of healer” (p. 17). This may also account for cases of spiritual possession where patients either resist western therapeutic intervention or fail to benefit from it, preferring instead treatments that are consistent with their own belief system (e.g. Csordas, 1987, case no.2, pp.7-8; Grisaru & Witztum, 1995; Pattison & Wintrob, 1981, case no. 5; Witztum et al., 1996). Another important factor is that religious persons, whose social function is to perform rituals that are perceived as a measure of cure, have a relatively high social rank. As noted by Kua et al. (1986),

the healer establishes himself as someone who has extraordinary power and can communicate with supernatural forces.  During therapy the healer goes into a trance, and this usually fills the audience with awe and reinforces his status. (p. 363)

In supporting the above theoretical account, Wijesinghe et al. (1976) described the successful treatment of a spirit possession in which, “the shaman trapped the spirit in the bottle and threw it into the sea, and the subject remained well since.” (p. 137). Pattison and Wintrob (1981) also reported similar case studies. In one of these cases, a Mexican girl complained of nightmares following the death of her fianc(, and of nightly visitations by him, which included body possession. In the treatment session with the girl, the  “therapist” invited the ghost into the house and explained to him that he was now dead and that he had to leave the girl alone and find an appropriate place for dead people. He told him that he would be missed, but that that was the natural order of things. The ghost was then dismissed out the door and the girl’s symptoms subsided rapidly (for additional data and case studies, see Kua et al., 1986; and Seltzer, 1983).


If western-oriented therapists lack the qualification to produce the desired incompatible evidence, they can hire the services of an appropriate therapeutic figure. For example, Hoffman et al. (1990), described three case studies in which therapists enlisted the services of a rabbi, resulting in a successful therapeutic outcome for observant patients. In one case, a 14-year-old orthodox Jewish boy had suffered the loss of a friend - a middle-aged woman - and was subsequently preoccupied with thoughts of her spirit coming to harm him. The rabbi succeeded in relieving the patient’s emotional difficulties by denying the existence of spirits in the Holy Land and by encouraging the patient to say a special prayer every day, “in order to thwart unwanted and frightening thoughts and imaginings.” (Hoffman et al., 1990, p. 181).

Similarly, a religious authoritative figure can be employed to facilitate the therapy when patients deny deviancy on the grounds of religious belief. For example, Meyer (in Rachman & Hodgson, 1980) described a case study of a religious middle-aged Jewish woman who performed multiple eating and checking rituals. The patient denied that her behavior was deviant, claiming that it had a rational foundation. After unsuccessful attempts to modify the patient’s behavior, Meyer arranged for a distinguished rabbi to visit the patient and confirm that she had taken her, “ritual activities to irrational extremes” (p. 19).

Religious rituals conducted by prestigious religious figures may have a serious therapeutic impact even with regard to physiological illnesses. Kirkpatrick (1981) reported a case study published in the Journal of American Medical Association, regarding a 28 year-old Philippine-American who became “ill with weakness, hepatomegaly and intermittent lymphadenopathy” (p. 1937). An aggressive yet conventional treatment plan, carried out by American doctors, had various results. However, even after a full year of standard antibiotic treatments, the patient remained ill and chose to return to the remote Philippine village of her birth instead of continuing the treatment. Three weeks later, when the patient returned to the United States, she was fully recovered and cited the work of “the village witch doctor, who had removed the curse placed on her by a previous suitor” (p. 1937). 

In conclusion, informal therapy conducted by religious persons such as shamans or rabbis may have a profound therapeutic effect. Traditional theories of psychotherapy seem unable to integrate these observations within their theoretical framework. For example, from the perspective of behavioral-cognitive theories, there seems to be no common ground between exposure and cognitive therapy of anxiety disorders (e.g., agoraphobia, panic and obsessive-compulsive disorders) and religious curing rituals of spiritual possession. In contrast, PBT claims that all these therapeutic effects stem from the same therapeutic process: patients are confronted with evidence that is incompatible with the self-deceptive belief, which sabotages the deception, and in turn, motivates the abandonment of the symptom. The manipulation of religious belief may also be beneficial because it can inspire patients with hope, and thereby reduce stress. This theoretical approach may account for the tendency of patients with supernatural self-deceptive beliefs to prefer the therapeutic services of religious, rather than western, therapists (e.g., see Csordas, 1987, case no. 2). Nevertheless, religious therapists may employ the services of Western therapists to reinforce patients’ coping skills and, hence, enhance the efficacy of the therapy.

Placebo Therapy

Traditional theories of psychotherapy have not clarified the placebo’s therapeutic effects, namely symptomatic improvement, or even recovery after pseudo-treatment method. Rose (1984) noted with respect to the placebo effects of drug treatment that, “I am not aware of any biological psychiatrist endeavoring to answer the question: how does the placebo exert its effect?” (p. 358). Another related problem is spontaneous remission, which occurs in the absence of formal treatment or after the pseudo therapeutic interventions, such as diagnostic evaluation (e.g. Rachman & Wilson, 1980, p. 27; see case study by Siebert, 2000a).


PBT claims that both placeboes and spontaneous remissions occur when stress, the underlying cause of bizarre behaviors, is no longer active, or the symptom becomes too costly. However, while some patients will abandon the symptom without significant inconvenient feelings, others may not be able to do so without a self-deceptive excuse. As noted by Ullmann and Krasner (1975)

Once the person has made the act, and performed the new role, he cannot shift back into his prior role…. The person may continue to play the role because not doing so would cast doubt on his prior behavior in that role. This is one reason why a placebo may be effective: It gives the person an “out,” saves face and avoids many of the aversive consequences in “giving up” the “sick” behavior. [italic added]. (p. 256)

Although Ullmann and Krasner referred only to conversion disorder, their statement can be generalized to include all types of neurotic disorders. An example that may illustrate the placebo effect was reported by Carl Gustav Jung (1963). In an attempt to demonstrate to his students the effects of hypnosis, Jung had informed a middle-aged female patient, who had been suffering from painful paralysis of the left leg for seventeen years, that he was going to hypnotize her. Without any hypnotic manipulation, the patient immediately fell into a deep trance and talked without pause for more than a half-hour, resisting Jung’s attempts to awaken her. Soon afterward she cried out that she was cured, threw away her crutches and proceeded to walk. Jung, whose psychoanalytic terms could not account for this shocking result, and in an attempt to explain the situation, announced to his students, “now you’ve seen what can be done with hypnosis” (p. 120). However, he noted that “in fact I had not the slightest idea what had happened (p. 120).


It seems likely that the patient wanted to abandon her symptom. However, she did so only after a pseudo-treatment intervention by a prestigious therapist that provided her with a self-deceptive excuse. This prevented the aversive feelings of cognitive dissonance and social embarrassment that she might have experienced by spontaneous remission.

Psychoanalysis

In line with increasing evidence questioning the basic foundation of psychoanalysis (e.g., see Greenwald, 1992; Grünbaum, 1984, 1986; Holmes, 1974, 1990; Loftus, 1993, 1995, 1997; Pope & Hudson, 1995a) and the disappointment with its therapeutic results (e.g., Beamish et al., 1996; Erwin, 1980; McLeod, 1997; Rachman & Wilson, 1980), investigators attributed the limited efficacy of psychoanalysis to alternative concepts, such as religiosity (Grusky, 1987) or placeboes (Grünbaum, 1984). Grünbaum thoroughly examined Freud’s work and claimed that the therapeutic effect of psychoanalysis was actually the result of 

The patient’s credulous expectation of symptom relief, not by the particular treatment ritual employed to fortify of his or her optimistic anticipation … an account to which I shall refer as ‘the hypothesis of  placebo effect’ … The continuing failure of psychoanalytic research to discredit this altogether reasonable challenge jeopardize the very foundations of Freud’s entire clinical theory” (p. 178, 180). 

PBT accepts Grünbaum’s assertion but claims that placebo effects only occur when patients are interested in abandoning the symptom but search for a self-deceptive excuse to rationalize the behavioral change, as in the previously mentioned case by Jung (1963). This answers Ferguson’s (1988) criticism that Grünbaum’s hypothesis did not clarify why suggestion, which he uses to account for the placebo’s effects, is not always effective. Suggestion is effective only if patients are motivated to abandon the symptom, especially when analysts implicitly imply that this is a desirable goal.

However, while placebo is an important factor, it seems that, like other therapeutic interventions, the major mechanism by which psychoanalysis exerts its influence is the sabotage of patients’ self-deceptive belief. As noted by Spanos et al. (1986), “in our culture many people learn to conceptualize interpersonal problems as resulting from ‘unconscious processes’ and as stemming from early negative experiences with patients” (p. 300; see also Spanos et al., 1985). As was put forth in Chapter 6, this means that there are cases where patients choose to deceive themselves with psychoanalytic concepts, as in the case of Leonard (1927, see Chapters 4 & 6). In all these cases, psychoanalysis is the best therapeutic strategy for the sabotaging of patients’ self-deceptive belief. Since patients deceive themselves that unconscious forces control their behavior, psychoanalytic/ritualistic procedures conveying the message that these forces were neutralized should sabotage patients’ self-deceptive endeavors. Just as the rituals in religious therapy can “cure” patients of spiritual possession, the psychoanalytic rituals of “lifting of repression” (e.g., free association, insight and abreaction), conducted by prestigious scientific figures, should “cure” patients of the adverse influence of the “unconscious”. Thereby, therapists’ implicit message of cure should challenge patients’ self-deception of illness. Hence, unless patients have an effective self-deceptive excuse, as in the case of Leonard (1927) who stated after psychoanalytic therapy, “I have found the cause. But why not, then, the cure?” (p. 406), the knowledge of cure should sabotage the self-deception of illness and motivate the abandonment of the symptom.

Essentially, this theoretical position is consistent with Sampson’s (1992) statement that analysts’ attitudes are important to the therapeutic process, to the extent that they disconfirm the pathogenic belief of the analyzed.  “If the patient unconsciously perceives the analyst’s behavior and attitudes as disconfirming the belief he is testing, the patient will make progress. In this way, direct experiences with the analyst sometimes may lead to significant analytic progress even without interpretation” (pp. 519-520). Similarly, Spanos et al. (1985) viewed psychotherapy as “an interpersonal process geared to changing the assumptions, attitudes, and beliefs that clients hold about themselves and others” (p. 373). This also coincides with Bandura’s (1969) conception of psychoanalysis as a process of “social persuasion” (p. 94). Accordingly, it is no wonder that “even admittedly inexact interpretations have been noted to be of therapeutic value!” (Marmor, 1962, p. 289).


This new formulation of psychoanalysis can clarify why the psychodynamic therapeutic approach, in combination with hypnosis, is the major therapeutic tool in the treatment of MPD (e.g., Adams, 1990; Berman, 1981; Bliss, 1980; Dell & Eisenhower, 1990; Kluft, 1987; Putnam & Loewenstein, 1993; Wilbur, 1984b). As clarified earlier (see Chapter 5), MPD is often generated in analysts’ offices (e.g., see Jaroff, 1993; Spanos et al., 1985; Read & Lindsay, 1994) and, hence, patients would attribute the symptom to unconscious sources. This attribution process is also likely when MPD becomes available to patients through other sources (e.g., mass media; Spanos, 1996; Spanos et al., 1985; see also Perr, 1991). In some cases patients are unaware of their alternate personalities and might not have an explicit self-deceptive belief (see Chapter 6, pp. 201-203). Yet, here too, following confrontation with the alternate personality via hypnosis or other measures, they are likely to develop a belief, that their behavior is unconsciously determined. At any rate, it seems that the major underlying mechanism for the successful therapeutic effect of psychodynamic intervention in MPD is the sabotage of the self-deceptive belief. Since patients attribute their symptoms to unconscious sources, the psychodynamic rituals, which supposedly resolve the interior conflicts and synthesize the various parts into one integrated personality, should sabotage their self-deceptive belief and result in the abandonment of the symptom.

This therapeutic approach is less likely to succeed in other types of neuroses, such as agoraphobia and panic and obsessive-compulsive disorder, as compared with cognitive-behavior therapy (e.g., see Beamish et al., 1996; McLeod, 1997; Rachman & Wilson, 1980). The challenge to the self-deceptive belief of illness is more difficult by psychoanalytic means than by exposure or cognitive therapy, even when the deception was based on psychoanalytic concepts. 

Another factor that may account for the therapeutic effect of psychoanalysis is the enhancement of self-acceptance. In some cases, the therapy may reduce guilt feelings or self-rejection by relocating the blame for the misconduct from self to others, usually parents. For example, Messer (1986) reported a case study of a 20-year-old student who was afraid to reveal his homosexual feelings, “particularly because his parents would not accept them” (p. 1262). After one year of therapy, the patient remembered that when he was a little boy his mother became upset with him because he entered her bedroom and saw her naked. There was also an unpleasant odor that he associated with the smell of female genitals. Additionally, the patient reported that he had recently dreamed that he was sleeping with his father and that in the morning his mother was upset and asked what his father did to him. “She meant I had anal intercourse. I denied it.  When I woke I was very upset because I wondered if it was really something that happened to me when I was younger” (p. 1266).

Although psychoanalytic investigators would interpret these reports as an indication of true events or as a reflection of unconscious fantasies (Messer, 1986), the possibility remains that these reports were pure confabulations promoted by demand characteristics of the therapeutic setting (see Chapter 1). Nevertheless, the therapy was helpful because it enabled the patient to accept his homosexuality by attributing the blame to his parents rather than himself.


The enhancement of patients’ ability to cope with current stressors also contributes to the efficacy of psychoanalysis. An integral component of psychoanalytic therapy, which is usually manifested soon after the psychoanalytic rituals of lifting repression have been completed, is to encourage patients to take problem-solving measures to cope with their current stressors. This is illustrated in the previously mentioned case (Chapter 5, pp. 138-139), reported by Dollard and Miller (1950), where the patient did not make adjusting measurements to cope with her conflicts regarding her aggressive and sexual drives. At the advanced stage of the therapy, after “uncovering” her past, the patient was told that

When you were a child your mother didn’t let you think for yourself … But now things are different. You are an adult now, and you’re expected to be independent and to think for yourself. In some ways, though, you’re still acting as though you didn’t dare to say what you think or to do anything without asking permission. I think you can be more independent than you are. Nobody will punish you now for standing up for your rights and expressing your own opinion … But you should not be afraid now (p. 316 – 319).


Dollard and Miller (1950) confirmed that the patient began “to believe in her powers and resources” (p. 316), and that “the learned drive not to fear the harmless, not to be a ‘sissy’, is mobilized” (p. 318).

Drug Therapy

As shown throughout this chapter, the various psychological interventions deal with the counteraction of the distraction/controllability value of the symptom or with the enhancement of patients’ ability to cope with the stress. Another symptomatic therapeutic option is to reduce the emotional/motivational basis of the symptom generated by stress together with various psycho-physiological factors (see Chapter 5, pp. 120-124) by emotional relieving techniques. Thus, since depression is commonly found among all patients with bizarre behaviors (see Chapter 4, pp. 105-106), one would expect, as confirmed by numerous studies, that these patients would significantly benefit from antidepressant drugs.  This means that with the reduction of the depression there may be an increased tendency to abandon the symptom or employ it less frequently.  Examples demonstrating this effect include agoraphobia and panic disorder (e.g., Ballenger, 1993; Beamish et al., 1996; Black et al., 1993; Burrows et al., 1993; Gelder, 1992; Westenberg, 1996), obsessive-compulsive disorder (e.g., Abramovitz, 1997; Demal, Zitterl, Lenz, Zapotoczky, & Zitterl-Eglseer, 1996; Park et al., 1997; Stein, Spadaccini, & Hollander, 1995), multiple personality disorder (e.g., Kluft, 1987; Putnam & Loewenstien, 1993) and eating disorders (e.g., Hoffman & Halmi, 1993; Jimerson, Wolfe, Brotman, & Metzger, 1996; Wolfe, 1995).


One important observation that has a significant theoretical implication, and that has not been sufficiently emphasized in the literature, is the fact that the same drug may be effective for disorders of different symptomology. For example, clomipramine, fluoxetine, fluvoxamine, monoamine oxidase inhibitors and tricyclic antidepressants are effective in the treatment of both obsessive-compulsive disorders (e.g., Abramovitz, 1997; Demal et al., 1996; Park et al., 1997; Piccinelli et al., 1995; Van Balkom et al., 1994) and agoraphobia and panic disorders (e.g., Alexander, 1991; Black et al., 1993; Burrows et al., 1993; Gelder, 1992; Klerman, 1992; Westenberg, 1996). Similar results were reported for eating disorders (e.g., Hoffman & Halmi, 1993; Wolfe, 1995). Since biological models assume that the symptomology of each disorder stems from different biological etiology, it is difficult to see, from this theoretical perspective, why the same drug can affect a large variety of disorders. An additional difficulty concerns the fact that neurotic “diseases”, unlike physiological diseases, benefit not only from drugs but even more so from psychological interventions (see Chapter 3). PBT resolves this problem by arguing that the behavioral aspect of neurotic disorders is purely under the control of the conscious. Like pain relievers, drugs reduce the maintenance of the emotional cause of the symptom and, thus, motivate patients to abandon it.

However, since drugs do not eliminate the underlying causes of the disorder, and their therapeutic effects in relieving patients’ emotional distress continue only as long as they are employed, it is no wonder that relapse can only be prevented by prolonged therapy (e.g., Ballenger, 1991; Basoğlu, 1992; Burrows et al., 1993; Klerman, 1992; Piccinelli et al., 1995). Apparently, long-term treatment allows respite from the negative emotional impact of the stress and enables patients to make satisfactory adjustments without the symptom. The prospect for success becomes higher when the therapy counteracts both the emotional impact of the stress and sabotages patients’ self-deceptive belief through the combination of drug treatment and cognitive-behavioral therapy (e.g., Abramovitz, 1997; Mavissakalin, 1993; Park et al., 1997; Van Balkom et al., 1994). Nevertheless, since this therapy does not enhance patients’ coping abilities or remove the stress, a high proportion of patients remain symptomatic to some degree, others remain very “ill” (e.g., Jenike & Raunch, 1994) and only a few may be considered fully remitted after discontinuing medication (e.g., Demal et al., 1996; Piccinelli et al., 1995).


In some cases, drug therapy may be successful in removing patient’s symptoms merely because, independent of its physiological effects, it sabotages the self-deceptive belief of illness. For example, Menza (1989) observed a 31 year-old male suffering from major depression and hysterical leg paralysis. Soon after the administration of amobarbital interview, using 450 mg over 45 minutes, the patient’s symptom disappeared. The patient “insisted that his ability to walk was merely the effect of the drug on his legs” (p.137) and that he would not be able to walk without the drug. Approximately one hour after the interview, the patient was found attempting to hang himself. The leg paralysis had returned, and this remained so at a two-month follow up after his discharge from psychiatric hospital, but the patient resisted any further psychiatric intervention.


Thus, it seems that the patient deceived himself that his leg paralysis was the consequence of biological factors. However, because he became convinced that the drug cured him from these adverse neurochemical effects, he had to abandon his symptom. Consequently, his depression was aggravated, resulting in the suicide attempt. By resisting any further therapeutic intervention, the patient was able to resume the symptom and the self-deceptive belief, thereby, sustaining the decreased level of depression.

Apart from the sabotaging effect of drugs, this case also illustrates the danger of removing the symptom when patients’ intense depression is not treated with suitable drugs or stress management techniques.

Discussion

The successful integration of therapeutic findings of different and sometimes contrasting theoretical observations into one theoretical framework, completes PBT’s theoretical endeavor to display the lack of scientific justification for the existing mechanistic theories of the psychopathology of neuroses. On the practical level, the new insight into the underlying therapeutic process enables the development of an eclectic therapeutic approach that optimizes the utilization of the available therapeutic tools in accordance with the unique needs of each individual. Thus, cognitive-behavioral theory seems to be the best therapeutic strategy for behavior disorders such as agoraphobia, panic and obsessive-compulsive disorders and, apparently, for eating disorders as well (e.g., see Cooper, Coker, & Fleming, 1996; Kleifield et al., 1996; Leitenberg, 1995). This therapeutic intervention can most effectively challenge patients’ self-deceptive beliefs and mobilize the abandonment of the symptom. The effect of this therapy can be enhanced, depending on the severity of the patient’s disorder, through medication and coping skills strategy.


In contrast, psychodynamic strategies and religious therapy may be more useful for psychiatric disorders such as multiple personality disorders and spiritual possession, respectively, whose development of self-deceptive beliefs are associated with or derived from those systems of beliefs. Therapists identified with these beliefs are most capable of sabotaging patients’ self-deceptive belief. Yet, here too, medication and coping skills training can facilitate the therapeutic process and prevent relapse.


In cases where patients are not sufficiently motivated to abandon the symptom, reinforcement-punishment procedures that counteract the controllability value of the symptom may be helpful in resolving this problem. However, this therapy needs to be accompanied by coping skills training in order to increase patients’ abilities to cope more effectively with the stress.


The theoretical contribution of PBT to therapy may be undermined by the claim that the theory merely synthesizes available data and does not provide a therapeutic method of its own. However, while integration is a major interest of PBT, this theory provides an optimal eclectic approach in psychopathology. Justifiably, investigators labeled the current eclectic approach “technical eclecticism” (e.g., Duncan, Parks, & Rusk, 1990a; Duncan, Parks, & Rusk, 1990b; Lazarus, 1989, 1995) that “permits one to select techniques from any discipline without necessarily endorsing any of the theories that spawned them” (Lazarus, 1995, p. 31). Under these circumstances, the selection decision is made in darkness and upon a purely intuitive basis. In contrast, PBT’s eclectic approach, which can be termed “theoretical eclecticism”, whereby a therapeutic intervention is selected in an a priori manner on the basis of a theoretical framework which matches the patients specific symptoms and needs to a given therapeutic approach. It equips clinicians with a set of principles that can guide them to a wise decision that could facilitate and enhance the therapeutic outcome.


