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ABSTRACT: Hysteria is an ancient word for a common clinical condition. Although it no longer 
appears in official diagnostic classifications, "hysteria" is used here as a generic term to cover both 
"somatoform" and "dissociative" disorders as these are related psychopathological states. This paper 
reviews the clinical features of four hysterical syndromes known to occur in a neurologist's practice, 
viz conversion, somatization and pain disorders, and psychogenic amnesia. The presence in the clinical 
history of a multiplicity of symptoms, prodromal stress, a "model" for the symptom(s), and secondary 
reinforcement all suggest the diagnosis, and minimise the need for extensive investigations to rule out 
organic disease. Psychodynamic, behavioral, psychophysiologic and genetic factors have been prof
fered to explain etiology. Appropriate treatment involves psychotherapeutic, behavioral and pharmaco
logical techniques. A basic requirement is to avoid errors of commission such as multiple specialist 
referrals and invasive diagnostic and treatment procedures. Hysteria is a remediable condition if identi
fied early and managed appropriately. 

RESUME: L' "hysterie" en neurologie clinique. Hystdrie est un mot ancien utilise pour designer une affection 
fr6quente en clinique. Bien qu'on ne le retrouve plus dans les classifications diagnostiques officielles, le mot "hys
terie" est utilise ici comme terme g6n£rique pour designer tant les desordres "somatoformes" que "dissociatifs", ces 
psychopathologies etant reliees. Cet article revoit les manifestations cliniques de quatre syndromes hysteYiques ren
contres en pratique neurologique, a savoir la conversion, la somatisation et les troubles de la douleur, et l'amnesie 
psychogene. La presence d'une multitude de symptomes a l'histoire clinique, de stress comme prodrome, d'un 
"modele" des symptomes et de renforcement secondaire suggerent le diagnostic et minimise la necessity d'avoir 
recours a des investigations exhaustives pour eliminer une maladie organique. Des facteurs psychodynamiques 
comportementaux, psychophysiologiques et g6netiques ont et6 invoqu£s pour en expliquer l'etiologie. Un traite-
ment approprie' doit inclure des techniques de psychotheYapie, de modification du comportement et un traitement 
pharmacologique. On doit avant tout eViter les erreurs de commission telles la consultation de plusieurs spdcialistes 
et les manoeuvres diagnostiques et theYapeutiques invasives. L'hysteYie est une affection curable si elle est identi
fied tot et traitee de facon appropriee. 

Can. J. Neurol. Sci. 1995; 22: 101-110 

"Hysteria" is an ancient and venerable word. It is derived 
from the Greek word for uterus and was coined by Hippocrates 
who thought that the condition occurred only in women and that 
it was caused by movement of the uterus in the body. Our con
cept of hysteria has gone through many changes since the time 
of Hippocrates. Hysterics were regarded as witches during the 
Middle Ages, and many were burnt or hanged on this account.1 

Focus changed from the uterus to the brain only in the 17th 
Century but it was not until Pierre Briquet published his classic 
monograph in 18592'4 that the uterine theory was finally laid to 
rest. In the late nineteenth century our understanding of hysteria 
was further advanced by the studies of Jean-Martin Charcot and 
his pupils, including Richer, Janet and Babinski. Freud also was 
strongly influenced by Charcot and carried out his earliest psy
choanalytic work on hysteria. 

In some respects hysteria is an unsatisfactory term, both 
because of the frequency with which hysteria is now known to 
occur in men, and also because of its pejorative connotation. The 
term has been dropped from the International Classification of 
Diseases (ICD-10) nomenclature and also from the recently pub
lished DSM IV system.5 In its place are two groups of disorders, 

the Somatoform and the Dissociative Disorders, which are dealt 
with under separate chapter headings. I am using the word in this 
paper as a generic term to cover both somatoform and dissociative 
disorders, so as to emphasize that these are related psychopatho
logical processes. Despite the term's absence now from official 
psychiatric classifications, it remains in widespread use. Although 
patients with hysteria may present to any physician, they are per
haps more prevalent in a neurologists' clientele.6-7 

It should be noted here that a number of other terms such as 
"chronic neurosis", "chronic hysteria", "psychosomatic disorder", 
"functional disorder" or "functional overlay" are commonly used 
by practicing clinicians to describe this group of patients. These 
phrases are ill defined and sometimes used loosely hence it is diffi
cult to relate them to the DSM IV system, where diagnostic cate
gories are described precisely and specifically. It appears likely to 
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this author that the terms chronic neurosis and chronic hysteria 
approximate the DSM IV diagnosis of Somatisation Disorder, and 
that the terms "psychosomatic" and "functional" as used colloqui
ally by clinicians, refers more to "conversion" or to the amplifica
tion of symptoms of an underlying physical disease. 

The term "pseudodementia" is also encountered in clinical 
neurology to describe patients who have dementia-like features 
without apparent organic cerebral disease. Pseudodementia is 
not a diagnostic entity in DSM IV, but the clinical conditions 
associated with the patient who "appears" demented will be 
dealt with in the section on psychogenic amnesia. 

It should be noted also that diagnostic nomenclature in psychia
try is under constant review and change. DSM III R has now been 
superceded by DSM IV Hence some of these terms, and their defi
nition are likely to be modified. There are also terminological dif
ferences between the DSM and the ICD systems; however the 
latter is little used at present in North American psychiatry. 