Additionally, PBT’s theoretical framework opens new and improved avenues for therapeutic strategies. As noted in Chapter 6 (p. 204), when Symonds (in Merskey, 1979) told his dissociative fugue patients that they were intentionally faking their symptoms, they “recovered” from their amnesic conditions. As stated, this therapeutic intervention was effective with dissociative fugue, due to their weak self-deceptive belief (pp 203-204).  Among other neurotic disorders that have much stronger self-deceptive beliefs, and hence a stronger state of unawareness, insight into the self-involvement and the stressors that motivate patients to adopt the symptoms can be obtained by repeatedly focusing their attention to the processes by which they deceive themselves (see Concluding Remarks, p. 321). However, this insight-oriented therapy may be more useful at the more advanced stage of therapy when a trusting relationship has been established between patient and therapist.


Finally, the therapeutic intervention should be as parsimonious as possible, in order to save time for both the patient and therapist. At the diagnostic-evaluation stage, it is difficult to determine patients’ exact motivation for therapy. Since the possibility exists that they are merely looking for a self-deceptive excuse to abandon the situation (as in the aforementioned case by Jung, 1963), a placebo intervention can already be used in the first session of the therapy. For example, patients may be given relaxation or hypnotic exercises, with suitable homework assignments and suggestions that they will experience a significant improvement before the next meeting. If this is not suffice and additional intervention is necessary other therapeutic approaches should be employed such as psycho-dynamic therapy, behavioral-cognitive therapy or religious therapy, in accordance with the nature of the disorder and the patient’s type of self-deceptive beliefs. Medication training need to be activated if the level of depression is very high, and in the interim when depression is alleviated coping skills training should be administered. When the above interventions meet with less than optimal success insight therapy should be considered. The therapist should gently reveal to the patient his self deceptive belief surrounding his own involvement in adopting the symptom in the first place and confront the very issues the patient wishes to remain unaware of. Such an intervention is usually required not only in cases of relapse but also when resistance to change is noticed.
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Psychoses
Definition

Like neuroses, psychoses also fulfill PBT’s five criteria of bizarreness. However, in psychoses, the intensity of bizarreness is more severe. While similar with regard to mode of onset and prevalence, psychotic symptoms are much more extreme than neurotic symptoms, as they task individuals’ attention and daily functioning more profoundly and the social stigma is more derogatory. Additionally, not only are psychosis patients unaware of the underlying causes of their symptoms, they are also unaware that their behavior is maladaptive.

More important than the above quantitative contrasts are the qualitatively different characteristics and profiles of neuroses and psychoses. The basic distinction between the two types of disorders is comparable to a damaged machine. In one case (neuroses) an important part has broken but the engine remains intact, and in the other (psychoses) the engine itself has been severely damaged. Thus, in neuroses, damage is restricted solely to the response and emotional systems. These impairments may be manifest as impaired motor functioning (e.g., conversion disorder), adverse emotional reactions (e.g., agoraphobia and panic disorder), disturbed thoughts (e.g., obsessive disorder) and selective damage to the memory system with regard to self-identity (e.g., multiple personality disorder and disassociate fugue). However, the engine (i.e., perception and thought processes) remains intact, even though the output (reflected by the quality of the response and emotional systems) is impaired. Neurotic subjects do not exhibit deficient information processing (e.g., hallucination or disturbances in attention), deviant communication (e.g., incoherent speech), or unrealistic belief systems (e.g., grandiose delusions). In contrast, psychotic patients’ bizarre symptoms are located in the domain of perceptual and thought processes. Patients’ perception and thinking processes are inconsistent with reality, as they are severely impaired. 

Various investigators have empirically confirmed the idea that thought disorder is the central characteristic of all psychoses (Andreasen, 1979a, 1979b; Andreasen & Grove, 1986; Hoffman, Stopek, & Andreusen. 1986; Marengo & Harrow, 1985; Sengel et al., 1984). However, these investigators claimed that thought disorders are seen in other psychiatric disorders, such as depression and neuroses, and even among normal individuals (Andreasen, 1979a, 1979b, Harrow & Quinlan, 1977). Accordingly, they suggested that thought disorders be viewed as a continuous and quantitative, rather than a discrete and qualitative, phenomenon. This idea is consistent with the cognitivist position which attributed neurotic symptoms, such as panic disorder, to acquired irrational thinking (e.g., Beck, 1988; Clark, 1988). Nevertheless, PBT claims that thought disorder is a central and unique characteristic of psychotic patients and that this type of thinking is qualitatively distinctive from deviant thinking of neurotics or normal individuals on both theoretical and empirical grounds. Theoretically, from PBT’s standpoint neither neurotic patients nor do normal people employ thought disorder symptoms as a coping strategy. Their deviant behaviors are solely confined to the response or emotional systems. In contrast, in psychosis, patients’ bizarre symptoms are located in the domain of thought processes and constitute the major aspect of their coping maneuvers. This theoretical distinction can be empirically determined by employing PBT’s criterion of bizarreness. Once the behavior is assessed as bizarre, the first criterion of attention and daily functioning should be re-employed to assess whether patients are neurotic or psychotic. If impairment to the attention and functioning is due to symptoms external to attention (i.e., response and emotional system in panic attack or obsessive ruminations), then the disorder will be classified as neurotic. However, if the attentional impairment is due to damage to the informational processing system, namely perception and thought processes (e.g., hallucinations, delusions and disorganized thinking), patients will be diagnosed as psychotic.

This chapter aims to:


1) Provide a new definition for each psychotic disorder.

2) Specify the different types of schizophrenia and clarify their etiology.

3) Specify the causes that motivate patients to choose a specific type of psychotic disorder.

4) Relate to the unique psychological processes by which unawareness is generated and maintained.  

These objectives will be addressed by classifying psychoses into two major psychological entities - schizophrenia and bipolar disorder - which together encompass all variations of psychotic behavior. 

Schizophrenia

Properly defining schizophrenia is complex since, despite years of research, there is still no consent regarding its essence. In addressing the question of defining schizophrenia, Strauss and Carpenter (1983) commented that, “Such a question seems obvious, naive, impossible, or any combination of these. And certainly it is a bit demanding to expect that anyone could say what a schizophrenic is in 1,000 words” (p. 7). Likewise, Siebert (2000a) noted that, “Even though over 100,000 books and articles have been published on schizophrenia ... contemporary psychiatrists confess that they still do not know what ‘schizophrenia’ is” (p. 9). Sarbin (1990), who rejected the biological basis of schizophrenia, indicated that, “One conclusion is paramount: the 30 years of psychological research covered in our analysis has produced no marker that would establish the validity of the schizophrenic disorder” (p. 267). 

Part of the problem in formulating an appropriate definition lies in the extremely heterogeneous fashion in which schizophrenia is manifest. As noted by Zigler and Glick (1984), “The many symptoms used as the defining features of schizophrenia result in a group of patients extremely heterogeneous in regard to symptoms displayed” (p. 48; see also Knoll et al., 1998). Clinicians tried to combat this problem by delineating meaningful subtypes such as paranoid, disorganized, and catatonic schizophrenia. However, as noted by Lieberman (1995), in the absence of a suitable and comprehensive theory, “The phenomenological distinctions in schizophrenia may be meaningless in our efforts to understand the underlying nature and cause of the disease” (p. 361). 

This lack of understanding surrounding the bare essence of schizophrenia has been expressed by investigators such as Rifkin (1984), who claimed that “The plain fact is that we just don’t know what schizophrenia is” (p. 367). A more radical approach was advanced by Sarbin (1990; Sarbin & Mancuso, 1980), who denied the existence of schizophrenia, claiming that it is “a social construction” of certain forms of unacceptable or unintelligible behavior rather than a legitimate medical diagnosis.

The theoretical confusion in defining schizophrenia seems partly due to the dominance of the mechanistic approach in psychopathology. This approach insists on viewing psychopathological disorders as medical or mental diseases where symptoms are beyond the conscious control. As stated earlier, the mechanistic outlook in psychopathology emerged due to the severely disruptive change in patients’ behavior and their inability to either account for this change or resume control. This process of bizarre behavioral change reaches an extreme level in schizophrenia, which “represents in many ways the ultimate in psychological breakdown” (Coleman, Bucher, & Carson, 1984, p. 343).

There seems to be no doubt of the theoretical necessity to account for the phenomenon of unawareness in schizophrenia. Any serious theoretical endeavor must also address the neurophysiological findings, particularly the involvement of genetic factors in the development of the disorder. However, much like neuroses, the abandonment of the mechanistic-deterministic approach to schizophrenia, specifically the widely accepted belief that schizophrenia is a disease, is a necessary condition for obtaining a genuine understanding of the disorder. Instead, PBT suggests that the bizarre behaviors that characterize these patients are conscious and deliberate acts. Schizophrenia needs to be conceptualized as a coping mechanism that is characterized by severe disruption of both the perceptual and thought processes which are consciously and voluntarily adopted under a truly unbearably level of stress. As noted by Robert Laing (1964), the Scottish existential psychiatrist,

The experience and behavior that gets labeled schizophrenic is a special sort of strategy that a person invents in order to live in an unlivable situation…the person has come to be placed in an untenable position. He cannot make a move…without being beset by contradictory pressures both internally, from himself, and externally, from those around him.  He is, as it were, in a position of checkmate  (p. 187). 

In trying to deepen our understanding of the nature and etiology of this “checkmate”, an additional assumption should be taken into account. Schizophrenia is not a distinct psychological entity, rather it is an umbrella term for a number of behavioral disorders that are characterized by extreme disruption of perception and thought processes. These disorders should be classified into three major categories of schizophrenia: typical schizophrenia, paranoid schizophrenia, and catatonic/schizoaffective disorders. Each disorder has a unique etiology that motivates symptom adoption, a specific availability and cost-benefit analyses to determine the choice of symptom, and special mechanisms for the generation and maintenance of a state of unawareness. The most characteristic and extreme expression of schizophrenic disorder is the typical type. In turn, examination and understanding of this specific type of schizophrenia will be conducive for comprehending the very basis of schizophrenic bizarreness in general. 

Typical Schizophrenia
Typical schizophrenia refers to patients who display disorganized thinking and suffer from cognitive deficits, particularly attentional impairment, and severe lack of coping skills, especially social skills, which were present at the pre-morbid stage. The symptomatology of this diagnostic category consists of three major maladaptive components:
1) Disorganized thinking, which, since Bleuler (1911/1964), has been viewed as the “most important feature of schizophrenia” (DSM-IV, American Psychiatric Association, 1994, p. 276). One implication of this disturbance is incoherent communication. As noted by Coleman et al. (1984).

Basically there is a failure to conform to the semantic and syntactic rules governing verbal communication in the individual’s known language not attributable to low intelligence, poor education, or cultural deprivation… Meehl cited as an example the statement, “I’m growing my father’s hair (pp. 350-351). 

Another expression of disorganized thinking is deflection.  The patient replies to questions posed by another person in a vague and unrelated manner.  This mode of behavior is illustrated by the following example (White & Watt, 1981):


“How old are you?”


“Why I am centuries old, Sir.”


“How long have you been here?”


“I’ve been now on this property on and off for a long time.  I cannot say the exact time because we are absorbed by the air at night, and they bring back people…”


“Who is this?”


“Why the air.” (p. 473).

2) Severe attentional disturbances that seriously disrupt information processing (Braff, 1993; Kathmann, Wagner, Rendtorff, Schoechlin, & Engel, 1995; Knight, Youard, & Wooles, 1985; Levin, 1984a, 1984b; Nuechterlein & Dawson, 1984). Examples of this type of symptomatology are illustrated in the following extracts from two schizophrenics’ description of their psychological condition:

I start thinking or talking about something but I never get there.  Instead, I wander off in the wrong direction and get caught up with all sorts of different things…people listening to me get more lost than I do…

My trouble is that I’ve got too many thoughts.  You might think about something, let’s say that ashtray…but I would think of it and then I would think of a dozen different things connected with it at the same time (McGhie & Chapman, 1961, p. 106). 

3) Frequently patients have hallucinations, particularly auditory, and delusions of a variety of themes (see Breier & Berg, 1999; Bunney et al., 1999; DSM-IV, American Psychiatric Association, 1994; Mueser, Bellack, & Brady, 1990).

Severe vs. Mild Typical Schizophrenia

The aforementioned symptomatology is not sufficient to classify the typical schizophrenia. Since, according to PBT, these behaviors are voluntary, in some cases they may be manifested by other types of patients, such as paranoid and bipolar patients, when they have a need for extreme pathological coping mechanisms. An additional factor that is unique to the typical schizophrenia is severe deficiency in coping skills, particularly cognitive and social skills that are manifested at the pre-morbid stage. Therefore, the diagnostic evaluation must also consider patients’ adjustment at the pre-morbid stage. In this respect, the category of typical schizophrenia itself needs to be further divided into two sub-classifications: severe and mild typical schizophrenia. 

Severe typical schizophrenia displays more intense symptomatology, has earlier onset, and a worse prognosis than the mild typical schizophrenia. However, the fundamental difference lies in their distinctly different pre-morbid character. Severe typical schizophrenia consists of patients who have a developmental history of acute deficits in both cognitive and coping skills, and consequently a poor pre-morbid adjustment.  These deficits are so profound that they are in fact unable to cope with the everyday demands of life. As a result, upon reaching adolescence or early adulthood, when they begin to function independently, their experienced stress exceeds their level of tolerance. Consequently, many of them relieve their emotional distress by adopting the coping mechanism of schizophrenia.

In contrast, mild typical schizophrenics are not as impaired as the severe typical schizophrenics. The pre-morbid personality is much less deviant as they are endowed with better cognitive and coping abilities. However these patients can function normally only as long as the stress level does not exceed the normal everyday life level of stress. Unlike the above group, in the mild typical schizophrenia, stress is a necessary condition for the development of schizophrenia. The onset of the mild typical must be preceded by a moderate or extreme environmental stressful life event. The etiological factors of these two groups of patients are elaborated below.
Severe Typical Schizophrenia 

The pre-morbid personality of the severe typical schizophrenia is characterized by cognitive impairments and a severe lack of basic coping skills necessary for adjustment. This impaired coping deficit (high vulnerability) predisposes individuals to experience a deep sense of incompetence. By itself or in combination with a low stressful life event, this can motivate individuals to adopt the schizophrenic coping mechanism. 

Although even in the formative years the disabled personality is disruptive to adjustment, a marginal adjustment is maintained due to the support of the family and the school system. However, as adolescence and early adulthood approach, when individuals need to make future considerations and function independently, the burden of life’s demands exceeds their coping abilities. Self-rejection and depression become so extreme that the adoption of schizophrenic coping mechanisms becomes necessary in order to obtain a viable emotional relief. In fact, once patients experience an unbearable level of emotional distress they might either commit suicide (a quite frequent occurrence; see Drake, Gates, Whitaker, & Cotton, 1985; Westermeyer, Harrow, & Marengo, 1991), remain depressed, or develop schizophrenia.  Despite this narrow choice, there is a large degree of freedom in symptom selection. Given the large variability in schizophrenic symptomatology and the many differences regarding the specific onset mode of the symptom, subjects have a rather high degree of freedom in consciously selecting an available symptom suitable to their unique needs and specific available conscious experiences. This is consistent with Sarbin’s (1990) claim that biological factors, and, according to PBT, other mechanistic terms as well, cannot account for the wide variability of the schizophrenic symptoms in different individuals. Just as with normal individuals and neurotic patients, the variability in the behaviors of schizophrenic patients needs to be accounted for solely by conscious-voluntary terms.

Investigators concluded that low cognitive resources (Davidson et al., 1999), particularly impaired attention (e.g. Cornblatt, Lenzenweger, Dworkin, & Erlenmeyer-Kimling, 1992; Cornblatt, Dworkin, Wolf, & Erlenmeyer-Kimling, 1996; Cornblatt, Obuchowski, Roberts, Pollack, & Erlenmeyer-Kimling, 1999; Freedman, Rock, Roberts, Cornblatt, & Erlenmeyer-Kimling, 1998; Harvey, Winters, Weintraub, & Neale, 1981; Parnas, Schulsinger, Schulsinger, Mednick, & Teasdale, 1982; Schreiber, Stalz-Born, Heinrich, Kornhuber, & Born, 1992), are a strong candidate marker for biological susceptibility to schizophrenia. Since these cognitive deficits are present at an early age, it is likely that they were either the result of a genetic pre-disposition (see Cornblatt et al., 1996) or were constitutionally caused by obstetric complications (Cantor-Graae et al., 1994; Rifkin, Lewis, Jones, Toone, & Murray, 1994; Silverton, Finello, & Mednick, 1983; Silverton, Finello, Schulsinger, & Mednick, 1985). People at high genetic risk for schizophrenia are also characterized by lower IQ scores when compared to their siblings, neighborhood peers, and classmates (Albee, Lane, & Reuter, 1964; Lane & Albe, 1964, 1965; Rieder, Broman & Rosenthal, 1977; Watt & Lubensky, 1976). They are also poorer than control subjects on measurements of intellectual and executive functions (Byrne, Hodges, Grant, Owens, & Johnstone, 1999; Davidson et al., 1999; see also Davies, Russel, Jones, & Murray, 1998). As noted by Lukoff et al. (1984), the cognitive deficit creates “a severe decrement in the problem-solving ability of schizophrenic patients” (p. 280).  These pre-morbid low cognitive abilities have been exclusively associated with schizophrenic patients, but not with other psychotic disorders such as delusional or affective disorders (e.g., Zigler & Glick, 1984; Cornblatt et al., 1996).

In addition, the pre-schizophrenic disabled personality is characterized by a severe lack of social skills (e.g., Davidson et al., 1999). Research data shows that high-risk children for schizophrenia have poorer social competence when compared with children of affective or non-schizophrenic parents (Dworkin et al., 1990, 1993; Dworkin, Lewis, Cornblatt, Erlenmyer-Kimling, 1994a, 1994b; Hans, Marcus, Henson, Auerbah, & Mirsky, 1992; McClellan & McCurry, 1999). This is consistent with other observations indicating that schizophrenics have profound deficits in social competence (e.g., Bellack, Morrison, Wixted, & Mueser, 1990; Munk-Jorgensen & Mortensen, 1992). 

Pre-schizophrenics’ poor social skills are due to a variety of factors. Cornblatt et al. (1996) reported that schizophrenics’ pre-morbid attentional impairment predisposes them to a poorer social competence as compared to high-risk affective children or normal subjects. Such a deficit of attention produces social communication problems and, hence, renders the interaction with peers difficult. Another important factor is individuals’ pathogenic home environment. Parents of schizophrenics tend to be hostile, critical, domineering, over-emotionally involved adults who display deviant communication patterns, and are frequently impervious to the feelings and needs of others (Carson et al., 1988; Lukoff et al., 1984; Olin & Mednick, 1996; Rund, 1994; Tienari et al., 1993; Velligan et al., 1996). Often these parents are emotionally disturbed, and at times they themselves are schizophrenics. In this regard, parents of schizophrenics have been characterized as

‘Deficient tutors’: they create a family milieu inappropriate for training a child in cognitive abilities essential for categorizing experience, thinking coherently, and communicating meaningfully. Coupled with feelings of inadequacy and other damage to the child’s emerging self-concept, this may help explain the later cognitive distortions, communication failures, difficulties in interpersonal relationships, and identity confusion that commonly occur in schizophrenia  (Coleman et al., 1984, p. 378). 

The impact of a negative home environment on the development of schizophrenia is also reflected by evidence that high risk children show greater behavioral dysfunction when exposed to pathogenic home environments (Wahlberg et al., 1997; Walker, Downey & Bergman, 1989). 

Consequently, many studies testify that these children are unlikely to adjust to the cognitive and social demands of school (Ayalon & Merom, 1985; Beckfield, 1985; Beisser, Glasser, & Grant, 1967; Cannon et al., 1997; Grubb & Watt, 1979; Lewine, Watt, & Fryer, 1978; Nagler & Glueck, 1985; Nagler & Mirsky, 1985; Olin & Mednick, 1996; Olin et al., 1998; Parnas & Jorgensen, 1989; Parnas et al., 1982; Rolf, 1972; Rolf & Garmezy, 1974; Schulsinger, 1976; Sohlberg & Yaniv, 1985; Spring & Coons, 1982; Watt, 1978; Watt & Lubensky, 1976; Watt, Grubb, & Erlenmeyer-Kimiling, 1982; Weintraub, Liebert, & Neale, 1975). The results of these studies revealed that high-risk children display poor concentration, low comprehension, lack of creative ability, and unsatisfactory academic achievement. They also have disciplinary problems and a remote relationship with their teachers. Emotionally, they are unstable, exhibit difficulties in affective control, and are prone to anger and depression. Socially, they tend to be violent, withdrawn, and introverted individuals. A more recent study showed that individuals with typical schizophrenia-related psychoses exhibited significantly more behavioral problems as children than subjects with affective or anxiety disorder, substance abuse, or no disorder (Amminger et al., 1999). In general, they display poor premorbid adjustment over the course of childhood, adolescence, and adulthood (Gureje, Aderibigbe, Olley, & Bamidele, 1994; Levitt, Shenton, McCarley, Faux, & Ludwig, 1994).

 
While school years normally allow for an increase in competence for nearly all dimensions of personality, the opposite trend occurs for pre-schizophrenic individuals. These experiences increase individuals’ level of depression and damage their self-esteem, as is the case with normal children who are academically and socially incompetent (Blechman, Tinsely, Carella, & McEnroe, 1985; Blechman, McEnroe, Carella, & Audette, 1986). More devastating than the experienced depression is the reinforcement of individuals’ social incompetence, resulting from the negative social interaction, which has been shown to be an essential aspect in the development of schizophrenia (Amminger, Mutschlechner, & Resch, 1994; Mueser, Bellack, Morrison, & Wixted, 1990).

Pre-morbid schizophrenics’ experiences during the formative school years must be unusually frustrating for not only do these subjects face serious functioning limitations, but they are also denied the psychosocial advantages of other disabilities. The self-acceptance of a disability is a critically important factor for appropriate adjustment (e.g., Russell, 1981). This self-acceptance is relatively easy when subjects are able to attribute their limitations to external causes and even gain social benefits for being “special” (Gibbons, 1985; Lindermann, 1981, p. 6). In contrast, pre-schizophrenic individuals are unable to attribute their inability to cope with every day life demands to socially acceptable external causes. Consequently, the self-acceptance strategy employed by other disabilities is not applicable for these individuals, and, hence, they are likely to blame themselves for being incompetent. Moreover, pre-schizophrenic children do not receive the needed social support, as peers relate to them as innately incompetent, and teachers maintain a negative and distant relationship with them. Additionally, while people normally boost their self-esteem by downward social comparison (e.g., Wills, 1981), these coping techniques are unavailable to pre-morbid schizophrenics due to the rarity of others who are less fortunate in their environment.  

Although the emotional distress of high-risk children tends to be extremely unfavorable, schizophrenia is rarely adopted before the age of 15 (Yang et al., 1995).  Despite their shortcomings, in the vast majority of the cases the family and school system do provide minimal support and security, enabling pre-morbid individuals to sustain the stress. Upon the approach of adolescence and young adulthood, a stage characterized by change and making of appropriate adjustments towards independence (e.g., breaking away from the family, choosing a vocation and seeking a partner), high-risk subjects may feel completely helpless. Though most young people are reasonably optimistic and feel that they can exercise control over their future (Mussen, Conger, Kagan, & Huston, 1984), for the high-risk population the prospect of “the future” is more likely to induce feelings of despair, anxiety, and depression. Usually high-risk young individuals can neither extend their dependency, having no formal disability status, nor can they become independent by finding a job or going on to tertiary education. Perhaps the most frustrating aspect for the high-risk adolescent is an inevitable intensification of social alienation at the very age when peer-group support is especially needed. Mussen et al. (1984) noted that the emotionally unstable adolescents

Are likely to meet with rejection or indifference. In turn an awareness of not being accepted by peers and a lack of opportunity to participate in and learn from peer group activities further undermine self-confidence and increase a sense of social isolation (p. 398).  

In light of these considerations, it is no wonder that the adverse pre-morbid adjustment of schizophrenics becomes especially marked in late adolescence (16-18) and adulthood (Levitt et al., 1994). 

Lower social class is an additional source of stress that contributes to the development of schizophrenia. Several investigators indicated that the impoverished social conditions of the lower social classes precipitate the development of the disorder (Cohen, 1993; Freeman, 1994). However, many other investigators presented evidence suggesting that schizophrenics were not necessarily born into the lower social class, but had “drifted” to this economic level due to their mental state (Dohrenwend et al., 1992; Freeman, 1994; Gottesman, 1991, pp. 76-79; Munk-Jorgendsen & Mortensen, 1992). Nevertheless, a controlled study by Castle, Scott, Wessely, and Murray (1993) found that schizophrenics were more likely than non-psychotic psychiatric patients to have been born into a deprived inner-city environment, with fathers who had manual as opposed to non-manual occupations. The authors noted that these results challenge the conventional hypothesis that the excess of schizophrenics in deprived sections of society “is due entirely or predominantly to ‘drift’” (p. 3).

However, the possibility exists that the negative impact of low social class is not the impoverished socio-economic conditions per se, but rather the malformed child training. Working class parents physically punish their children more frequently than middle class parents, who use reasoning to discipline their children (Najman, Shaw, Bor, & O’Callaghan, 1994; Takala, 1960). As demonstrated by Radomski and Sulestrowska (1988) in a case study of a thirteen year-old schizophrenic patient, such faulty childhood training may cause a deep emotional frustration and precipitate the onset of schizophrenia (see also, Nettebladt, Svensson, & Serin, 1996). 

Although pre-schizophrenic patients of higher social classes may have better pre-morbid living conditions and parental relationships, they are subjected to no less stress, since drifting from a high class to a lower social position gives cause for frustration. From the perspective of Wills’ (1981) downward social comparison theory, original lower social class subjects can at least take comfort in knowing that others also face poor living conditions. However, this emotional comfort is not possible for newcomers to the low social class. Since the contrast between pre-schizophrenic individuals and reference peer groups is much higher than the former case, the comparison may be more painful and damaging to their self-esteem, resulting in a more intense level of stress. Consequently, the likelihood for severe depression and hence the risk for schizophrenia is even higher. Some supportive evidence for this claim is found in an Israeli follow-up study in which high-risk children who had been raised in either a kibbutz or in a city were observed over a period of 15 years (Mirsky, Silberman, Latz, & Nagler, 1985).  Unexpectedly, the authors found that despite the better socio-economic status of kibbutz subjects, the percentage of psychotic deviators, including schizophrenia, at the average age of 25 was higher among them than among their city-dwelling counterparts. While other reasons might apply (Breznitz, 1985), this can at least be partially attributed to the more intense negative social comparison in the kibbutz than in the city. 

Stress related to unemployment may be an additional precipitating factor of schizophrenia, particularly amongst men, who display an earlier onset of this disorder (peak age period for men and women: 18-25 and 23-35 years, respectively; Gorwood, Leboyer, Jay, Payan, & Feingold, 1995). As mentioned previously, men’s self-concept is defined by their success at work. Consequently, unemployment constitutes greater stress for men than for women (see Chapter 5, p. 163). Hence, since pre-schizophrenics’ work ability is low, as are their chances to be integrated within the working force (Cohen, 1993), males are more likely than females to experience a greater level of stress associated with employment. Thus, while other explanations are possible (e.g., Blanz, Scmidt, Detzner, & Lay, 1994; Patton, Riecher-Rössler, & Häfner, 1994), the low prospect for career and employment among the high-risk population seems to be an important factor for the earlier onset of schizophrenia among men. 

In conclusion, it seems that as a result of an extremely unfavorable interaction between severe adverse genetic/constitutional deficits, a pathogenic home environment and socio-economic factors, pre-schizophrenic individuals develop a severely disabled personality. This type of personality is characterized by both cognitive inadequacies and a severe lack of coping resources. Such personalities do not allow individuals to function independently and prevent fulfillment of basic human needs, particularly in terms of social functioning. As a result, they develop both a very low self-esteem and an impaired self-efficacy. This situation is sufficient to produce the required level of stress to motivate the adoption of schizophrenia, even in the absence of an environmental stressful event. Inevitably, individuals’ level of depression reaches such an intolerable level that schizophrenia and suicide become attractive solutions. This conclusion seems to be consistent with evidence showing that a pre-morbid abnormal personality is indeed an indicator of poor prognosis for the early onset of schizophrenia (Werry & McClellen, 1992).

Mild Typical Schizophrenia

A large proportion of severe typical pre-schizophrenic individuals have either a moderate or low vulnerability to stress. These individuals are able to sustain a normal level of adjustment due to both better cognitive abilities and social coping skills. Nevertheless, they will continue to be at a high risk for developing schizophrenia because they are more similar in their personality makeup to severe typical schizophrenics than to neurotic or normal people. This group of individuals is likely to suffer from attentional deficits, impaired problem solving, and a low level of social skills. Consequently they are likely to have a low self-image, restricted number of meaningful relationships and are generally more predisposed to experience depression and anxiety. The age of onset is later for this group  (i.e., after adolescence and early adulthood) than for the previous group, as a more intense level of accumulated stress is required prior to the eruption of mild typical schizophrenia. 

This theoretical position is consistent with research data from Jeste et al. (1995), who compared the clinical and neuropsychological characteristics of  late-onset schizophrenics, early onset schizophrenics and normal individuals. The authors found that patients with late-onset schizophrenia were similar to patients with early-onset schizophrenia and different from normal individuals on most clinical and neuropsychological factors assessed. The two schizophrenic groups were similar in family history, impaired childhood adjustment, psychopathology, and overall neuropsychological impairment. However, the late-onset patients had a better pre-morbid adjustment and a higher marriage rate as compared to the early-onset schizophrenics. 

To some extent, PBT’s model of schizophrenia is consistent with the biological diathesis-stress models (Fowles, 1992; Lukoff et al., 1984; Norman & Malla, 1993; Walker & Diforio, 1997). In both models, genetic predisposition and stressful life events increased the likelihood of developing schizophrenia. However, there are two fundamental departures from the diathesis-stress and biological models. First, PBT rejects the mechanistic conception of the biological diathesis-stress models that continues to view schizophrenia as a disease and, accordingly, attributes the schizophrenic symptoms to neurophysiological mechanisms (see Walker & Diforio, 1997). In PBT, the schizophrenic symptoms are consciously enacted. 

Second, PBT defines vulnerability in terms of deficits in coping skills. Depending on the level of deficit, patients will experience high, mild or low levels of stress. Although genetic/constitutional variables constitute an important cause in determining these deficits in coping skills, they are affected by psychosocial factors as well. Thus, unlike the biologists who disregard the developmental history of these individuals, PBT views the personality makeup of pre-schizophrenic patients as a critical factor in the development of schizophrenia. When coping skills vulnerability is high, the onset of schizophrenia occurs even in the absence of stressful life events or following a low level of such stress. When the vulnerability is low, a moderate to high environmental stressful event is required to facilitate the patient’s decision to adopt the coping mechanism of schizophrenia. 

Evidence supporting the crucial role of stressful life events in the etiology of schizophrenia has been reported by an increasing number of investigators (Bebbington et al., 1993; Castine, Meador-Woodruff and Dalack 1998; Lukoff et al., 1984).  In this respect it may be that schizophrenics’ low marital rate (American Psychiatric Association, 1994, p. 278; Gottesman & Shields, 1982; Lane et al., 1995; Nanko & Moridaira, 1993) constitutes an important stressful factor that precipitates the development of mild typical schizophrenia. Although being schizophrenic reduces the chance of marriage, it seems likely that a large proportion of subjects were single before the development of the disorder. Unmarried individuals are exposed to greater stress than married individuals, and, additionally, they have less emotional support to buffer stress-harmful consequences (Berkman & Syme, 1979 Bloom, Asher, & White, 1978; Kraus & Lilienfeld, 1959; Lee, 1974; Udry, 1974). Being single is especially frustrating for schizophrenic individuals in light of the lack of social support and the loneliness to which they are exposed (Buchanan, 1995; Robinson & Garber, 1995; Sorenson & Mors, 1992). Even if pre-schizophrenic subjects do marry, the chance that the marriage will be unsatisfactory or end in divorce is quite high (Gottesman & Shields, 1982; Jeste et al., 1995; Thara & Srinivasan, 1997). Divorce and marital disruption constitute profound stress for most people, and even more so for the emotionally disturbed (Bloom et al., 1978).

In conclusion, investigators are becoming increasingly aware that stress is a key factor for the understanding of schizophrenia. Stress can stem from deficits in coping skills induced by genetic, constitutional and psychosocial factors, from stressful-life events, or from a combination of the two. When the deficit is profound and intense individuals are likely to develop a severe form of typical schizophrenia, which has an early onset and poor prognosis. When the deficit is milder, individuals tend to develop a mild class of typical schizophrenia following a stressful life event. This type of disorder has both a later onset and a better prognosis.

Choice of Symptoms

PBT’s theoretical claim that schizophrenia is a conscious and intentional act raises the question of why patients choose such an unusual and severely disruptive behavior of extreme social stigma rather than other deviant behaviors. One factor involved in this decision process is a severe sense of experienced incompetence that is the consequence of individuals’ deficit in coping skills. Continued and repeated failed attempts of severe typical schizophrenic patients to adjust, and the deep sense of desperation and helplessness that this must produce, inevitably result in a very negative self-concept. The self becomes the target of strong criticisms and negative emotions. A similar psychological state characterizes the mild typical schizophrenia, except that the intensity of the negative self-concept is initially mild and reaches a high level only upon experiencing a stressful-life event.

Once patients reach an unbearable level of stress and an extreme state of helplessness, they can potentially choose one of the following alternatives:

(1) Project the underlying causes of their helplessness to an imaginary enemy, as in paranoid / delusional disorders.

(2) Adopt a happy role, primarily by heavily concentrating on thoughts inducing happiness (Mania) or grandiose delusions (“I am Alexander the Great”).

(3) Intentionally disrupt the information processing through an active disruption of perception and thought processes.

(4) Commit suicide.

The former two options require some level of sophistication or the ability to concentrate on self-distractive activities, which is beyond the cognitive abilities of the typical schizophrenics. The severe type lacks the cognitive resources for developing either the paranoid or manic coping strategy. While mild schizophrenics may be in a somewhat better cognitive state, they still may suffer from an impaired attention and insufficient cognitive level to enable the adoption of the paranoid or manic psychotic behavior. An alternative possibility is that they lack those personality characteristics (to be discussed later) that precipitate the adoption of the latter two behavioral options. Consequently, both types of the typical schizophrenia are left with a coping tool which can achieve distraction only by actively destroying their perception and the very thought processes i.e.,  “spiritual suicide”. Spiritual suicide refers to situation where patients actively destroy their rationality, which constitutes the essence of the human existence. Yet another available option that is often exercised by these patients is physical suicide (Chee-Chong Lim, Sim, & Chiam, 1993; Newman & Bland, 1991; Radomsky, Hass, Mann, & Sweeney, 1999; Westermeyer et al., 1991).   

The second cause that motivates patients to choose schizophrenia is availability. As was noted, pre-schizophrenic individuals suffer from impaired attention that is already manifested at an early age, and low cognitive abilities. The deficit in attention is aggravated further by an intense level of depression (e.g., Williams & Dalby, 1989; Zigler & Glick, 1984), which negatively affects attention  (e.g., Mialet et al., 1996). Consequently, when they reach a state where they can no longer cope they deliberately exaggerate their available attention deficit to such an extent that the perceptual system becomes severely impaired and becomes, in fact, out of order. The high prevalence of schizophrenia among familial members of pre-schizophrenic individuals (e.g., Waldo & Freedman, 1999) constitutes an additional source of availability that precipitates the adoption of this mode of coping.  

It seems then that the various forms of thought dysfunctioning, such as thought fragmentation, extreme deviance in thought content, neologism and speech disorder (Chaika & Lambe, 1985; Davison & Neale, 1986; Lanin-Kettering & Harrow, 1985) are deliberately adopted to result in an extreme distraction. The severe disruption of attention prevents the accessibility of stress-related thoughts into the attention and hence enables an effective reduction of depression. This theoretical position is consistent with Mendick’s (1958; see also Mendnick & Schulsinger, 1968) claim that the schizophrenic tangential thinking comprises a set of conditioning avoidance response that enable patients to escape arousal by switching to irrelevant thoughts. It may be worth mentioning that schizophrenic thought disorders lack genetic basis (Berenbaum et al., 1985; Slater, 1953; Wahlberg et al., 1997), which may indicate that thought disturbances are not an exaggeration of a genetic predisposition as in the case of attention, but rather the pure creation of patients’ deliberate activities.

In addition to distraction from stress, schizophrenic coping mechanisms enable the illusion of control as well. Hallucinations and delusions of grandeur diminish the sense of incompetence, and, as testified by a number of researchers, this mode of illusional control constitutes an effective barrier against depression  (e.g., Hogarty, Goldberg, & Collaborative Study Group, 1973; Siris et al., 1984; Van Putten et al., 1976). This is comparable to normal individuals who achieve similar reduction of depression through illusion of control except that their distortion of reality is accompanied by normal distractive activities rather than by bizarre behaviors (see Chapter 1, p. 20). The production of grandiose thoughts necessitates some level of sophistication. Hence, it may be that this type of symptom is present more among mild schizophrenia than severe typical schizophrenia.

Another important cause for choosing schizophrenic disorder as a coping mechanism is the relatively low cost of the symptoms for these patients.  Most persons would rather commit suicide when confronted with an extreme state of stress, than to give up their rationality- the most basic essence of human existence. However, rationality does not have an important value in defining the schizophrenic’s existence, both due to their low cognitive resources and constant failure to cope with life.  In fact, schizophrenics’ poor rational abilities mainly cause individuals pain, as they merely enable awareness of their measurable situation.  Additionally, while the schizophrenic behavior would normally cause extreme social embarrassment, the social impact for schizophrenic individuals is negligible due to their low social status and scarcity of friends. Further, as noted by Coleman et al. (1984), although the schizophrenic mode of life may cause some degree

of self-stigmatization and renunciation of personal liberties, these might be mild penalties to pay for escape from constant failure, contempt, rejection, and often brutality.  For many, life in a modern mental hospital is distinctly more pleasant in many dimensions than would be life “outside”-in, let’s say, an urban ghetto  (Coleman et al., 1984, p. 381).

Apparently, the symptoms are less costly for mild typical schizophrenia for they seem to have milder expressions of schizophrenic symptoms (see Jeste et al., 1995).  Nevertheless, even with more severe symptoms, the benefits of illusion of control and distraction still exceed the cost involved. 

State of Unawareness

Research data suggests that schizophrenic-like behaviors are manifested in normal individuals as well (Sarbin, 1990). For example, in a study by Juhasz and Sarbin (1966), college students were given distilled water to drink while being induced to imagine tasting salty solutions. All the subjects were willing to testify in a court of law that they had tasted salt. These findings are consistent with evidence showing that visual (e.g., Mintz & Alpert, 1972) and auditory (e.g. McGuigan, 1966) hallucinations are the consequence of vivid imaginations and self-talk, respectively. Additionally, an epidemiological study reveals that between 10-15% of the general population reported experiencing visual hallucinations (Tien, 1991). Hence, PBT claims that the psychological processes that control schizophrenic behavior do not differ from those that characterize normal individuals. Moreover, in line with Herbert Simon (1978), the economist Nobel Prize winner who claimed that all human behaviors, including pathological ones, are rationally controlled, PBT asserts that patients consciously choose the schizophrenic behavior. As such, patients should be aware of their active involvement. Yet the fact remains that schizophrenic patients are unaware of the underlying causes of their behaviors. Moreover, as noted by Davison and Neale (1986), schizophrenics seem to have “no appreciation of their condition and little realization that their behavior [is] unusual” (p. 338). Thus, the fundamental question of neuroses is applicable to this case as well: How do patients succeed at being unaware of their active involvement in producing and maintaining these symptoms?

It seems that the production of unawareness in schizophrenia is a relatively easy task. Unlike neurotic disorders, schizophrenics do not need a special mechanism for obtaining a state of unawareness. In addition to their powerful distractive value, schizophrenics’ deviant cognitive maneuvers enable them to generate and maintain a state of unawareness regarding the knowledge of self-involvement. While some of the factors that induce a state of unawareness in neuroses may be involved here as well (e.g., hypnotic amnesia, state-dependent memory, and intentional forgetting; see Chapter 6, pp. 179-180), it seems that the aforementioned distractive measures (e.g., deliberate disturbance of attention and thought disturbances), which patients employ as a coping strategy to ward off stress-related thoughts from attention, are sufficient to generate unawareness immediately after the adoption of the schizophrenic symptoms. Patients’ extreme distractive tools do not allow the encoding of the knowledge of self-involvement or its retrieval to attention in case of prior successful encoding.

Furthermore, unlike neuroses, schizophrenic patients do not need self-deceptive beliefs to preserve their state of unawareness. In neuroses, patients must develop self-deceptive beliefs in order to account for the radical change in their behaviors, and, thus, prevent self-probing regarding the underlying causes of their behavior that might reveal the deception. However, in schizophrenia, patients deliberately disrupt their informational processing system and thereby prevent the accessibility of anxiety-provoking questions to attention. By the very fact that patients rationally adopt the schizophrenic mode of coping, they sacrifice the most basic need of the human being to relate to themselves and the world rationally. Consequently, critiques by self or others are unlikely to create a cognitive challenge and emotional distress, which makes the development of a self-deceptive belief unnecessary.

However, as shown with respect to neuroses, the beliefs of illness or denial are employed not only as a protective measure of unawareness, but also for coping purposes as an auxiliary distractive tool.  The belief is a distractive measure which is readily available to ward off stress related thoughts from attention when the patient cannot or is unwilling to activate the symptom at a given time.  Thus, since schizophrenics, like neurotic patients, do not constantly activate their bizarre behaviors, they must have a belief of illness or denial that can be readily employed as a coping tool.  In this matter, evidence indicates that some schizophrenic patients have some level of insight into their illness, i.e., a belief of illness (e.g., Hayashi, Yamashina, & Igarashi, 1999; Schwartz & Petersen, 1999).  Moreover, Indian psychotic patients, including schizophrenics, believe that God was responsible for their illness and/or that their illness was a result of the actions of their past life (Narayanan, Mohan, & Radhakrishnan, 1986).

It seems that the illness-belief patients base their belief on two types of evidence. First, despite the intense disruption of their informational processing system, many schizophrenic patients will have some realization that their behavior is deviant. As noted by May and Simpson (1980) “patients are never entirely and continuously psychotic… To some extent, the patient is aware of his illness…” (p. 1197).

Second, the psychiatric system repeatedly conveys a message of illness to patients through medications, hospitalization, and direct, and often stubborn, convincing endeavors of therapists (e.g., see Siebert, 2000a; see also a case study by Leon, 1990, pp. 319-335).

In contrast to the illness group, some patients choose the strategy of denial: They display delusions of grandeur, lack feelings of illness, and refuse to take medication (see Bartkó, Herczeg, & Zádor, 1988; Hogarty et al., 1973; Siris, et al., 1984; Van Putten et al., 1976).  From the perspective of PBT, the belief of grandiosity is a deliberate-conscious behavior.  However, soon after onset, patients become unaware of their self-involvement due to the intensive distractive maneuvers that they employ.  Once they become unaware, the belief of grandiosity is incorporated into the patient’s system of belief and it then begins to function as an auxiliary coping mechanism.

Furthermore, some studies that examined the impression management hypothesis among schizophrenic patients indicate that when patients’ beliefs are experimentally challenged, both the illness and denial groups protect their beliefs by changing their behavior in accordance with the diagnostic expectations (e.g., Braginsky & Braginsky, 1971; Braginsky, Braginsky, & Ring, 1969; Bragninsky, Gross, & Ring, 1966; Fontana & Klein, 1968; Fontana, Klein, Lewish, & Levine, 1968; Kelly, Farina, Mosher, 1971; Price, 1972).  Apparently, those who choose the illness strategy are severe typical schizophrenics who suffer from severe coping deficits and who are therefore interested in remaining in the hospital setting.  In contrast, the denial group is composed of patients with better coping abilities that are able to combat their depression by denial of illness.  Accordingly, they are less likely to benefit from symptomatic treatments, such as drug therapy, since these threaten the coping strategy of denial (see Hogarty et al., 1973; Siris et al., 1984; Van Putten et al., 1976; Watson, Daly, Zimmerman, & Anderson, 1979).  As noted by Van Putten et al. (1976), “some patients stop medication precisely because they prefer a schizophrenic existence” (p. 1444). 

It should be noted that even if the supposed schizophrenics’ self-deceptive beliefs develop for reasons that are not associated with the need to preserve their state of unawareness, once they have been established they help to deepen patients’ level of unawareness.

Conclusions

Typical schizophrenia is a psychotic disorder that is characterized by extreme forms of distraction and thought disorders. This disorder was divided into severe and mild types, on the basis of the severity of deficiency in coping skills in the pre-morbid period. The severe typical schizophrenia has an earlier onset, more severe disturbances of perception and thoughts, and poorer prognosis than the mild typical schizophrenia. While the former may develop even in the absence of additional stress, the latter necessitates the presence of a significant life event.

Although PBT rejects the concept of disease and claims instead that schizophrenia is a conscious and voluntary coping mechanism, it acknowledges the critical effect of genetic predisposition in the development of this disorder. However, PBT formulates these effects in terms of deficits in coping skills, and reformulates the biological diathesis models in accordance with these terms.

The symptoms are unusually extreme, by which patients in effect commit a spiritual suicide by giving up their rationality. Nevertheless, for schizophrenic individuals the cost-benefit balance is still positive. The symptoms provide both an illusion of control and a powerful tool of distraction that enables patients to ward off the negative cognition of incompetence, and thus reduces the strong feelings of emotional distress. They also induce social support, sympathy and economic aids from the medical and welfare systems

Schizophrenic patients do not need self-deceptive belief to maintain their state of unawareness regarding the knowledge of self-involvement. The severe disruption of the perceptual and thought processes is sufficient to prevent the encoding or retrieval of this information to attention. Yet, clinical and research data indicates that these patients have an implicit self-deceptive belief of illness, and some have denial self-deceptive belief, which enhances their distractive coping mechanism and assists them in being unaware of their self-involvement.

Paranoid Schizophrenia

Thought disorder is a central characteristic of paranoid disorder as well. However, there are two major differences between paranoid disorder and typical schizophrenia. First, unlike typical schizophrenia, the deviant thought processes in paranoia are restricted to those domains of reality of which patients are paranoid. In all other domains of life patients do not display deviant behavior. As noted by White and Watt (1981)

Except for the delusional system, these people are perfectly oriented and are quite normal in their conduct.  The personality does not become disorganized, and interest in the environment is substantially preserved.  One might say that paranoia is a restricted psychosis. . . it does not invade and disintegrate the personality as a whole.  (White & Watt 1981, p. 479) 

Second, a number of investigators have shown that unlike non-paranoid schizophrenics, paranoid individuals do not suffer from a significant cognitive impairment (Finkelstein, 1983; McGhie, 1977; McGhie, Chapman, & Lawson, 1965; Rund, 1983; Shean, 1982). Paranoid patients are characterized by superior cognitive abilities and have the ability to narrow their attention and filter environmental input suitable for their psychological needs (Kline, Smith & Ellis, 1992; Rund, 1983; Seltzer, Conard, & Cassens, 1997; Zigler & Glick, 1984, 1988).

Due to better innate cognitive abilities, paranoid patients can choose a more sophisticated and less costly pathological coping mechanism than the primitive coping style of typical schizophrenics. Paranoid patients achieve a successful distraction by preoccupying themselves with false beliefs of persecution and grandeur. Further, since their cognitive abilities are intact, it seems probable that they generate a state of unawareness by the same procedures as neurotic patients (see Chapter 6), rather than the specific psychological processes postulated for the typical schizophrenia. The evidence also suggests that, similar to neurotic disorders, paranoid patients preserve their state of unawareness through a self-deceptive belief and employ deceptive proofs to validate this belief. Ample deceptive proofs are readily available to paranoid patients due to their pre-morbid aversive social interactions, resulting from their pre-morbid personality traits, such as rigidity, self-importance, hostility and suspicion.  As noted by Coleman et al. (1984), these patients “become in fact a target of actual discrimination and mistreatment. Even alert to injustices, both imagined and real, such an individual easily finds ‘proofs’ of persecution” (p. 393). Thus, patients selectively attend to available evidence of discrimination and mistreatment, deliberately ignore their responsibility for those situations, and exaggerate them to serve their deceptive psychological needs. Moreover, patients may take advantage of personal weaknesses, including their pathological state, as additional deceptive proofs.

A case study illustrating the unsound delusion of paranoid schizophrenics and the self-deceptive evidence employed to validate this deceptive belief was reported by White (1964, pp. 76-84). The case relates to a somewhat older man, L. Percy King, who was hospitalized for twenty-eight years. King attributed all his misfortunes and weaknesses, including his long hospitalization, masturbation and homosexual desires, to a group of invisible persecutors who had been after him since he left his home state thirty years earlier. The patient ascribed ocular powers to this group, believing that they had the ability to control his mind and body. He described in great detail their supernatural abilities, the special methods that they employed, their terrifying immoral acts, and their danger to other people. “These mind-reading pursuers can ruin or disgrace anyone. I do not believe anyone’s life is safe with some of them around!” (White, 1964, p. 77). These “proofs” enabled the patient to validate his self-deceptive belief, hence to preserve his state of unawareness, and thereby to benefit from a powerful disruptive measure. The symptoms also had an important controllability for the patient as they prevented “an unbearable blow” to his self-esteem (White, 1964, p. 81). King enhanced his self-esteem by developing a delusion of grandeur that the people of the United States would give him a special honor once they were aware of his great special discovery regarding the dangerous invisible group. In order to prevent any attempt to challenge this belief, he blamed the hospital for concealing his discoveries and persecuting him. White (1964) noted with regard to the coping value of King’s symptoms that although it involved “a liberal use of projection and a slipshot testing of reality,” the patient became “far less distressed than he was when he entered the hospital indifferent and hopelessly confused” (p. 82).

Although paranoid patients are similar to neurotics, as both employ self-deceptive beliefs to preserve their unawareness and use deceptive evidence to validate their belief, they differ in two major aspects:

(1) In neuroses, the coping mechanism is composed of two components - the bizarre symptoms that satisfy patients’ needs for distraction and control, and the self-deceptive belief, which plays a secondary role in these respects. In contrast, in paranoid disorders, the deceptive belief is the bizarre behavior and constitutes patients’ major coping tool.

(2) Neurosis patients develop their self-deceptive beliefs after they become unaware of the underlying causes regarding their deviant behavior.  Consequently, they can base their deceptive beliefs on both the objective observation of their deviant behavior and the introspective experience of their emotional state immediately after onset (see Chapter 6, pp. 181-192). In this sense, when neurotic patients develop a self-deceptive belief of illness they are no different than normal individuals that reach the conclusion that they are physically sick. In both cases, patients base their belief on an extrospective observation (e.g., hysterical or physical paralysis) that is often observable to both patients and independent observers, and on an introspective experience of a negative emotional state (e.g., loss of control or pain). Moreover, since neurotic persons are not interested in extending their bizarre behaviors to the realm of perception and thinking processes, they tend to abandon their belief once they are confronted with incompatible evidence. Alternatively, they will invent self-deceptive excuses to reconcile the difference or drop out of therapy.

In contrast, paranoid patients develop their self-deceptive belief of persecution at the very first stage, upon the onset of the disorder, simultaneous with the generation of the unawareness. This means that patients’ generation of a self-deceptive belief is not due to a need to account for the underlying causes of an observable radical change in their behavior. Hence, it is likely that with the adoption of this belief, which functions both as a symptom and as a self-deceptive belief, patients are aware that they are “faking” the belief. Nevertheless, they succeed in becoming unaware of their self-involvement by deliberately disrupting their perception and thinking processes. Patients selectively attend to those components of reality that are congruent with their pathological belief (i.e., evidence of mistreatment and failures) and also generate self-deceptive evidence from their imagination, as in the aforementioned case study of King. Moreover, due to their readiness to distort reality, it is much more difficult to sabotage their deceptive beliefs. Patients generate evidence from their imagination that cannot be easily disconfirmed (e.g., King can always reject undesirable therapeutic interventions by claiming that he daily sees his imaginative-dangerous enemies). 

Like neuroses (see Chapter 5), the adoption of the paranoid disorder (Vicente, Ochoa, & Rios, 1996) and relapse (Pallanti, Quercioli, & Pazzagli, 1997) are precipitated by a stressful life event. However, investigators emphasized that the unique factor which motivates the adoption of the paranoid disorder is strong feelings of inferiority leading to an unbearable state of depression (e.g., see Coleman et al., 1984; Zigler & Glick, 1984, 1988). Although pre-morbid paranoid individuals are not as disabled as pre-morbid typical schizophrenics, they are socially incompetent. As children they were raised in disturbed families characterized by hostile relationships (Coleman et al., 1984; Meissner, 1978). Pre-morbid paranoid personality types were described as aloof, suspicious, hostile, hypersensitive to criticism and excessive sensitivity to setbacks and rebuffs (Bernstein, Useda & Siever, 1993; Coleman et al., 1984). Additionally, as noted by Coleman et al. (1984), “rarely did they show a history of normal play with other children or good socialization in terms of warm, affectionate relationships” (p. 392).

Consequently, when pre-morbid paranoid individuals face an intolerable stressful-life event, it is likely to intensively aggravate their pre-morbid feelings of inferiority. Furthermore, since the onset of paranoia tends to happen at an older age (Zigler & Glick, 1984, 1988), where life is perceived as less revisable, the stressful event may have a strong negative impact on individuals’ self-esteem. As a result, paranoid disorder becomes an attractive coping measure for the following three main reasons:

(1) It provides a powerful distractive tool to ward off stress-related thoughts from attention, and thereby reduces the unbearable feelings of depression (Zigler & Glick, 1984, 1988).

(2) The specific symptoms enable paranoid patients to protect and boost their self-esteem by attributing the cause of their failures to an imaginative enemy or by inventing a delusion of grandeur, which directly counteracts the depressive thoughts of inferiority.

(3) It has relatively low cost as compared to the expected benefit and the higher cost in typical schizophrenia.

Yet, patients specifically choose the paranoid disorder not only because of their unique distractibility and controllability needs, or even the cost-benefit analysis, but also because of the availability principle. Patients can construct the paranoid symptoms simply by exaggerating their aforementioned pre-existent hostile-suspicious personality traits to a bizarre level. It may also be that the paranoid disorder is a deliberate active inflation of a pre-morbid habit to “project” the causes of maladaptive behaviors onto others. Patients’ decisions to adopt paranoid disorders may also be affected by the readily available and ample self-deceptive evidence from their conscious experiences of mistreatment and failure, which can be exaggerated to validate their beliefs.

Thus, paranoia was described as “a mechanism employed by individuals to ward off a breakthrough into consciousness of depressive thought and its accompanying painful affective concomitants” (Zigler & Glick, 1984, p. 57). Based on this description, Zigler and Glick (1984, 1988) proposed to abrogate the traditional relationship between paranoia and schizophrenia, and classify paranoia as an affective disorder. However, many investigators (e.g., Zisook et al., 1999; Sands & Harrow, 1999; also see Chapter 4, p. 105) have emphasized the strong relationship between schizophrenia and depression. Moreover, even Zigler and Glick (1984) pointed out that 74% of schizophrenics suffer from depression. The authors agreed that, “depression is an almost basic state which has to be defended against in either an abnormal or healthy fashion” (p. 57). Thus, it is hard to understand why Zigler and Glick referred only to mania and paranoia as coping mechanisms against depression and did not apply the same rule to non-paranoid schizophrenia.

Nevertheless, since many delusions are of “non-bizarre content” (DSM-IV, American Psychiatric Association, 1994, p. 301), the traditional distinction between paranoid schizophrenia and delusional disorder should be maintained. From PBT’s standpoint, both of these disorders are bizarre since both fulfill PBT’s five criteria of bizarreness. However, the content of the delusion may relate to situations that occur in real life “such as being followed, poisoned, infected...or having a disease” (DSM-IV, American Psychiatric Association, 1994, p. 301). Accordingly, the term paranoid schizophrenia only needs to be employed for cases where both the behavior and the delusions are bizarre. In contrast, the diagnosis of “delusional disorder” should be made only when patients’ behavioral disorder, but not the delusion itself, is bizarre.

In line with the above, subjects with normal cognitive abilities that experiences feelings of inferiority and stressful life events will likely choose one of the above disorders based on their pre-morbid personality profile. If the individuals are relatively sophisticated and have coping abilities that are not severely impaired, the selected symptom will tend to be delusional disorder. However, when pre-morbid personalities are less sophisticated and coping abilities are more severely impaired, there will be a tendency to choose full-fledged paranoid schizophrenia. 

In conclusion, paranoid disorders are more sophisticated and less disrupting thought disorders than typical schizophrenia. In certain fundamental ways, these disorders are more similar to neuroses than to the typical schizophrenia. Like neurotic disorders, where the symptom disrupts only a limited area of life, paranoids’ thought disorder also does not disrupt their whole adjustment because it is restricted to a specific area of the cognitive system. Additionally, like neurotics, paranoid patients employ a self-deceptive belief to preserve their state of unawareness. They also have better prognoses than other types of schizophrenia (Kendler, McGuire, Gruenberg, & Walsh, 1994). However, unlike neuroses, the paranoid symptomatolgy is composed solely of the false-deceptive belief. More importantly, while neurotics base their belief on objective data, that is extrospective, together with introspective observations following the generation of unawareness, paranoid patients deliberately distort reality in their attempt to validate their self-deceptive belief. Paranoid patients choose this mode of coping for the following reasons:

a) Controllability - it enables them to protect their self, which constitutes the major source of stress.

b) Availability of suitable personality traits that can be exaggerated to a bizarre level.

c) Availability of ample deceptive evidence from subjects’ own conscious experiences of failure and mistreatment.

Catatonic/Schizoaffective Disorder   

Unlike the aforementioned two psychotic groups, catatonic patients obtain distraction primarily by preoccupying themselves with marked bizarre psychomotor disturbances. The catatonic states of both stupor and extreme excitement necessitate an exhausting attentional investment since, even in a state of stupor, the patient is highly alert. This latter situation demands intense concentration and it may be more “accurate to say that the patient is in a state of active immobility” (White & Watt, 1981, p.475). As a result, patients become so intensely preoccupied with their bizarre behaviors of active disturbances in their cognitive and motor functioning that attention becomes inaccessible to stress-related thoughts. Consequently, a substantial reduction in the level of depression should occur.

Research evidence concerning the development and components involved in catatonia is relatively scarce. For example, according to a PsychLit search extending from 1870 to March, 2000, 40,319 articles mentioned the term schizophrenia. In contrast, the term catatonia elicited altogether only 217 hits, of which many did not even focus on this disorder. This represents less than half a percent of the total number of articles addressing schizophrenia. Consequently, both the overall general knowledge and information regarding specific processes involved in catatonia are somewhat limited. Thus, the knowledge pertaining to the specific underlying causes that motivate patients to choose this particular type of pathological coping mechanism is not as well founded as in the previous schizophrenic disorders. Nevertheless, the available data enables several logical inferences: 

(1) Apparently, the pre-morbid catatonic profile is fundamentally different from the pre-morbid profile of both typical and paranoid schizophrenia.

(2) Some evidence (e.g., see a case study by Leon, 1990, pp. 319-335) suggests that catatonics do not suffer from the same gross cognitive impairments as manifested in typical schizophrenia (e.g., severe impaired attention; Cornblatt et al., 1996).

(3) They do not seem to have serious deficits in their social coping abilities as displayed by both typical (e.g., Dworkin et al., 1990, 1993) and paranoid (e.g., Coleman et al., 1984) schizophrenia.

(4) According to PBT’s principle of symptom adoption, when subjects are confronted with an unbearable level of stress they tend to utilize pre-existing available personality traits, exaggerating them to a level of a full-fledged symptom for use as a coping mechanism to ward off stress-related thoughts from attention. Hence, since a fundamental characteristic inherent to this disorder is the very extreme negativism associated with the stupor-state, this trait seems to be a central characteristic of patients’ pre-morbid profile. Patients can remain in the same physical position, seemingly unaware of their surroundings, for a very long period of time. They stubbornly resist any attempt to break this “trance” and actively rejoin their environments. This situation is only possible due to an extreme negativistic trait, which, according to PBT’s logic, must have been present at some level in the pre-morbid stage.

(5) Another pre-morbid characteristic seems to be a capacity for great physical stamina, typical of athletes and dancers (see case studies by Leon, 1990, pp. 319-335; and White & Watt, 1981, p. 477).

(6) An additional factor may be related to the level of suggestibility. In this regard, Kornfeld (1985) reported a case study of a 27 year-old female undergraduate student who was hypnotized and given suggestions to regress to a time in her early childhood. As a result, the subject displayed a catatonic-like reaction characterized by cataleptic reactions and would only respond non-verbally. This case study is reminiscent of the previously mentioned studies indicating that multiple personality disorder may be the consequence of therapeutic suggestions (see Spanos, 1996, and Chapter 5, pp. 154-155).

(7) Another source that might precipitate the adoption of the catatonic coping mechanism is earlier knowledge about schizophrenia acquired through various channels of information, such as mass media and observation of relatives with similar “diseases”.

There are several mechanisms by which catatonic patients generate unawareness surrounding self-involvement in actively producing and maintaining catatonic symptoms: 

a) Hypnotic Amnesia - The production and maintenance of the symptoms, such as the states of stupor and wild excitement in catatonia, require extreme levels of concentration. Consequently, due to their intensive focus on the attentional demanding bizarre behaviors, the encoding of the knowledge of self-involvement becomes difficult or impossible.  To a large extent, patients’ cognitive state is similar to the trance-hypnotic state, that demands an intensive concentration, and hypnotic amnesia which has been attributed to deliberate withdrawal of attention (Hariman, 1980, 1982; Spanos, 1986, 1996; Van Pelt, 1975; see also Chapter 6, pp. 175-176, 179). The above case study by Kornfeld (1985), indicating that catatonic-like reactions can be reduced by hypnosis, is consistent with this claim.

b) State Dependent Memory - The extreme changes of patients’ emotional, cognitive and motor states should inhibit the retrieval of the anxiety provoking knowledge of self-involvement (see studies review in Chapter 6, pp. 179-180). One study, which is especially relevant for catatonia (Weingartner, Miller, & Murphy, 1977), cited evidence showing that radical changes in subjects’ emotional states weaken the retrieval process. In this study, bipolar patients generated free associations from words and then attempted to recall them four days later. Since subjects’ mood shifted as the study progressed, the material was often learned and remembered in different emotional states. Recall deteriorated systematically as the mood changed between learning and recall. Further, for subjects who were trained and tested with all four combinations of normal and manic moods, recall was superior when the mood was identical in learning and testing (e.g., manic-manic) than when the mood changed (e.g., manic-normal). These findings are applicable to catatonia as well, and may partly account for patients’ inability to recall the knowledge of self-involvement.
c) Suppression or Intentional Forgetting - Patients actively avoid thinking, talking or relating in any way to anxiety-provoking materials (see studies reviewed in Chapter 6, pp.180-181). This phenomenon is particularly likely among catatonic patients who are characterized by negativism, resistance and mutism (e.g., see case study by Leon, 1990, pp. 319-335; and DSM-IV, American Psychiatric Association, 1994, pp.28-289).
d) Self-Deceptive Belief - As claimed with regard to the typical schizophrenia, it is likely that catatonic patients have a self-deceptive belief of illness that functions as an auxiliary distractive coping mechanism and also helps them to preserve their state of unawareness.   Evidence that patients believe that they are ill is reflected in the following answer of a catatonic patient who was asked why he came to the hospital.  The patient stated: “I came to the hospital because of crazy things with my hands. Sometimes my hands jump up like that ... wait a minute ... I guess it’s happening ... Well, yes, see it’s been happening” (making a robot-like gesture with his hands; see Spitzer et al., 1983, pp. 139-143). Thus, the patient was aware to some extent that his behavior was deviant, and believed that he had no control over it.
It should be noted that the exact diagnostic status of catatonic disorder is not yet clear. Although patients display cognitive disturbances similar to other categories of schizophrenia (e.g., Kiernan, 1994; Starkstein et al., 1996), catatonia resembles bipolar disorder as well since it also involves alternating between two extreme emotional states. Accordingly, Abrams and Taylor (1976) reported that while only 7% of catatonic patients satisfied research criteria for schizophrenia, 69% could be diagnosed with affective disorder, generally (62%) mania. After a follow-up of one year, two-thirds of the cases showed either a marked improvement or full remission, as is usually the case in mania. This evidence, along with the high recovery rate of catatonia, raised the possibility that this disorder needs to be re-classified as an affective disorder (White & Watt, 1981, p. 476).

Another possibility that seems to be more likely, originally suggested by Lewine et al. (1978), is to classify catatonia as a schizoaffective disorder because it has components of both schizophrenia and affective disorder. However, schizoaffective disorder is a heterogeneous category with a variant level of prognosis (Lapensée, 1992a, 1992b). Thus, following Lapensée’s (1992a) suggestion to classify schizoaffective disorder into two main subtypes, schizodepressive and schizomanic disorder, it seems that catatonia can constitute a third diagnostic category that can be placed under the same umbrella term of schizoaffective disorder. While these subcategories seem to have little practical implication regarding therapy, theoretically, the large variations in symptoms’ display of schizophrenia pose additional difficulties for the medical models of schizophrenia. Only a theory that emphasizes the conscious-voluntary processes and creative aspect of this disorder can readily account for these behavioral variations.

Conclusions

The main theoretical contributions of PBT to the understanding of schizophrenia can be summarized as follows:

(1) This theory clarifies much of the theoretical confusion regarding the definition of schizophrenia. It suggests that the disorder be viewed as an umbrella term for a group of behavioral deviations where patients consciously and deliberately choose to disrupt their perceptual and thinking processes as an extreme coping mechanism against an extreme level of depression.

(2) PBT’s new categories of severe and mild typical schizophrenia, and the suggestion to employ patients’ pre-morbid adjustment as an additional diagnostic criterion, may improve the diagnostic evaluation of this disorder.

(3) PBT’s three principles of symptoms’ choice (i.e., availability, controllability and cost-benefit analysis), can account for the large variability of symptoms between the various diagnostic categories and within each category. 

(4) The theory accounts for schizophrenics’ unawareness state in relatively simple terms (i.e., in terms of conscious processes) and thereby makes the mechanistic concepts of physical and mental disease unnecessary for the understanding of schizophrenia.

(5) PBT defines vulnerability to schizophrenia in terms of deficits in coping skills, which may be due to both biological and environmental factors.  This conception, along with many studies emphasizing the importance of stress in the etiology of schizophrenia, allows a development account of schizophrenia solely in terms of stress.

(6) As will be elaborated below, this new approach to schizophrenia provides new insight in the understanding of therapeutic interventions under a unified theoretical paradigm.

Beyond these specific theoretical achievements, the unique and most important contribution of PBT’s explanation of schizophrenia is the integration of a massive amount of seemingly inconsistent physiological and psychosocial findings into one theoretical framework. 

Bipolar Disorder  


The definition of bipolar disorder is less problematic than schizophrenia. This classification refers to a disorder where the individual displays a shift from a profound experience of depression to a manic state, namely a bizarre display of an elevated mood characterized by hyperactivity, overconfidence, and an abundance of impractical, grandiose plans.  The most important etiological difference between bipolar disorder and the various types of schizophrenia discussed above relates to the pre-morbid profile which is characterized by a higher level of functioning in bipolar patients. As a rule bipolar patients have a better pre-morbid adjustment both in terms of cognitive and social functioning than do schizophrenic patients (e.g., Cornblatt et al., 1996; McClellan & McCurry, 1999; McClellan, McCurry, Snell, & DuBose, 1999). Moreover, according to Kutcher, Robertson, and Bird (1998), these patients display good to excellent social and academic functioning prior to onset.  Although some investigators have found that bipolar disorder patients displayed poor social adjustment, academic skills were adequate (Cannon et al., 1997).


Nevertheless, as typical of all bizarre behaviors, stress is the underlying cause that motivates the adoption of bipolar disorder. This is consistent with an increasing number of studies documenting the crucial impact of stressful life events on the development of bipolar disorder (e.g., Ellicott et al., 1990; Hammen & Gitlin, 1997; Johnson & Roberts, 1995; Malkoff-Schwartz et al., 1998; Ramana & Bebbington, 1995). As claimed by Johnson and Roberts (1995), in reviewing the evidence in this area, 

“life stress appears to exert an important effect on the course of bipolar illness.  That is, elevated rates of life events are found in periods preceding onset of episodes relative to other periods in these individuals’ lives. This effect has been demonstrated repeatedly and, more important, has held up when examined with more careful methodologies” (p. 445). 

However, it seems that due to the high pre-morbid genetic vulnerability of bipolar patients (e.g., Monroe & Simons, 1991), the negative emotional impact of a given level of stress is much greater among these patients than among other subjects exposed to the same level of stress.  As noted by Johnson and Roberts (1995), “given the strong biological vulnerability for bipolar disorder [see also Chapter 3, p. 79], events of lesser severity may be more important in this disorder than in other” (p.441).  Thus, although the genetic predisposition does not cause severe cognitive impairments, it does predispose the bipolar patients to severe adverse neurochemical changes once they are exposed to an extreme level of stress.  In turn, depression is experienced at a much deeper level.

Bipolar patients are more prevalent in higher social classes, (Cockerham, 1978; Lenzi et al., 1993), which is apparently due to their relatively unimpaired pre-morbid cognitive abilities which facilitate their social mobility.  It is also likely that individuals with the same genetic and personality structure have a greater risk to develop bipolar disorder if they are in a higher social class.  In a priori sense, subjects from a higher social class should be able to cope more effectively with stress as they have greater access to stress-coping means, such as money and social connections.  However, since people from a higher social class have much more to lose than those from a lower social class, the former are more likely to experience severe personal consequences if the endeavors to combat stress fail.  For example, a minister of government, a high-ranking official, and a bank director, are likely to experience much greater emotional distress than those from lower social ranks due to a loss in terms of social position and career.

Hence there seem to be two factors involved in the exacerbation of the negative emotional impact of stress among bipolar patients.  At the initial stage, the pre-morbid genetic tendency to stress intensifies the negative neurophysiological changes to a given stressor resulting in a deeper level of depression.  At the second stage, the negative impact of the stress on the individual’s status and career increases even more the already high experience of depression.

While depression may have a genetic component, the bizarre behavior of mania is a coping mechanism that, from PBT’s standpoint, is a purely voluntary behavior that is adopted due to a conscious decision. The idea that mania is a coping mechanism to manage depression was originally suggested by psychoanalysis, which viewed this behavior as a denial of depression. This theory claimed that manic symptoms are determined by unconscious motivations established during childhood, particularly during the oral stage, and their reoccurrence in later life reflects the failure of the mechanism of repression (Fenichel, 1934, 1946; Ginsberg, 1979).  Other investigators only emphasized the coping value of mania to combat depression. For example, Zigler and Glick (1984) noted that “in mania the depression is turned upside-down and the sufferer in effect states, “I am not inadequate and unhappy I am great, and I am very happy” (p. 56).  Likewise, Carson et al. (1988) described this mode of reaction as follows:

In the case of mania, individuals try to escape their difficulties by a ‘flight into reality’ - that is, they try to avoid the pain of their inner lives through outer world distractions.  In less severe form, hypomania, this type of reaction  to stress is shown by the person who goes on a round of parties to try to forget a broken love affair or tries to escape from a threatening life situation by restless activity, occupying every moment with work, athletics, sexual affairs, and countless other crowded activities – all performed with professed gusto but with little true enjoyment (pp. 301-302). 

Carson et al. (1988) stated that in mania this type of reaction is exaggerated with a tremendous expenditure of energy, whereby the patient tries “to deny feeling of helplessness and hopelessness and to play a role of competence” (Carson et al., 1988, p. 312). This notion of exaggeration of a non-bizarre coping mechanism to a bizarre level is consistent with PBT’s theoretical perspective.  However, while PBT relates to this exaggerated behavior in  conscious-relational terms, the widely accepted view is that the manic behavior is uncontrollable  and determined by irrational processes. Carson et al. noted that as the mania disorder proceeds, thought processes are speeded up to a level where incoming information no longer can be processed with any degree of efficacy. “The operator loses control of the computer, resulting in behavior that is largely erratic at best and randomly incomprehensible at the extreme” ( p. 302).

From PBT’s standpoint, patients choose the coping strategy of mania because it provides them with an illusion of control and above all because it acts as a powerful distractive tool.   Not only does this coping strategy enable patients to ward off stress-related thoughts from attention, but also it is one of the effective measures by which the state of unawareness is generated and preserved. The distractive maneuvers are so effective, that they disrupt and prevent the encoding of the anxiety-provoking information of self-involvement. Even if the encoding was successful, the strength of this memory must be weak. Consequently, when the patient shifts back to the depressive state the retrieval of this knowledge becomes difficult both because of the low strength of this memory and due to the radical change in the individual’s emotional and cognitive state (see Weingartner, et al., 1977; and the previously mentioned studies regarding state-dependent memory). An additional factor which would inhibit this knowledge is intentional forgetting or suppression.  In fact, it seems there is not much difference between bipolar disorder and catatonic/schizoaffective disorders, discussed above, in the manner by which the state of unawareness is produced and preserved.

Apparently bipolar patients specifically choose this coping mechanism rather than other types of psychoses for two main reasons:

(1) They lack those pre-morbid personality traits that facilitate the adoption of schizophrenia, such as gross cognitive impairments, or paranoid disorder, such as a hostile-suspicious personality.   

(2) They deliberately exaggerate their pre-morbid personality traits to a bizarre level.  Some investigators have found a significant relationship between cyclothymic personality traits and bipolar disorder (see Carson et al., 1988, pp. 285-286; Lovejoy & Steuerwald, 1995, 1997).  Individuals with this personality profile are characterized by cyclical mood alterations with relative excess of elation (termed hypomania) and depression.  Some evidence (Lovejoy & Steuerwald, 1997) also suggests that the cyclothymatic individuals are more likely to experience stress due to certain negative personality traits (e.g., impulsiveness, impaired judgment, and irritability).  However, unlike previous investigators which regard these personality characteristics as an earlier sign of the bipolar illness (see Lovejoy & Steuerwald, 1995, 1997), PBT claims that the cyclothymic personality traits is a non-bizarre behavioral deviation which these individuals might deliberately exaggerate if suitable for their coping needs.  These personality traits are non-bizarre both because they are prevalent among the normal population (e.g., undergraduate students; see Lovejoy & Steuerwald, 1997), and they do not fulfill PBT’s requirements for bizarreness (see Chapter 4).  Moreover, there is no evidence to support a biological cause-effect relationship between cyclothymic personality traits and bipolar disorder, and apparently most people with this personality profile do not develop bizarre behaviors.  In light of these considerations, it may be that the relationship between these two variables is due to PBT’s principle of availability. In this respect, these patients are not different from patients with other types of behavioral disorders who according to PBT, inflate their suitable available behaviors for the purpose of pathological coping (e.g., asthma in panic disorder and obsessive-compulsive traits in OCD; see pp. 142, 149). 

Biological theories have difficulty in resolving one issue in all types of bizarre behaviors. This difficulty concerns the large variability of symptoms within a given disorder, a problem which exists in bipolar disorder as well.  For example, it does not seem that biological theories have appropriate concepts to account for why the bipolar “disease” becomes highly similar to schizophrenia in a significant number of cases (e.g., Krauthammer & Klerman, 1979; Pope & Lipinski, 1978; Shopsin, 1982; Tyrer & Shopsin, 1982), which as stated before, motivated investigators to establish the diagnostic category of schizoaffective disorder.  Similarly, biological terms cannot account for the cycle frequency which as noted earlier, is not genetically determined ( Sharma et al., 1997).  In contrast, given PBT’s assumption that these behaviors are voluntary and conscious, large variability is expected among the psychotic population because each individual creates a unique bizarre behavior profile that is suitable to his or her available conscious resources and special needs (e.g., controllability, availability and cost-benefit). Similarly, like neurotic patients who redisplay their symptoms in accordance with their coping needs (see Chapter 6, pp. 192-196), the cycle frequency in bipolar disorder is a result of a conscious decision, whereby patients activate their manic symptoms when depression exceeds their tolerance level. 


In conclusion, like schizophrenia, stress constitutes the underlying cause of bipolar disorder as well.  Similarly, in bipolar disorder, genetic predisposition plays a vital role in the development of this disorder by affecting the level of experienced stress.  However, while in schizophrenia this effect is expressed in various levels of pre-morbid cognitive impairments, and hence deficits in coping abilities, in bipolar disorder, the genetic effect is reflected primarily by greater sensitivity to stress in terms of adverse neurochemical changes.  Thus, a given stress of the same level might cause greater levels of depression among those with genetic vulnerability to bipolar disorder. Further, since these patients are often from a higher social class the impact of stress may be more intense due to the effect of demotion.

While depression is effected to some extent by genetic factors, the coping mechanism of mania is due to a conscious decision.  In this respect, there may be two reasons why patients apparently choose bipolar disorder over any other type of pathological coping. Either they lack those personality characteristics that motivate the adoption of schizophrenia or delusional-paranoid disorders, or they have certain personality characteristics, primarily the cyclothymatic personality profile, which they deliberately inflate to a bizarre level.

A Unified Therapeutic Theory for Psychoses

 
This section provides PBT’s main theoretical principles regarding therapy for psychoses. Basic findings are reviewed to demonstrate PBT’s capability for synthesizing seemingly inconsistent data that emerged from conflicting theoretical approaches. These findings are classified under the two categories: biological versus psychosocial inventions.

Biological Interventions


As stated, the positive therapeutic results of the biological interventions are insufficient to validate the biological concept of the disease (see Chapter 3).  In this section some of the basic findings of the biological interventions will be reviewed to demonstrate their therapeutic limitations and in order to introduce PBT’s alternative explanation of these findings.

Frontal Lobe Lesions 

In retrospect, not only did bilateral frontal lobe lesions, employed in the past by various investigators, not have a scientific base, but they were morally unjustified as well.  A review article on this subject indicates that, while the immediate observations were sometimes good and often moderate, the undesirable results such as apathy and intellectual impairment were common and mortality was high (Hakola, Puranen, Repo, & Tiihonen, 1993). In further examination of this issue, Hakola et al. (1993) demonstrated that incidents of homicide became extremely high after lobotomy. The authors concluded that, 

“The high homicidal rate in this small patient population demonstrates that not only was lobotomy quite ineffective, but also, in many cases, an injurious method in such important areas [relating to]… lack of self-control and aggressive behavior”           (pp. 111-112). 

Thus the frontal lobe therapy is like “killing” the patient with the symptom.

Electroconvulsive Therapy (ECT)

ECT has some beneficial therapeutic effects for bipolar patients (e.g., Mukherjee, Sackeim, & Schnur, 1994), but the evidence tends to be negative with regard to schizophrenia (Leff, 1992; Johns & Thompson, 1995). The mechanisms that underlie the therapeutic effects of ECT are not yet known (Mukherjee et al., 1994). Moreover, it is difficult to see how biological terms can account for the limited effects of this intervention, particularly the differences between these two groups of patients. In contrast, PBT attributes the differential effects to the traumatic-aversive impact of ECT (see Berke, 1981; Fitzgerald, 1973; Fox, 1993; Frank, 1985; Furlong, 1972; Ganesan, 1986; Johnstone, 1999). In other words, ECT tampers with the cost-benefit equilibrium associated with the symptom. Consequently, since bipolar patients are equipped with better coping abilities than schizophrenic subjects (e.g., Cornblatt et al., 1996; Dworkin et al., 1990, 1993, 1994a, 1994b; McClellan & McCurry, 1999), they will be more inclined to abandon their symptoms.  In contrast, schizophrenic patients, particularly the severe typical schizophrenics will be inclined to bear the temporary suffering involved in ECT rather than to expose themselves to the prolonged pain of depression by abandoning their symptoms.   Moreover, it is likely that even bipolar patients with a profound level of depression will display the same pattern of response to ECT.  However, since ECT can cause irreversible brain damage and its safety has never been scientifically established (Breggin, 1979, 1983; Frank, 1985, 1990, 1999), it may be necessary to suspend its use even when the prospect for success is high, until more valid data is obtained.
Drug Therapy

As already stated in Chapter 3, drug therapy has a limited therapeutic effect. In schizophrenia, drugs lead to improvement rather than cure, and relapse is relatively high, particularly when the treatment is discontinued (e.g., Breslin, 1992; Gilbert et al., 1995; Lader, 1995a, 1995b; Rund, 1994). Although this therapy is more effective with patients of bipolar disorder, they too demonstrate a poor therapeutic outcome (e.g., see Goldberg, Harrow, & Leon, 1996; Hopkins & Gelenberg, 1994; and Chapter 3). For example, in a follow-up study conducted between 2 and 4.5 years after hospitalization, Goldberg et al. (1996) found that 41% of the subjects taking lithium had poor outcomes. Nearly 50% of the subjects met the criteria for relapse and had been re-hospitalized. Additionally, drugs cause a wide range of serious side effects that may further imperil both the physical and psychological health of the patient (Breslin, 1992; Carpenter & Buchanan, 1994; Gilbert et al., 1995; Lader, 1999).

Furthermore, the symptomatic improvement of drugs can be accounted for by PBT’s psychological terms. An increasing number of studies show that antipsychotic drugs improve patients’ attention (e.g., Cassens, Inglis, Appelbaum, & Gutheil, 1990; Goldberg & Weinberger, 1994, 1995; Lee, Jayathilake, & Meltzer, 1999; Lee, Thompson, & Meltzer, 1994; Mintz, Hermesh, Glicksohn, Munitz, & Radwan, 1995; Nestor et al., 1991; Serper, Davidson, & Harvey, 1994). This evidence suggests that the drugs counteract patients’ distractive efforts, and/or increase patients’ problem-solving ability toward the causes of their stress. However, while the improved attention can provide patients with better coping abilities for abandoning the symptom, it seems that this type of intervention will not be beneficial to those who suffer from gross cognitive impairments, such as severe typical schizophrenia. Nor will antipsychotic drugs be helpful for those patients that suffer from a very extreme level of depression.

Therefore, psychiatrists facilitated the therapeutic effects of anti-psychotic drugs by also administrating antidepressants, which from PBT’s standpoint, act like pain relievers (Anton & Bruch, 1990; Hess-Roever, Crichton, Byrne, & Holland, 1999; Lapensée, 1992b; Llorca et al., 1991; Manschreck, 1992; Nelson, 1993; Taiminen, 1994). Consequently, since these artificial means do not “cure” patients from their problems, as they neither eliminate the stressors nor enhance patients’ coping abilities, they are likely to be effective only if the drug treatment continues.  However, this type of intervention is not always possible due to the significant side effects of drugs which become more serious when given in combinations (e.g., Nelson, 1993; Roth, Akyol, & Nelson, 1994; Shelly, 1998). Unfortunately, under the current “scientific” ideology of illness in psychoses, patients do not have the right to refuse treatment. Consequently, they may be compelled to take drugs despite their protests, and thereby endure serious side effects that endanger their health (e.g., see the case study by Leon, 1990, pp. 319-335).

In conclusion, although the biological-oriented investigators succeeded in demonstrating the therapeutic efficacy of biological intervention, the therapeutic gain of these methods is highly limited. Failure, relapse, and serious side effects are common. There is no evidence that these interventions cure certain biological causes. They do not address the underlying stressors, but are merely symptomatic treatments that can be accounted for more parsimoniously by PBT’s psychological concepts. Yet, they should still be employed in certain conditions, particularly if the temporary relief from emotional distress is accompanied by coping skills training or family therapy.

Psychosocial Therapy


Psychosocial therapeutic methods concern a variety of treatments, which can be classified into three main categories: stress-related methods, behavioral-cognitive techniques, and psychodynamic therapy.  The efficacy of these treatments constitutes a challenge to the biological models, as the biologists do not seem to have appropriate concepts to integrate these therapeutic results into their own theoretical frameworks. In contrast, all these findings, both the positive and negative outcomes, can be synthesized by PBT’s theoretical concepts.

Stress-Reduction Procedures


These therapeutic interventions concern the psychosocial endeavors to reduce the underlying stressful causes of the symptoms either directly or indirectly through the enhancement of the patient’s coping skills. However, since in most cases the patients’ problems are “incurable”, i.e., it is not possible to fully eliminate either the stressors or the patient’s coping deficits. Stress-reduction procedures or any other intervention can attain only a limited therapeutic gain. As noted by de Jesus Mari and Streiner (1994), 

“The quest for cure in schizophrenia is still a myth...patients, relatives, and mental health professionals need to accept that the primary goal of treatment is the reduction of the disability caused by the disease process” (p. 576).  


Evidence reviewed by various investigators (e.g., Aagaard, 1994; de Jesus Mari & Streiner, 1994; Hubschmid, 1994; Lukoff et al., 1984) indicated that the family constitutes one of the major sources of stress which precipitates relapse among schizophrenic patients. Additionally, this evidence shows that patients living with high Expressed Emotions (EE) families, characterized by high criticism, over-involvement and rejection, are more likely to relapse than those who have low EE families. It seems that this behavioral pattern of the family facilitates relapse because it continuously focuses on the patients’ attention to the stressful thoughts. Consequently, since they lack effective coping means, the excessive critique motivates the patient to re-employ the schizophrenic coping behavior. Investigators developed therapeutic plans aimed at both reducing family conflicts and increasing patients’ autonomy by enhancing their coping skills (Hubschmid, 1994; Leff, 1994a, 1994b). Aagaard (1994) reviewed studies demonstrating that family therapy with high-EE families that focused on the reduction of EE significantly reduced the probability of relapse. The author noted that, “The effect of family intervention seems to work mainly through a better working alliance with the patients and a better collaboration with the parents” (p. 15).


In a meta-analysis of research findings by de Jesus Mari and Streiner (1994), the efficacy of family treatment in reducing the probability of relapse was also demonstrated. However, this relationship was only marginally significant, since a considerable risk of relapse was found among the low-EE patients as well. The authors concluded that the needs of the low-EE families have been neglected and that EE theory has many limitations. Nevertheless, studies reviewed by Schooler (1995) suggest that family therapy provides benefits beyond other psychosocial treatment or usual care. Subjects who received both a higher dose of medication and family treatment had the best outcome. The authors concluded that when family members are available, a psycho-educational family treatment should be part of an overall treatment program for schizophrenia.


Since stress and deficits in coping skills constitute the major underlying cause of psychoses, it is no wonder that social skills training and environmental interventions (i.e., special vocational programs and day treatment programs) have been effective in reducing schizophrenic symptoms and in helping them function better in the community (Breslin, 1992). In a literature review of relevant studies by Haddock, Sellwood, Tarrier, and Yusupoff (1994), similar data was reported. Patients who received coping-strategy enhancement significantly improved their coping skills and this improvement was significantly related to decreases in hallucinations and delusions. Additional data demonstrated that coping skills training with schizophrenic outpatients reduces the probability of relapse.  Patients in the skills training group had fewer hospitalizations, shorter hospital days, and significantly better achievement of treatment goals compared with subjects in the treatment control group both at posttest and a 6-month follow-up (Bradshaw, 1996). Similar data was reviewed by Mueser and Berenbaum (1990).


In conclusion, studies reviewed in this section regarding the importance of family therapy and coping skills strengthen PBT’s basic theoretical claim that stress and deficits in coping skills are the major cause of psychoses. Similarly, stress reduction, rather than alleviation of patients’ symptoms through drugs, must be the major goal of therapy with psychotic patients.

Symptom-Treatment Techniques

Reinforcement-Punishment Procedures  

As in neuroses, behavior therapists manipulated the cost-benefit value of the psychotic symptoms through punishment-reinforcement procedures.  Most of these investigators used positive reinforcement (e.g., social reinforcement from staff and token reinforcement) to decrease the patient’s deviant behaviors, such as hallucinations and delusions, and increase adaptive responses (e.g., see Corrigan & Storzbach, 1993; Haddock et al., 1994; Isaacs, Thomas & Goldiamond, 1960; Rutner & Bugle, 1969; Schock, Clay, & Cipani, 1998).  However, a few studies also used aversive stimulation, such as electric shocks, to suppress the patient’s maladaptive behaviors (e.g., Acosta, 1990; Ayllon, 1963; Anderson & Alpert, 1974). Although this type of intervention reduced patients’ deviant behaviors, these therapeutic gains were usually limited to individuals’ functioning within the hospital setting. Thus, while these symptomatic interventions are important for increasing patients’ cooperative motivation, it seems that the therapeutic gains can be stabilized if they are incorporated with coping-skills training (see Corrigan & Storzbach, 1993).

Cognitive Therapy


As elaborated upon in the previous chapter, cognitive therapy is effective mainly because it sabotages patients’ self-deceptive maneuvers by confronting them with evidence that contradicts their deceptive beliefs. Consequently, patients are motivated to abandon their symptoms because they lose their distractive value. It seems that in psychoses, this therapeutic procedure can be applied mainly to paranoid patients because they have both an explicit self-deceptive belief and a relatively intact cognitive process. 


Indeed, typical cognitive therapy with psychotic disorders consists of paranoid patients (see review by Alford & Correia, 1994; and Sharp et al., 1996). Although the establishment of emotional rapport and avoidance of a direct confrontation with patients were emphasized in these studies in order to increase cooperation in therapy, the main component of the therapy was its challenge to the rational and reality bases of the belief. For example, as noted by Alford and Correia (1994) in reference to one of the studies reviewed by them, “The belief in itself was not the focus of discussion; instead, emphasis was placed on evaluating the evidence on which the belief was based” (p. 19). In another study the challenging procedure consisted of three stages. The first exposed logical inconsistencies between observation and the belief. The second suggested plausible alternative interpretations. In the third stage, the therapists suggested an alternative account that they stated was a better explanation than the patients’ deceptive belief, and devised reality testing when this was necessary. Results showed that five of the six patients had substantially reduced conviction ratings subsequent to the treatment. Sharp et al. (1996) applied similar treatment strategy and obtained less successful results, as only three of their six delusional disorder patients displayed reduction in belief conviction.


In conclusion, like the behaviorists’ reinforcement-punishment procedures, the cognitive therapy is basically a symptomatic treatment. It seems that both procedures are unlikely to result in long-lasting behavioral change if patients’ level of depression or deficit in coping abilities is high. Patients will either not cooperate, display resistance to change, or relapse. These procedures are more likely to succeed in combination with family therapy, coping-skills training, and medication that alleviates patients’ depression.

Psychodynamic Therapy


As elaborated before, in neuroses psychoanalytic therapy is sometimes helpful mainly because it sabotages patients’ deceptive beliefs, when they deceive themselves by psychoanalytic concepts, or because it encourages self-acceptance and the exercise of a problem-solving approach to stressors (see Chapter 7, pp. 246-249). However, the first option is not applicable to psychotic patients, because they rarely, if ever, generate a state of unawareness through the use of psychoanalytic terms.  Similarly, the other two options have little therapeutic value because patients’ coping deficits are too severe or the stressors are too high to be affected by the therapists’ encouragement. Moreover, the main component of psychodynamic therapy is to focus patients’ attention on either their real problem (e.g., family conflicts; see Dollard & Miller, 1950; and PBT’s comments in pp. 138-139, and 248-249) or false stressors (e.g., false memory of sexual abuse; see Chapter 1, pp.16-17). While this therapeutic method may have some beneficial effects for certain neurotic patients who can utilize the therapy for strengthening their self-deceptive beliefs (see Chapter 7), this may have disastrous effects for those patients lacking the means to face this stress-focusing strategy.  This may be so if patients have no control over their stressor, such as the effects of psychoanalytic treatment on the eventual probability of death from cancer and coronary heart disease (Grossarth & Eysenck, 1990), and particularly with psychotic patients that suffer from severe deficits in coping abilities, such as schizophrenic patients (Mueser & Berenbaum, 1990).  By reviewing extensive literature in this matter, Mueser and Berenbaum demonstrated that psychodynamic therapy not only lacks beneficial effects but it may have severe deleterious consequences as well. For example, negative correlations were found between length of therapy and therapeutic outcome, where 20% of patients who received psychodynamic therapy committed suicide - double the suicide rate commonly reported for schizophrenia. Mueser and Berenbaum (1990) commented:

The empirical evidence indicates that in order to help schizophrenics best, clinicians need to forgo their psychodynamic formulations and instead focus on building individual and family social competence, while decreasing stress (p. 261).


Nevertheless, in some cases dynamic-oriented therapy may yield positive therapeutic results as well.  Rund (1994) noted in reference to this possibility that “a good and long-lasting (therapeutic) relationship to another human being can sometimes put the person in a better position to deal with his/her vulnerability schizophrenic episodes” (p. 14). Thus, any positive therapeutic effects of psychodynamic therapy may be due to the establishment of positive rapport.  This is consistent with evidence by Buckley, Karasu, and Charles (1981) who conducted a survey with a sophisticated group of patients - practicing psychotherapists who had previously been in treatment.  Buckley et al. found that improvements in various areas of psychological functioning were positively correlated with feelings of being liked by and liking the therapist. The authors concluded that the emotional “tone” of the treatment situation was critical to a positive outcome.  Although the research did not include neurotic or psychotic patients, sometimes a positive rapport with the therapist may also have important impact on these types of patients as well.


In conclusion, on the theoretical level, there seems to be no fundamental differences in the treatment of neuroses and psychoses. Both are susceptible to biological and psychosocial interventions, and the therapeutic effects of these interventions can be accounted for more parsimoniously by PBT’s terms. Nevertheless, on the practical level there are three main problems that affect the type of interventions used and the expected therapeutic outcomes. First, due to the higher level of bizarreness and greater prevalence of pseudo scientific evidence of correlational data between psychoses and adverse neurochemical changes, the ideology of disease is more strongly accepted for these disorders among both the scientific community and the general population. Unfortunately, this ideology has served as a moral justification for inhumane and controversial interventions such as frontal lobe lesions and ECT. Second, since psychotic patients usually do not have explicit self-deceptive beliefs, and as part of their coping maneuvers they deliberately violate both the rationality and reality rules, it is much more difficult to obtain positive behavioral changes with cognitive therapy. Third, in psychoses the deficit in coping skills is much greater than in neuroses, and sometimes it cannot be completely repaired. Consequently, the prospect for positive therapeutic outcome is lower, and in many cases, the chance for a full recovery is low.

Discussion


Current psychological theories in psychopathology do not constitute a real challenge to biological models mainly because psychological theories suffer from serious difficulties that cast doubt even for their ability to account for the development and treatment of neuroses (see Chapters 1 & 2). Consequently, in the absence of a better theoretical account, the biological theories have preserved the credibility of their scientific status despite their chronic failure to find direct support for their disease concept and their inability to resolve fundamental issues which they have encountered (see Chapter 3). Moreover, advocates can claim that eventually, with better scientific equipment, all these problems could be resolved, and they thereby reject any possible criticism. In this respect, the main contribution of PBT to psychoses is its provision of an alternative theory that may put an end to the theoretical monopoly of biological theories in psychoses. PBT can integrate the seemingly conflicting findings from biological and psychological studies and resolve most of the theoretical difficulties involved, and thereby increase skepticism regarding the validity of the biological etiology of psychoses. Further, in assessing the potential scientific value of PBT it is essential to consider the parsimonious nature of the theory as well. Basically, psychotic and neurotic patients are controlled by the same psychological processes. In psychoses, patients suffer from severe lack of coping abilities or high sensitivity to stress, which predisposes them to choose more severe types of coping strategies.     


PBT’s theoretical position raises the question of the dehumanization of the psychotic persons promoted by the disease ideology. Leon (1990) described the case of John Cronholm, a 28 year old schizophrenic man who was hospitalized a number of times since he was 19 years-old. After several years of unsuccessful drug treatment, Cronholm’s condition had in fact deteriorated and the patient refused both medication and continuing hospitalization. Nevertheless, he was hospitalized against his will and forced to take medication. As a result, the patient experienced severe side effects from different antipsychotic medications. He developed a large number of symptoms of dysfunction in his extrapyramidal motor system, including tremors, motor restlessness and pacing, and muscle spasms of the limbs that caused his arms and legs to twist to one side. Despite this, and continued  protests, he was still forced to take medication, though the side effects were reduced due to a lower dosage. It should be noted that John was a university student who had academic success when he first began his studies. It seems likely that the medication and forced hospitalization also contributed to his behavioral deterioration. A stress-management treatment might have proved more beneficial in transforming him into an effectively adjusted individual. In discussing this case, Leon (1990) raised the ethical question of “how far health professionals and other social agents can go in forcing someone to take medications against their will, even if there is clear improvement in their condition with the medication. Do patients have a right to their mental illness?” (p. 333).


While there may be different views on the matter, the current policy of the psychiatric system is to totally ignore patients’ opinions on the ground that they are unable to judge what is beneficial for them. However, this totalitarian view dehumanizes psychotic people and, as illustrated in the above case, it may have disastrous consequences.


In light of the poor scientific achievement of biological models in demonstrating the biological etiology of psychoses, and the better ability of PBT to integrate the relevant findings, this therapeutic policy should change towards a more humanistic therapeutic approach. Although psychotic patients may suffer from serious neuropsychological problems, they are not ill. Their adverse neurochemical changes either predispose them to a severe lack of coping ability, or they are the consequence of the intense stress to which these individuals are continually subjected. However, the symptoms themselves are deliberate and controlled by conscious psychological processes. In this respect, psychotic people are not much different than normal people, except that the former adopt more extreme coping measures when confronted with stress. Like neurotic patients, they succeed at becoming unaware of their active involvement in producing the symptoms, due to unique conscious psychological processes. 

Accordingly, since an increasing number of studies demonstrate the vital importance of stress in the etiology of psychoses, it seems that the therapeutic intervention with psychoses must change. It should move in a direction that places more emphasis on stress management, both in reducing the stressors involved - mainly through family therapy - and in increasing patients’ coping skills. Medication can be used as an adjunct intervention to allow for relief from depression and improvement of patients’ level of attention through antidepressants and antipsychotic drugs, respectively. However, patients need to be fully informed about the possible side effects of the drugs prescribed.  Moreover, since there is no sufficient evidence to justify the biological claim of sickness, patients must be given a free choice to decide what kind of therapy they want. Following this reasoning, it may be necessary to change the term “mental hospital”. This term has an inhumane social stigma and conveys a message that patients have no responsibility for their fate, thus reinforcing their maladaptive sick role.  Instead, treatment institutions should be renamed “rehabilitation” or “stress management” centers.

Finally, since deficits in coping skills and social factors play major roles in the development of psychoses, psychosocial interventions during childhood and adolescence can have a crucial impact for preventing the development of psychoses. An intense diagnostic survey must identify the high-risk children, and they need to be given family therapy and, more importantly, coping skills training. This therapeutic design would relieve family conflicts and enhance the pre-psychotics’ coping skills, particularly their cognitive and social abilities.

In conclusion, PBT is more capable of integrating the available findings relating to the development and treatment of psychoses compared to biological theories. Moreover, this theory is more parsimonious since one set of principles is applied for the understanding of both neuroses and psychoses. More importantly PBT might put an end to the inhumane attitude toward psychotic patients and encourage therapists to pay more attention to patients’ sufferings, seeing them as rational human beings rather than senseless victims of an illness.  
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Rational-Automatic Theory


Traditionally, all types of fear were viewed as belonging to the same category and were classified solely on the basis of a continuum of severity (Agras et al., 1969; Costello, 1982; Rachman, 1990, p. 70). However, research and clinical evidence suggests the existence of two distinct types of fears, simple (e.g., animal phobias) and bizarre (e.g., agoraphobia). Simple fears are characteristic of both humans and animals, can be defined as a fear toward specific stimuli, and cannot be diagnosed as bizarre by PBT’s five criteria of bizarreness. Among humans, simple fear has the following characteristics:

1) In most cases the fear developes following an environmental noxious event (e.g., dog bite), or by indirect exposure to such an event through observational (e.g., witnessing a dog bite) or informational (e.g., dogs are dangerous) learning (e.g., Di Nardo et al., 1988; McNally & Steketee, 1985; Ollendick & King, 1991; Rachman, 1990, p. 168). 

2) The subject is nearly always aware of the underlying causes of the fear when questioned immediately or shortly after onset.

3) In some cases, at a very early age, the fear develops in the absence of a noxious environmental event, when the subject encounters the frightening stimulus for the first time (e.g., spider phobia; Jones & Menzies, 1995).

4) The fear is triggered by a specific stimulus (e.g., snakes), which causes the most intense arousal, and related stimuli of similar features (e.g., picture of a snake), which induces less arousal.

5) Usually the fear minimally preoccupies the attention, arousal is limited to the exposure period, and it has little impact on one’s daily functioning.

6) Simple fear is relatively common (e.g., fear of snakes which has a high prevalence of 25-39%; Agras et al., 1969; Fredrikson et al., 1996, 1997). 

7) In most cases the fear develops during childhood (e.g., Fredrikson et al., 1996; Graham & Gaffan, 1997; Lautch, 1971; Menzies & Clarke, 1993a, 1993b; Milgrom et al., 1995). 

In contrast, bizarre fears (e.g., agoraphobia and panic disorder) manifest the opposite profile in all the aforementioned dimensions. The onset occurs in the absence of a noxious environmental event that could justify the response, and subjects are unaware of the underlying causes of the behavior. The fear is often aroused by a wide range of stimuli, or even in the absence of identifiable environmental stimuli, such as in non-situational panic disorder (Jacobs & Nadel, 1985; Marks, 1987b). It heavily preoccupies individuals’ attention and severely disrupts their behavior (e.g., case 1 Chapter 4). Its prevalence is usually low (e.g., agoraphobia and panic disorder have a lower than 2% rate; Barlow & Craske, 1988; Kenardy et al., 1990; Klien et al., 1992; Rachman, 1990; Rosenbaum et al., 1995).

Additionally, while bizarre fears are almost always associated with depression (Barlow & Craske, 1988; Burrows et al., 1993; Macaulay & Kneinknecht, 1989; Marks, 1987a; Noyes, 1991; Noyes et al., 1990; Turner et al., 1988), this is not so with respect to simple fears. Further, drug treatment has proven to be effective with agoraphobia and panic disorders (e.g., Black et al., 1993; Ballenger et al., 1998; Burrows et al., 1993; Den-Boer & Westenberg, 1995; Mavissakalian et al., 1993; Westenberg, 1996), though according to some investigators the effect is of a short-term duration (Fava et al., 1994; Marks & O’Sullivan, 1988).  In contrast, the available evidence indicates that simple fears do not benefit from such intervention (Sheehan et el., 1980; Zitrin et al., 1978, 1983).

As shown, unlike traditional theories of fear (Chapter 2), PBT’s aforementioned theoretical assumptions proved effective for the resolution of the difficulties encountered in accounting for the development of bizarre fears. In the present chapter, additional assumptions will be proposed to extend PBT’s theoretical account to non-bizarre behavioral deviations, such as simple fears. Although these assumptions are an integral part of PBT, they have been termed the Rational-Automatic Theory (RAT) in order to emphasize both the main components of the new assumptions and their inapplicability to bizarre fears. The major theoretical targets of RAT are to: 

1) Account for the fact that conditioned fear sometimes fails to develop despite the existence of anxiety-provoking events.

2) Integrate animal and human conditioning studies within one theoretical framework.

3) Synthesize findings demonstrating that fear may be acquired through methods other than the Watsonian technique.

4) Specify the conditions that facilitate or inhibit conditioning, and thereby account for the unequal distribution of fears.

5) Use learning terms to account for those cases where simple fears among children develop in the absence of observable learning events.

6) Account for the fact that simple fears in natural settings are resistant to extinction, as opposed to laboratory-conditioned fears.

Studies that are relevant to all these six aspects of simple fears were already reviewed in Chapter 2. 

Theoretical Foundations


In discussing the weaknesses of the classical theory of conditioning, Rachman (1991) stated that, “one can either search for an entirely new theory to replace it, or adopt a reformist view and formulate modifications and extensions of the theory” (p.165). RAT follows the second alternative and suggests two fundamental modifications in the classical conditioning model. 

The first modification is RAT’s claim that a necessary requirement for conditioning is that the conditioning stimulus (CS) be assessed as inherently dangerous in physiological or psychological terms. It is not enough for the CS to be assessed as signifying the forthcoming of a dangerous stimulus, as suggested by cognitive theorists (e.g., Bandura, 1971, 1977; Davey, 1989a; Reiss, 1980; Reiss & McNally, 1985). Rather, subjects must believe that the CS is dangerous by itself or that it is an intrinsic component of a dangerous situation. An assessment that the CS signifies only temporary danger will lead to a pseudo conditioning which will be readily extinguished once subjects become aware that the danger was removed (e.g., see Brewer, 1974; Davey, 1987).  

The second departure from the classical conditioning model concerns the necessity of the unconditioned stimulus (UCS), a direct experience of an innately aversive event. RAT claims, in accordance with neo-conditioning theorists of fear (e.g., Forsyth & Eifert, 1996), that the UCS is not an integral and necessary component of conditioning. As noted by Forsyth and Eifert (1996), the acquisition of fear amongst humans “does not require exposure to painful exteroceptive traumatic or aversive events” (p. 442). For example, as shown by investigators of the non-associative account (see Chapter 2, pp. 56-57), simple fears during childhood (e.g., spider phobia) often develop in the absence of an observable traumatic event. Instead it is necessary that subjects  become intensely afraid when confronted by the CS to such an extent that they exhibit escape or avoidance tendencies. In addition, subjects must believe that the arousal is a direct consequence of the CS. The importance of intense arousal was emphasized by contemporary conditioning investigators (e.g., Forsyth & Eifert, 1996, 1998). As noted by Forsyth and Eifert (1996),

An environmental UCS capable of evoking a strong UCR is neither necessary nor sufficient for direct respondent conditioning. What is necessary, however, is the occurrence of an intense, abrupt, and negatively evaluated bodily response to either verbal or nonverbal objects or events which can also include bodily or interoceptive cues. (p. 457)

Although the CS must either precede or take place simultaneously with arousal, as Pavlovian investigators assumed with respect to the temporal relationship between the CS and UCS (e.g., Hulse et al., 1980, pp. 14-17), the assessment of the CS as inherently dangerous may occur after the experience of arousal.  For example, a tone and a physician may be perceived by a rat and an infant, respectively, as inherently dangerous, only when the presentation of these stimuli are immediately followed by stimuli inducing arousal (e.g., a shock or an injection). Nevertheless, among cognitively more advanced organisms, the perception of the CS and its evaluation as inherently dangerous may occur before or simultaneously with the experience of arousal through information learning or by observing fearful behavior towards the CS.  

Theoretically, cognitively developed subjects can perceive the CS as inherently dangerous, in the absence of intense arousal. In this situation, no reflex-association will be established because the second requirement of conditioning has not been fulfilled. Under this condition, subjects will display avoidance or approach according to the situational demands. However, once these two basic conditions (perception of inherent danger and intense arousal) are fulfilled, a reflex-like automatic association between the CS and fear (CR) is established. Although a single conditioning trial may be sufficient to produce this reflex-like association (e.g., Bellgowan & Helmstetter, 1996; Konorski, 1967, p. 281; Menzies & Clarke, 1995a; Seligman, 1971; Wolpe, 1981), several trials are usually needed to result in robust conditioning.


Classical conditioning theorists disregarded the critical importance of the cognitive-assessment of the CS because their object of inquiry consisted primarily of animals. Although animals also perform a cognitive assessment (Tolman, 1932; see also Sampson, 1992), this is a less important factor for the understanding of the conditioning processes among them. Given their low cognitive abilities, animals are unable to differentiate between inherent and non-inherent danger. As a result, any stimulus that is immediately followed by an anxiety-provoking event (UCS) is perceived as inherently dangerous. In contrast, human beings base their perception of whether or not a given stimulus is inherently dangerous on a comprehensive evaluation of the stimulus, rather than on the basis of the noxious event alone. 

Usually, RAT’s three basic requirements for conditioning (i.e., the perception of an inherent danger, intense arousal and a belief that the emotional change is the consequence of the CS) are only fulfilled in real-life situations and not in the laboratory. Therefore, the conditioned fear in everyday life is highly resistant to extinction and subsequent knowledge that the CS is harmless does not extinguish individuals’ fear (e.g., Menzies & Clarke, 1995a; Rachman, 1990; Seligman, 1971; Williams & Watson, 1985; Williams et. al., 1985). In contrast, in laboratory experiments, subjects will rarely, if at all, assess the CS (e.g., visual stimulus; White & Davey, 1989) as inherently dangerous. Consequently, the probability of developing an automatic, reflex-like conditioning amongst adults that is resistant to extinction is low. Therefore, the laboratory pseudo-conditioned fear is readily extinguished once subjects become aware that the CS is not dangerous. 

Accordingly, Brewer (1974), in a critical review article assessing the validity of the Watsonian theory, noted that, “there is not and never has been any convincing evidence for unconscious, automatic mechanisms in the conditioning of adult human being” (p. 27). Brewer supported his critique by illustrating the fact that, in the laboratory, extinction is immediate and dramatic when subjects become aware that the CS is no longer harmful (see also Bandura, 1971, 1977; Davey, 1987; Dawson et al., 1986; Menzies & Clark, 1995a). Nevertheless, despite the fundamental differences between conditioned fears in laboratory and real-life situations, laboratory studies can promote our understanding of the variables that facilitate or inhibit arousal and hence conditioning (see below).

Advocates of the Pavlovian paradigm attributed this weak conditioning effect in the laboratory to low intensity or high controllability and predictability of the UCS in the laboratory (Forsyth & Eifert, 1996). However, weak conditioning that is easily extinguished by a number of consecutive non-reinforced CS presentations was reported even when the laboratory conditioned fear was associated with repeated inhalation of CO2 enriched air (by 13% or 20%), which supposedly produces a strong UCR resembling a true panic attack (Forsyth et al., 1996; Forsyth & Eifert, 1998). The fact that a strong experience of arousal is insufficient to produce a conditioned fear that is resistant to extinction is also reflected by laboratory findings showing that electric aversive therapy could not produce conditioned fear (Hallam & Rachman, 1976; Marks & Gelder, 1967).

Investigators examining the development of fear in real-life settings reported similar data (see Chapter 2). For example, a number of studies show that conditioned fear rarely develops under extreme combat stress (e.g. air raids, see Rachman’s review, 1990; Saigh, 1984a, 1984b, 1985) which, apart from its being extremely frightening, is also uncontrollable and unpredictable. People did not develop conditioned fear in situations where intense arousal was experienced because they knew that the situations themselves were not inherently dangerous. In some exceptional cases a seemingly conditioned fear towards non-inherently dangerous stimuli developed in a war situation. However, these fears need to be viewed as pseudo-conditioning rather than a true reflex-like conditioning, simply because, as in the laboratory studies the fear tended to subside immediately at the end of the military threat, when the subject became aware that the CS was no longer dangerous (Dohrenwend & Dohrenwend, 1969; Rachman 1990). Although there may be a few cases where the fear remained active even after the end of the military threat, this fear may be attributed to the individuals’ prior emotional conditions, the need for secondary compensation, or the persistence of stress due to irreversible damage resulting from injury and loss. Dohrenwend and Dohrenwend (1969), in reviewing psychiatric reactions during World War II and other stressful life-events (e.g., earthquake), pointed out that in the majority of cases the behavioral deviations developed in response to stress disappeared spontaneously within a limited period after the termination of the event. Yet, in some exceptional cases, the symptoms remained unchanged. 

Some of these exceptions may be individuals whose symptoms predated the stressful event, since most investigators did not have data on the subjects’ prior conditions.  Others, however, appear to be individuals for whom the symptoms yielded some advantage or secondary gain.  (p. 114)


Rachman (1990, pp. 33-34), in an attempt to defend the Pavlovian concept of conditioning, applied Seligman’s (1971) preparedness theory to account for the aforementioned conditioning failure during military situations. He noted that evolutionarily, the modern man was not programmed to acquire conditioned fear to unprepared stimuli, such as aircraft dropping bombs, because the pre-technological man was not exposed to these stimuli. However, a more parsimonious explanation, particularly in light of the difficulties that preparedness theory has encountered (see Chapter 2), is the knowledge that military weapons are not inherently dangerous (i.e., that they do not by themselves have the ability to cause harm) inhibits the production of conditioned fear.

In RAT, conditioned fear may develop through a number of techniques.  In the Pavlovian paradigm the UCS was considered a critical component of the conditioning process. This is because among lower animals, which typically served as subjects of Pavlovian studies, the UCS is the only method that can induce both the perception of danger and arousal. In cognitively more advanced organisms, however, observation may also become effective in inducing conditioning (i.e., to cause the perception of inherent danger and intense arousal). This is demonstrated with monkeys that developed fear, through both in vivo observation (Cook, Mineka, Wolkenstein, & Laitsch, 1985; Mineka & Cook 1986; Mineka, Davidson, Cook, & Keir, 1984) and pictorial representation of fearful monkeys (Miller, Murphy, & Mirsky, 1959). The third method of conditioning, which is only available to the human being, is information/instruction procedures (e.g., King et al., 1997, 1998; Merckelbach & Muris, 1997; Ollendick & King, 1991; Rachman, 1990). Furthermore, conditioning may be strengthened not only by an actual confrontation with the CS, but also by verbal-symbolic rehearsals.

For example, when a snake-phobic client thinks about or hears the word “snake” and experiences alarm response, not only is it likely that the word “snake” will strengthen as a CS, but it is also likely that other stimuli that are functionally equivalent with the word “snake” will strengthen or acquire similar functions.  (Forsyth & Eifert, 1996, p. 455)


A fourth major method of conditioning that is unique to humans is spontaneous conditioning, which will be elaborated upon later.

Facilitating/Inhibiting Factors of Conditioning

Factors Affecting Evaluation

Several factors tend to facilitate or inhibit the perception of inherent danger, hence the rate of conditioning. A low level of cognitive development increases the probability that neutral stimuli will be perceived as inherently dangerous when followed by noxious events. For example, Davey (1989a; see also Lautch, 1971) found that subjects who reported their first painful dental treatment experience at a young age were more likely to develop dental phobia than subjects who experienced the first painful episode at a later age.  Consequently, as a rule simple fears tend to develop during childhood (e.g., Elbedour, Shulman, & Kedem, 1997; Marks, 1987a; McNally & Steketee, 1985; Moore et al., 1991; Spence & McCathie, 1993) and rarely in adulthood (e.g., driving phobia; see Kuch et al., 1985; Kuch, Evans, Watson, Bubela, & Cox, 1991).

Another factor that affects conditioning is the perceptual characteristics of the stimulus.  While among lower animals (e.g., rats) conditioning develops equally towards all sorts of stimuli, among organisms with higher cognitive abilities conditioning is more easily established if the perceptual characteristics of the stimulus facilitate the perception of danger.  This may account for the evidence of earlier investigators who could generate conditioned fear of animals among infants (e.g., caterpillar), but failed to do so with inanimate objects, such as a toy duck and opera glasses (e.g., Bregman, 1934; English, 1929; Valentine, 1930).  Both animals and humans are more likely to experience fear if the stimulus is novel or foreign (e.g., Collard, 1967; Harlow & Zimmermann, 1959; Marks, 1987a, p. 134; Mussen, et al., 1984, pp. 97-103; Warr, 1990, pp. 893-894). Evidence suggests that discrepant stimuli tend to be perceived as dangerous because they threaten the subject’s ability to exercise control.  As noted by Staub, Tursky, and Schwartz (1971), “the ability to predict and control events in the environment is important for the comfort and safety of organisms.  Consequently... lack of control... may become intrinsically aversive” (p. 157; see also Cabib & Puligisi-Alegra, 1996; Miller, 1981; Mineka & Hendersen, 1985; Peters et al., 1998). Accordingly, while human infants display fear if the unfamiliar object seems uncontrollable to them (i.e., perceived as dangerous), fear ceases when control over the object is obtained (Gunnar, 1980; Gunnar-von Gnechten, 1978; Ortiz, 1994).  

Another factor that can account for the above data regarding differential conditioning toward animate and inanimate objects is motion. Studies show that animals (e.g., dogs and chimpanzees) show greater fear of strange moving objects than similar stationary stimuli (e.g., Melzack, 1952; Yerkes & Yerkes, 1936). Likewise, both primate and human infants display fearful reactions to rapid visual approach of a stimulus (Ball & Tronick, 1971; Rheingold & Eckerman, 1973; Schiff, Caviness, & Gibson, 1962).  Further, numerous studies with human adults, conducted by Riskind and his associates, confirm that threatening stimuli are perceived as more dangerous to the extent that they are moving (see review in Riskind & Maddux 1993).

Additional data supporting the importance of cognitive variables in the conditioning process was obtained by Bennet-Levy and Marteau (1984).  They reported that among adults, “ugly, slimy, speedy or sudden-moving animals are experienced as less approachable and more fear-provoking than animals without these qualities” (p. 40). In a similar study by Rof(’s (2000), university students reported more fear toward snakes, spiders and rats than bears and lions, after the dangerous elements of these stimuli were neutralized (e.g., pictures of the stimuli). However, since these fears usually develop during childhood (e.g., McNally & Steketee, 1985; Menzies & Clarke, 1995a; Merckelbach et al., 1996; Merckelbach & Muris, 1997) apparently they are affected not only by their unique perceptual characteristic but also by socialization processes.

Other factors that may affect a perception of danger, and hence facilitate conditioning, are latent inhibition and the credibility of the source of the information. The first factor refers to the inhibition of conditioning as a result of previous non-distressing experiences with the CS. This concept was employed to account for failures or difficulties in acquiring dental phobia (e.g., Davey, 1989b; De Jongh et al., 1995c), fear of dogs (e.g., Rachman, 1990, p. 181) and spiders (e.g., Merckelbach & Muris, 1997) despite noxious experiences with the CS. Presumably, previous non-harmful experience with the CS resulted in a strong belief that the CS is not dangerous, which subsequently inhibited the acquisition of fear.


Credibility of the information’s source refers to a fearful message that is transmitted by a reliable source. The influence of the source may be so strong that it may cause the subject to abandon even his own previously self-evaluated belief that the CS is not harmful.  For example, Mineka and Cook (1986) found that laboratory monkeys who had previously received immunization experiences, by watching monkeys behaving non-fearfully towards snakes, failed to acquire fear after being exposed to the fearful monkeys. In contrast, non-immunization monkeys (i.e., those who were not exposed to non-fearful monkeys), including subjects who had themselves previously spent six sessions behaving non-fearfully with snakes, did develop fear following exposure to the fearful monkeys.  Thus, it seems that behavior is changed in accordance with the information received from the reliable source.  When calming information is given (in this case watching other monkeys react calmly to snakes) immunization occurs which is effective in preventing conditioning even when subsequently the organism is exposed to a contrary message.  However, when the only reliable outside information is negative (watching other monkeys behave fearfully), it is sufficient to negate the subject’s own previous contrary evaluation of the CS, and motivate him to act fearfully.  


The critical importance of credibility is also reflected in studies with children. Muris, Steerneman, Merckelbach, and Meeters (1996) demonstrated that children’s fearfulness is related more to the fearfulness of the mother than the father. The authors ascribed these differences to the process of “social referencing” which states that “children search actively for emotional information from their caregiver (in most cases: the mother), and use this to appraise uncertain and unknown situations” (p. 268). This interpretation is consistent with the findings of Klinnert, Campos, Source, Emde, and Svedja (1983), who investigated fearful behaviors of 1 year-old children who were placed on a visual cliff 30cm deep. When mothers on the other side manifested fearfulness, the children displayed distress and none crossed the cliff, compared to 74% who crossed when the mother showed joy and interest. Muris et al., (1996) concluded that “it is possible to assume that young children who see their mother reacting fearfully to different stimuli, assimilate this emotional information, and hence develop higher levels of fearfulness” (p. 268).

Factors Affecting Arousal

As stated above, the establishment of a reflex-like conditioning necessitates the existence of a sufficient level of arousal. Although the level of arousal is to a large extent determined by the perception of severity of danger, other factors, such as genetic predisposition and personality variables, may affect the level of arousal and hence conditioning. Accordingly, studies have shown that among animals both the rate and the strength of conditioned fear are significantly related to genetic factors (e.g., Owen, Christensen, Paylor, & Wehner, 1997). Further, some studies have specified the genetic arousal level of fear, or sensitivity to the noxious event as the critical factor in these differences (e.g., Glowa, Shaw, & Riley, 1994; Marks, 1987a, pp. 156-164; Sartory & Eysenck, 1976; Satinder & Sterling, 1983). Genetic factors may be important also among human beings, but the research on this issue is not yet conclusive (see Fredrikson et al., 1997; Graham & Gaffan, 1997 and studies reviewed by them; Marks, 1987a, pp. 164-166; Marks, 1987b).  

Regarding personality variables, studies have demonstrated that psychopaths, who suffer from low emotional arousal, less readily acquire conditioned fears. Evidence shows that psychopaths’ conditioning rate can be facilitated by experimental procedures that increase their level of arousal (e.g., Chesno & Kilmann, 1975; Fowles, 1980; Hare & Quinn, 1971; Newman & Kosson, 1986; Schachter & Latan(, 1964; Schmauk, 1970).  For example Schachter and Latan( (1964) reported that increasing the arousal level via adrenaline injection, significantly enhanced avoidance conditioning of psychopaths.  Similarly, Chesno and Kilmann (1975) exposed subjects to three levels of noise during a shock avoidance learning test.  The varying levels of noise produced different levels of arousal, as had the adrenaline injections in Schachter and Latan(’s work.  As expected, it was found that psychopaths learned to avoid shock more readily as noise became more intense.  Furthermore, in a more recent study (Fredrikson & Georgiades, 1992), introverts, who are characterized by a high level of arousal, more readily acquired conditioned fear than extroverts, who have a lower level of arousal.  Even though a laboratory setting cannot produce a long-term reflex-like conditioning among human adults, this pseudo-conditioning, which unlike true conditioning is readily extinguished, is affected differently by the individual personality characteristics.  It is very likely that at least the same effect will be induced in a natural setting. This is consistent with Eysneck’s (1967, 1977) and Gray’s (1967, 1985, 1987) theoretical models, which attribute the unique behavioral characteristics of psychopaths and introverted-extroverted personalities in everyday life, to their different arousal level; a condition which subsequently affects conditioning.  

Simple fears have been shown to be more prevalent among females than males (e.g., Arrindell et al., 1993; Dillon et al., 1985; Fredrikson et al., 1996).  Although the potential for biological differences to account for arousal cannot be ruled out, it seems that the major cause for these differences is social training. Socialization has encouraged women to dwell on stress-related thoughts (Nolen-Hoeksema, 1987; Stavosky & Borkovec, 1988), to be more dependent (e.g., Arrindell et al., 1993; McCandless, Bilous, & Bennett, 1961) and to be sensitizers (e.g., Rof( & Lewin, 1980; Schwartz, 1978; Tempone & Lamb, 1967) who have attentional bias to threatening stimuli (see review by Rof(, 1989 pp. 26-32).  Additionally, it is likely that women have a lower tendency to suppress arousal than men since it is socially more acceptable for them to display negative emotions in public (e.g., Gerard & Rabbie, 1961, p. 590; Hammen & Peters, 1977, 1978; Lynch, Watts, Galloway, & Tryphonopoulos, 1973). However, although the sex differences in simple fears may be solely the result of differences in arousal, it is still possible that socialization enhances the perception of danger among females and that the sex differences in fear is partly the result of differences in perception of danger as well. Greater social sanctions for males that cause the extinction of fear after its establishment might also be a factor in these sex differences.

Another factor that may affect conditioning is self-efficacy, which refers to the belief in one’s own ability to effectively cope with adverse situations (Bandura, 1988, 1995). Self-efficacy enables phobic subjects to approach their phobic stimuli, and reduce arousal of anxiety (e.g., Kent & Gibbons, 1987; Lee, 1984; Riskind & Maddux, 1993; Williams & Watson, 1985; Williams et al., 1985). Similarly, Graham and Gaffan (1997) reported that children who were afraid of the deep water were more likely to have parents and older siblings whose water competence was poorer than of those children who did not fear water. Thus, it seems that the individual’s coping abilities, which are largely affected during childhood by the parents’ self-efficacy, may suppress arousal and hence the likelihood of conditioning.

Spontaneous Conditioning Method

Usually, conditioned fears are acquired through one of the conventional methods of conditioning, UCS, observation, and information/instruction learning (e.g., Fredrikson et al., 1997; King et. al., 1997; Merckelbach et al., 1996; Merckelbach & Muris, 1997; Ollendick & King, 1991; Rachman, 1990; Withers & Deane, 1995). However, as was indicated in the discussion of studies on the non-associative account of fear (Chapter 2, pp. 56-57), in a substantial number of cases the onset of simple fears during childhood is not associated with any of the above three conventional methods of conditioning (e.g., Graham & Gaffan, 1997; Jones & Menzies, 1995; Kirkby et al., 1995; Menzies & Clarke, 1993a, 1993b, 1995a). At the same time, for reasons specified earlier, it is not easy to accept the interpretation of the non-associative investigators which ascribe these findings to genetic/Darwinistic causes (e.g., Graham & Gaffan, 1997; Menzies & Clarke, 1995a).

Alternatively, it seems more parsimonious to integrate these findings within RAT’s theoretical framework, and regard these fears as conditioned fears that result from the spontaneous perception of danger accompanied by intense arousal. As stated, certain stimuli have unique perceptual characteristics that enhance the perception of an inherent danger (e.g., moving discrepant stimuli or lack of control as in deep water). Ordinarily, the emotional arousal which these stimuli generate is too low to produce conditioning on its own, and therefore it can only facilitate conditioning when accompanied with perception of inherent danger. However, in a significant number of cases, subjects with strong genetic and/or a personality predisposition to arousal might experience a strong spontaneous fear already at the initial confrontation with the stimuli. Consequently, since RAT’s basic requirements for conditioning are fulfilled, robust conditioned fear is likely to develop even in the absence of conventional traumatic events.

A state of heightened arousal at initial contact with this type of stimuli, and hence the production of spontaneous conditioning, may be facilitated by environmental factors, as well. Two examples illustrating this possibility were reported by Merckelbach et al. (1996). In one case a child moved with her parents to a new house. At night, when she felt very uneasy in her bedroom, she saw a black spider on the wall. Subsequently, she developed an intense fear of spiders. In the second case, a girl unexpectedly saw a spider creeping out of an outlet when she was alone and sitting in a bath. The girl called her mother who did not respond. Afterward the girl developed a spider phobia. Thus, since conditioning in these cases was the result of both the perception of an inherent danger due to the unique character of the stimuli, and a spontaneous self-arousal without the involvement of the conventional methods of conditioning, they need to be classified as spontaneous conditioning.

These seemingly non-associative fears differ from other types of conditioning only in the initial conditioning method. Once the fear was spontaneously acquired, subsequent knowledge that the CS is not dangerous will not be sufficient to cause extinction. Further, as reported by Merckelbach et al. (1996), these seemingly non-associative phobias are likely to be reinforced by conditioning trials induced by one of the three conventional methods of conditioning. In the same way, fear is likely to decrease if additional experiences either enhance the subject’s coping abilities (e.g., Graham & Gaffan, 1997; Riskind & Maddux, 1993) or if they involve extinction trials (e.g., Muris, Merckelbach, & de Jongh, 1995; (st, Ferebee, & Furmark, 1997). 

Spontaneously established conditioned fears may develop not only towards stimuli which, according to the no-associative investigators, have Darwinistic origins, such as fear of animals and heights (e.g., Menzies & Clarke, 1995a), but also to fears that lack such origin.  For example, Hofmann, Ehlers, and Roth (1995) showed that subjects with public speaking anxiety rarely report traumatic external events, vicarious or informational learning as the causes of their phobia. Rather, most often they attribute their phobias to panic attacks. However, public speaking, which constitutes a real threat (i.e., an inherent perception of danger), especially for persons of low confidence and anxiety provoking traits (Hofmann et al., 1995), may cause an intense spontaneous arousal during social interactions throughout the course of their lives, and hence conditioned fear. Traumatic speaking events, which are more likely among this group of subjects (Hofmann et al., 1995), will exacerbate this spontaneously established conditioning even further. Thus, RAT integrates the aforementioned findings by the non-associative investigators, which have previously been attributed to genetic/Darwinistic causes (e.g., Menzies & Clarke, 1995a), within its conditioning paradigm, as well as some spontaneously acquired fears that lack evolutionary significance (e.g., public speaking anxiety). 

The above theoretical position that intense arousal may cause conditioning is accepted by neo-conditioning theorists as well (e.g., Forsyth & Eifert, 1996), with the fundamental difference that they believe that conditioning occurs regardless of whether the CS constitutes a real or false threat. False threat refers to the sudden onset of a fearful response towards harmless situations, including stimuli to which individuals previously acted favorably for an extended period of time. For example, a person may suddenly develop an intense fear, which severely disrupts his or her daily functioning, towards chocolate (Rachman & Seligman, 1976), insects and bugs (Jacobs & Nadel, 1985), driving (Ehlers et al., 1994), and public places (e.g., Leonard, 1927; Marks, 1987a pp. 325-327) despite the lack of any relevant precipatory traumatic events (e.g., motor accident). Contrary to the neo-conditioning position (e.g., Barlow, 1988; Forsyth & Eifert, 1996), according to RAT although subjects in these conditions experienced strong emotional arousal, these false alarms do not produce conditioned fear. Fear developed under these conditions needs to be viewed as bizarre and synthesized within a theoretical framework that accounts for the development of neuroses and psychoses (Chapters 4-8). 

















Figure 3 depicts the different methods of conditioning, the two necessary requirements (i.e., perception of inherent danger and intense arousal) and factors affecting the perception of danger or arousal. The first conditioning method (UCS) is applicable to all organisms, and is the only one by which phylogenic low animals can be conditioned. Observation and spontaneous arousal, the second and third methods of conditioning, respectively, are effective for both primates and humans. The fourth method, information/instruction, can be applied only to humans. The left side of Figure 3 refers to facilitory/inhibitory factors that determine whether the CS will be perceived as inherently dangerous. These factors include the subject’s level of cognitive development, the perceptual characteristics of stimuli, latent inhibition and credibility of the informational source.

The right side of the figure relates to facilitory/inhibitory factors that determine the intensity of arousal. These variables include the severity of danger, genetic pre-dispositions, personality variables, sex differences in response to anxiety provoking situations and self-efficacy. The resulting level of arousal, affected by these variables, determines whether a sufficient level of arousal (i.e., CR) to motivate an escape tendency will be attained.

True conditioning occurs only when the CS is perceived as inherently dangerous, simultaneously with a sufficient level of arousal that will motivate an escape tendency. Pseudo-conditioning will occur if the CS is perceived as non-inherently dangerous and the subject experiences a high level of arousal, similar to laboratory conditioning studies with human adults and acquired fear in combat situations. Alternatively, there will be no conditioning either if the CS is perceived as inherently dangerous in the absence of sufficient arousal (e.g., people who are not afraid of snakes), or when neither of the two necessary requirements of conditioning (i.e., perception of danger and arousal) are fulfilled.

Resistance to Extinction


As stated, according to RAT conditioning in everyday life is of a reflex-like nature, where a neurophysiological bond is established between the CS and arousal of fear, i.e., CR. This is consistent with Jacobs and Nadel’s (1985) theory, claiming that conditioned fear generates a permanent physiological change in the organism’s neurophysiological system.  A similar position was presented by Konorski (1967) who stated that “conditioned reflexes, when already established, function according to principles surprisingly similar to those governing spinal reflexes” (p. 2). Thus, the robust neurochemical changes, which according to RAT is established between CS-CR in the organism’s autonomous nervous system, account for the fact that simple phobias, unlike laboratory fears, are not readily extinguished.

Although, negative cognitions tend to occupy the individual’s attention when subjects with simple fears are exposed to their phobic stimuli (e.g., de Jongh & ter Herst, 1993; de Jongh et al., 1994, 1995a, 1995b, 1995c; Kent & Gibbons, 1987; McNally & Steketee, 1985; Menzies & Clarke, 1995b; Thorpe & Salkoviskis, 1995) they do not seem to be the cause for the persistence of the conditioned fear. As some evidence testifies, these cognitions follow rather than precede the emotional arousal (“If I feel anxious, there must be danger”; see Arntz et al., 1995). Nevertheless, it seems that these cognitions exacerbate subjects’ emotional experiences. Moreover, in the course of time, after they become aware of their incompetence at controlling the fear, subjects are likely to develop “fear of fear” (Williams, Chambless, & Ahrens, 1997). This concept refers to self-expectancy of inability to cope with the emotional consequences of the exposure despite knowledge that the CS is harmless (e.g., see Reiss & McNally, 1985).

Following the above evidence suggesting that the arousal of simple fear is mediated non-cognitively, it seems that in strongly established fear the organism must be given a counter-conditioning experience for attaining an effective, enduring extinction. Hence, it is not surprising that although cognitive intervention reduces simple fears, maximum reduction can be achieved only through repeated exposures (e.g., de Jongh et al., 1995b). Similarly, other investigators have reported that this maximum effect can be obtained only with in vivo exposure rather than observational learning (Öst et al., 1997). However, research with both animals (e.g., Solomon & Wynne, 1954) and humans (Marshall, 1985) shows that a prolonged exposure is necessary in order to cause extinction of the fear. A prolonged exposure enables counter-conditioning, where subjects are able to reappraise the CS as non-dangerous and to simultaneously experience a relaxed state of emotion in conjunction with the CS. The experience of relaxed emotional state is a necessary condition for the extinction of simple fear, as it enables the subject to cease the formerly negative emotional association with the CS. Accordingly, while in pseudo-conditioned fears (i.e., laboratory conditioning fears with adults, where a reflex-like conditioning never develops), short exposure or knowledge that the CS no longer signifies danger, can readily extinguish acquired fear, these will not be sufficient in the extinction of simple fears in the natural setting. 

Another advantage of prolonged exposure is that it enhances the individual’s self-efficacy (Bandura, 1988), which was found to be an important factor in decreasing simple fears (e.g., Graham & Gaffan, 1997; Kent & Gibbons, 1987; Riskind & Maddux, 1993; Williams & Watson, 1985; Williams et al., 1985). However, the therapeutic effect of in vivo exposure can be enhanced more if it is accompanied with relaxation training that facilitates production of a relaxed emotional experience (McGlynn, Moore, Rose, & Lazarte, 1995), and hence the establishment of counter-conditioning.

Discussion


As shown, all of RAT’s theoretical targets specified in the preface to this chapter were met. By including both the organism’s cognitive/rational assessment into the Pavlovian paradigm and by viewing the UCS merely as one of several methods of attaining intense arousal, RAT has been able to account for the difficulties encountered in the development of simple fears. 

RAT should be seen as a theory that incorporates a modified cognitive position with the neo-Pavlovian approach to fear, stating that intense arousal, regardless of the specific technique by which it is induced, is a necessary condition for the development of fear (e.g., Forsyth & Eifert, 1996). The neo-Pavlovian theorists retain the orthodox view that conditioned fear may develop towards all types of stimuli, independent of their threatening nature (e.g., Forsyth & Eifert, 1996; McNally, 1990). Moreover, the same theoretical model is applied to account for all types of fear, bizarre and simple. However this theoretical position is so problematic that it cannot even resolve the difficulties involved in simple fears. For example, no explanation is given as to why intense arousal such as combat stress sometimes fails to induce conditioned fear (e.g., Rachman, 1990).  In addition, the theory cannot integrate the findings of the non-associative account (see Chapter 2, pp. 56-57) into their theoretical model.

In contrast, by restricting its theoretical concepts solely to simple fears, RAT is not subjected to problems associated with bizarre fears. For example, while RAT is able to account for the fact that simple fear is prevalent in childhood and rarely develops during adulthood, it disassociates itself from the opposite trend with regard to bizarre fears (i.e., that these fears develop almost exclusively after the period of childhood).

Incorporation of the organism’s cognitive/rational assessment into the process of conditioning allow RAT to succeed in restricting the Pavlovian concepts of an automatic S-R bond solely to those fears associated with stimuli which are perceived as inherently dangerous. Hence, RAT is able to account for all the variations in the development of simple fears, such as why certain traumatic situations are inadequate to result in conditional fears.

Additionally, although RAT rejects the Darwinstic concepts of both Seligman (1971) and the non-associative account of fear (e.g., Menzies & Clarke, 1995a), it integrates their findings, thereby resolving the dispute between these two theoretical paradigms. Thus, while RAT accepts Seligman’s basic claim that certain stimuli have a greater likelihood to be conditioned than others, it attributes this accelerated chance to the perceptual characteristics of the stimuli, which facilitate the perception of danger.

Similarly, RAT agrees with the non-associative account that fear at an early age may develop in the absence of experiences relating to the three conventional methods of conditioning. Nevertheless, RAT rejects the Darwinistic/genetic interpretation of these observations and instead attributes the development of fear to conditioning resulting from spontaneous arousal to stimuli which, due to their unique perceptual characteristics, are assessed by the young child as inherently dangerous.

Further, one of RAT’s important theoretical contributions is the integration of animal-conditioned studies within its theoretical framework. While this implies that animals may serve as legitimate subjects for inquiring about simple fears, it goes further in proving that these studies cannot promote our understanding of bizarre fears.

Cognitivists (e.g., see Brewer, 1974; and Mackintosh, 1983) accused Watsonian’s investigators of neglecting to take into account the individual’s ability to “think, reason, and learn to talk” (Mackintosh, 1983, p. 2). However, cognitivists are basically no less mechanistic than their rival candidates. Based on the artificial traumatic condition of the laboratory, they promoted the view that conditioned fear is solely a matter of belief that CS signals danger. As previously mentioned (Chapter 2), this conception was modified to account for the development of bizarre fears as well (Davey, 1989a, 1989b). 

The fundamental flaw in this approach is the neglect to take into account that the individual’s rational assessment of the situation plays a critical role in the conditioning process. Consequently, not only are the cognitivists unable to account for the difficulties involved in bizarre fears, but they also cannot synthesize evidence related to the development of simple fears (e.g., high resistance to extinction and observations by the non-associative account). It is no wonder that the cognitive theory has not succeeded in integrating fear studies with both animals and humans into one theoretical model (e.g., see Davey, 1987).

An additional advantage of RAT is the emphasis it puts on genetic, personality traits and gender in determining the outcome of conditioning and the manner by which these factors exert their influence. 


In conclusion, the distinction between simple and bizarre behavioral deviations constituted the first and necessary step for the understanding of fear. Consequently, the construction of PBT allows bizarre fears to be viewed as coping mechanisms like other types of bizarre behaviors, and formulated RAT for addressing the unique problems associated with simple fears. RAT integrates both human and animal studies and virtually resolves the difficulties encountered by traditional theories in this respect.
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Concluding Remarks

Despite a tremendous amount of research effort, advocates of psychoanalysis, behavioral-cognitive theories and biological models, which together make up all possible versions of the mechanistic-deterministic outlook on behavioral disorders, have not succeeded in validating their most central theoretical concepts. Moreover, much of the evidence reviewed is inconsistent with and even contradictory to these concepts. These theories cannot incorporate each other’s findings and they are unable to resolve very fundamental issues in psychopathology. Despite this, the scientific status of these theories has not diminished. There are several specific issues that have helped maintain the scientific status of each theory. 

As stated, Freud’s concepts of repression and the unconscious could not justifiably be abandoned as there was no better alternative to address the sudden onset of very unusual behaviors and the inability of patients to reasonably explain the radical and abrupt change in their behavior.

The specific causes for maintaining both the behavioral-cognitive theories and biological models relate more to their empirical achievements which could not be accounted for by alternative concepts. Behavioral-cognitive investigators have succeeded in demonstrating the superiority of their therapeutic interventions more than any other theory, at least in the area of anxiety disorders. Additionally, these theories present impressive research data in accounting for the development of simple fears. Consequently, in the absence of better theories that could integrate these findings within their theoretical framework the scientific position of the behavioral-cognitive theories has not declined, despite contradictory evidence.

Likewise, biological models have succeeded in producing large amounts of correlational data relating adverse neurochemical changes and behavioral disorders, as well as significant evidence demonstrating the efficacy of their therapeutic measures. These findings gained popularity due to both the increasing dissatisfaction with rival psychological theories and their ability to utilize hard scientific methods in their research. Thus, investigators have tended to overlook the shortcomings of these theories due to a belief that eventually, with better and more refined scientific tools, direct and convincing evidence can be obtained to validate the biological concept of disease. Unfortunately, this questionable scientific ideology has sometimes encouraged advocates to employ inhumane therapeutic interventions that can deteriorate patients’ mental and physical state and even cause fatal consequences.

However, with the introduction of PBT, an alternative theory capable of explaining the specific issues critical to each theory, it is no longer necessary to maintain the traditional theories. Rather they should be judged solely by their own scientific merits. PBT is indeed an alternative theory, as its concepts of repression and unawareness can replace Freud’s notion of repression and the unconscious, thus fulfilling the theoretical need of accounting for the development of bizarre behaviors. PBT also accounts for maintain the traditional theories.  Rather they should be judged solely by their own scientific merits. PBT is indeed an alternative theory, as its concepts of repression and unawareness can replace Freud’s notion of repression and the unconscious, thus fulfilling the theoretical need of accounting for the development of bizarre behaviors. PBT also accounts for the research and therapeutic findings of both behavior-cognitive theories and biological models by its parsimonious therapeutic concepts. Therefore, when taking into account both this point and the contradictory evidence reviewed above, it is obvious that the scientific merit of these theories is severely damaged. In addition, PBT exposes a large body of data that shows the superiority of conscious-rational concepts in the understanding of deviations in human behavior.  In light of this, and since PBT integrates most of the findings and many basic concepts of the traditional theories, there seems to be no reasonable scientific justification to maintain a mechanistic approach to psychopathology.
Even with the introduction of PBT many theoreticians and clinicians may be hesitant to examine this new theory in an unbiased fashion. There are two reasons for this: the conservative nature of psychology as a science and a lack of new evidence to support PBT.

Regarding the first reason, controlled research studies have shown that the psychological community tends to oppose new ideas that challenge existing beliefs (Armstrong, 1982a, 1982b). This biased attitude is especially likely to occur towards PBT since the theory threatens the foundations of the dominant theoretical beliefs of psychopathology. However, in assessing its scientific value, one should keep in mind that PBT has integrated a vast amount of evidence accumulated by advocates of conflicting schools of thought. It has also provided the resolution of the basic theoretical issues that challenged the validity of the traditional theories. The major theoretical contributions of PBT are as follows:

1) PBT challenges the widely accepted assumption that human beings are irrational in their basic nature. It claims that people, including the psychiatric population, monitor their behaviors in conscious and rational ways. Nevertheless, people’s decisions are not always the best of all options available as they sometimes make regretful mistakes. This is because of the cognitive constraints of the human being and the pressures and emotional distress that often accompany decision-making. However, the process by which individuals’ behaviors are determined is mostly conscious and rational. As shown, this approach has enabled PBT to resolve difficulties that challenged the validity of current mechanistic-deterministic theories of psychopathology.

2) The theory provides an empirical definition of neuroses and psychoses that is based upon operational diagnostic criteria. This definition simplifies the diagnostic evaluation, allows for the reinstatement of neuroses as a diagnostic category, and reduces the theoretical confusion in defining psychoses, particularly schizophrenia.

3) PBT accounts for the choice of symptoms in economic terms. Much like economic decisions, the choice of a specific symptom is determined by individuals’ unique needs (distractibility and controllability), available conscious experiential resources, and cost-benefit considerations. Thus, PBT resolves one of the most problematic issues in psychopathology, that is, choice of symptoms, that the mechanistic-deterministic terms of the traditional theories cannot properly account for.

4) The new concept of repression integrates clinical data, as well as relevant experimental studies that challenged the validity of psychoanalysis. This is in contrast with the anti-scientific attitude of advocates of psychoanalysis, who have embraced experimental findings when they seem consistent with their theoretical position, but then turn their backs on them when the studies do not produce the expected results (Holmes, 1990, p.99).

5) PBT accounts for a lack of awareness that is displayed by patients after the sudden onset of bizarre behaviors by introducing the concept of self-deceptive processes. This concept is based on information-processing studies and, above all, is more consistent with the sophisticated nature of the human being than the primitive irrational entity of the unconscious.

6) The theory has uncovered the basic processes common to all types of therapeutic interventions, and thereby resolves the bitter theoretical dispute between the traditional theories regarding the underlying mechanisms of therapeutic change. This theoretical achievement should change the therapeutic attitude toward psychiatric patients, particularly psychotics. In light of the increasing evidence which demonstrates the central role of stress in the etiology of behavioral disorders, there should be less emphasis on symptomatic interventions, particularly of biological types, and more on stress management therapy, such as coping skills training and family therapy. In addition, PBT’s theoretical approach provides a theoretical basis for an eclectic therapeutic approach that may be more effective than the arbitrary “technical eclecticism” (e.g., Duncan et al., 1990a, 1990b; Lazarus, 1995) that currently dominates psychopathology.

7) PBT’s terms account for the impact of socio-biological variables, including genetic predispositions, gender, age, social class and cultural factors, and the onset and prevalence of various disorders.

8) The qualitative distinction between simple and bizarre behaviors has allowed PBT to formulate a new conditioning theory, RAT, which addresses the unique theoretical problems associated with the acquisition of simple fears by animals and humans.

Hence, PBT provides true insight into the underlying causes of psychopathological disorders, the therapeutic process, and resolves the theoretical problems that have challenged the validity of traditional theories.  


The second reason why PBT might meet with resistance is that currently it lacks research findings of its own.  Now that the theory has been established an intensive research effort can be made to examine hypotheses deriving from PBT. For example, with the application of techniques from perceptual defense studies, will neurotic and psychotic patients display higher perceptual thresholds to brief sentences accusing them of faking their symptoms, compared with neutral and other types of threatening messages, such as Silverman’s subliminal Psychodynamic activation (see Chapter 1, p. 5)? Results can then be compared with a control group of patients with physical diseases.

Another line of research called for, is the investigation of the dreams of neurotic and psychotic patients. Since patients may have more difficulties in exercising their distractive maneuvers and a greater tendency to ponder over their stressors during the period before sleep, the question then is if dreams can reveal the stressors that motivate the adoption and maintenance of the symptoms? Similarly, will patients who participate in a dynamic-oriented therapy tend to have dreams with psychoanalytic content as a result of the therapist’s pressures (see Moss, 1960; and Rofé, 1989, pp. 138-140) and the patient’s need for self-deceptive information (see Messer, 1986 and Chapter 7, pp. 248-249)?


An additional type of research is to examine whether the distribution of various bizarre symptoms is consistent with PBT’s three principles that guide an individual in choosing a specific symptom. For example, does the fact that the Kibbutz is a close-knit community that places a higher value on social interaction than a city environment, influence people with neurotic coping strategies to develop symptoms that are less embarrassing and have a lower impact on their social interactions, such as eating disorders and OCD?

A theme central to PBT is the self-deceptive process, which when sabotaged would increase the probability of symptom elevation or abandonment. In order to empirically test this claim, two experiments will be carried out. In both experimental procedures PBT’s therapeutic method will be contrasted with the most successful current therapeutic intervention for the given disorder. 

1. PBT versus Cognitive Therapy for Panic Disorder: Three groups of panic patients will be randomly assigned to PBT, cognitive therapy or a control. The experimental manipulation for each group will be initiated only upon the establishment of a positive rapport between the therapist and the patient. Subjects in PBT’s group will receive an explanation regarding the exact manner by which they have deliberately chosen the symptom and how they actually generated and maintained that state of unawareness. The concept of self-deception will be fully explained to them. Throughout the whole experimental procedure it will be stressed that they are in control and can abandon the symptom at any given time. Therapists will express empathy yet at the same time they will confront patients’ use of a pathological coping mechanism encouraging in turn the adoption of a more adaptable coping mechanism. Thus, like Symond’s study (see Chapter 6, p. 204), patients will be encouraged to abandon their symptoms.

Subjects in the cognitive group will be further divided into two sub-groups, both cognitive sub-groups will receive a cognitive account of their disorder, as in the experimental study by Salkovskis et al. (1991) that was specified earlier (see Chapter 7 pp.236-237). One sub-group will be administered only the classic cognitive therapy while in the other group subjects will also be encouraged to abandon their symptoms.

In the control group subjects will be exposed to non-focused general therapeutic technique (see Salkovskis et al., 1991). The experimental manipulations will take place over the course of 5-8 weeks, subjects will meet with the therapist 5 times. The objective of this large gap is to enable the subject to observe the manifestation of symptom display, thereby becoming aware of the processes involved at symptom display.

It is expected that the therapeutic outcome in PBT’s group will be at least as successful as in the cognitive theory.

2. PBT versus dynamic Hypnotherapy with Multiple Personality Disorder (MPD): MPD patients will be randomly assigned either to PBT, hypnotherapy or a control group. At the initial stage, subjects will receive an explanation regarding the etiology of their symptoms. The PBT group will be told of their active involvement in adopting the symptoms and how they generated and maintained their self-deceptive beliefs. The hypnotherapy group will be exposed to dynamic interpretations surrounding the etiology of their symptoms, which will be attributed to unconscious processes and repressed childhood trauma (e.g., sexual abuse). Subjects in the control group will be told that the underlying cause of their disorder is due to stress and that they will receive hypnotherapy to relieve their tension.

At the second stage, subjects will be induced into a deep hypnotic state and will be asked to display their symptom (i.e., the alternative personality). Following Spanos’ (1986, 1996) theoretical perspective on hypnosis and MPD, patients in the PBT group will be told that they are in full conscious control at this moment as in every other moment of their lives, including the situation which originally motivated symptom adoption. There will be a specific emphasis on the manner by which they forget their knowledge of self-involvement (see Chapter 6, pp. 201-203). Subjects in the psychodynamic hypnotherapy will be exposed to several psychodynamic suggestions that seemingly aim to induce insight regarding unconscious conflicts and repressed childhood trauma. At a more advanced stage of the hypnotherapy, subjects will be encouraged to accept and integrate their other personalities. Subjects in the control group will only undergo deep hypnosis, and will be told that the objective of this is relaxation aimed at reducing stress and tension. 

After completion of this stage – lasting 5-8 meetings, subjects in all groups will be exposed to a tape containing several hypnotic suggestions dealing with symptom abandonment. It is expected that the PBT group will show at least the same rate of therapeutic improvement as the psychodynamic hypnotherapy group.     

The studies suggested above were merely meant to demonstrate that PBT can be empirically examined which is an important criterion of a good theory. However, the data generated by such research may not be sufficient to validate the theory, as the obtained results may be accounted for by alternative explanations. This phenomenon is characteristic of other theories as well, such as the therapeutic effects of psychoanalysis, both positive (Grünbaum, 1984 p. 178) and negative (Erwin, 1980), and the biological effect of drugs (Mosak, 1995) which proved to be insufficient to validate or reject the foundations of these theories.

Although the validity of PBT, as any other theory, must ultimately be determined by empirical testing, at this stage of inquiry two arguments should be taken into account for evaluating the scientific status of PBT. First, empirically, traditional theories are in no better condition and yet they continue to maintain a respected scientific status. Second, as already noted, according to the philosophical tradition of science, as described by Conant (1948) and Kuhn (1962), the replacement of an old theory with a new one only requires that the latter be able to integrate the available data more effectively and account for theoretical problems better. In this respect, there is no question that PBT has attained this objective.


In conclusion, PBT succeeded in demonstrating its theoretical superiority to the traditional deterministic-mechanistic theories that currently dominate psychopathology. It has an ability to integrate relevant evidence and can resolve the theoretical difficulties involved in accounting for the development and treatment of behavioral disorders. While an intensive research effort is required, certainly this new approach constitutes a provocative endeavor that presents a definite challenge to traditional theories of psychopathology.
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