In this paper I will review the theoretical concepts which are 
a prerequisite for understanding how hysterical symptoms devel
op. I will then describe the diagnostic criteria for the 
Somatoform and Dissociative Disorders with special emphasis 
on pseudoneurologic symptoms. Finally, I will review the etiol
ogy and epidemiology and provide practical guidelines for the 
management of these patients. It should be noted that "hysterical 
personality disorder" is not being discussed as it rarely presents 
to a neurologist as such. 

CONCEPT OF HYSTERIA 

Physicians, particularly those with a strong biologic orienta
tion, commonly have difficulty understanding the mode of pro
duction of conversion symptoms. This may lead them to deny 
that hysteria exists, or to assume that there is always an organic 
cause, or to equate hysteria with malingering. It is easier to 
understand the mode of production of hysterical symptoms if one 
understands the theoretical, psychological and social concepts 
which underlie the process of conversion. Hence these concepts 
will be defined and discussed in some detail (see Table 1). 

It is helpful at the outset to distinguish the terms "disease" 
and "illness". Disease describes the condition associated with 
pathophysiological disturbance of structure or function; illness 
refers to the human experience of symptoms and suffering.8 This 
experience may or may not be associated with pathological 
damage to the tissues, hence an individual can have an illness 
without a disease and a disease without an illness. An illness 
leads an individual to exhibit "illness behaviour" a term intro
duced by Mechanic9 to describe the behaviour displayed by 
individuals in reaction to their perception of symptoms and 
health problems. For example, they may go to bed, miss work, 
visit the doctor, take medication, or allow themselves to be 
admitted to hospital. In other words they adopt the "sick role". It 
is reasonable to ask how and why individuals who do not have a 
disease in the physical sense can exhibit the behaviour and 
accoutrements of illness. Part of the answer is that they have a 
fear or belief that they are ill and react accordingly. The details 
of this reaction are coloured by the individual's previous per
sonal and social experience of illness.10 In addition, the illness 
may fulfill a need or resolve a psychological conflict vicariously. 
This conflict may be an acute or a chronic situational stress at 
home or at work which becomes unbearable. The illness then 

evolves as the means of relieving and resolving part of the anxiety 
associated with the stress. The social and stress factors which 
determine illness onset have been well described by Rahe et al." 
and Rubin et al.12 It is worth noting that it is often "illness" 
rather than "disease" which determines the timing and reason 
for a patient seeking medical attention.1314 

The symptom complex and its behavioral derivates may be 
reinforced by environmental events, for example, the avoidance 
through illness, of stress at home or at work.15 These factors 
have been referred to as "secondary gain". The word "rein-
forcer" is preferable to "gain" as the latter is pejorative and 
implies conscious manipulation which is more characteristic of 
malingering than of hysteria. Physicians may also unwittingly 
reinforce the patient's complaints through inappropriate medical 
investigations and treatments. Clearly these reinforcers cannot 
be observed directly; their presence is inferred from the patient's 
history and behaviour in response to his/her i l lness. 
Nevertheless it is useful to note their presence because they have 
important management implications. 

There are two broad categories of hysterical symptoms. These 
are somatoform, which affect the body, and dissociative, which 
affect the mind. Conversion represents the process by which anxi
ety or conflict related to an event is transformed and becomes 
manifest as a physical symptom. Dissociation is the mechanism by 
which a part of an individual's mental and behavioral processes 
become separated from the rest of his/her psychic activity. 

One might question why patients express these needs, anxi
eties and conflicts in terms of a physical symptom rather than 

Table 1: Definitions of terms associated with hysteria. 

Disease: 

Illness: 

The condition associated with pathological distur
bance of structure or function. 

The experience associated with ill-health, symptoms 
and suffering. 

Illness 
behaviour: The ways in which given symptoms may be different

ly perceived, evaluated and acted (or not acted) upon 
by different kinds of persons. 

Sick role: The behaviour associated with illness. 

Conversion: The process by which anxiety or conflict related to an 
event is transformed and becomes manifest as a physi
cal symptom. 

Dissociation: The mechanism by which a part of an individual's 
mental and behavioral function becomes separated 
from the rest of their psychic activity. 

Secondary 
reinforcement: The intensification of symptoms which may occur as a 

result of the effect of the illness on the environment. 

"La belle 
Indifference": The inappropriate absence of distress in an individual 

with seemingly disabling physical symptoms. 

Modelling: The process by which conversion symptoms are based 
on an individual's previous experience of that symp
tom, either in themselves or in others. 

102 
https://doi.org/10.1017/S0317167100040166 Published online by Cambridge University Press

https://doi.org/10.1017/S0317167100040166


LE JOURNAL CANADIEN DES SCIENCES NEUROLOGIQUES 

experiencing and describing their particular feelings and con
cerns. In fact, patients with hysterical symptoms are commonly 
dysphoric (i.e., feel subjective emotional distress). Indeed, two 
recent reviews concluded that the hysterias were a group of 
complex multifactorial conditions and that the only shared com
mon feature was the frequent presence of anxiety and depres
sion.16'17 In addition, patients may have learned through 
experience in their families, or previous experience with physi
cians that physical symptoms are more acceptable than emotional 
symptoms. Hence they are more comfortable in describing their 
anxieties in physical rather than emotional terms indicating also 
that they lack insight into causation. Finally, these patients may 
have a fear of organic disease, and this sensitizes them to develop 
the symptoms of the disease they fear. 

Another concept helpful in understanding how conversion 
symptoms may develop is that of "modelling" or imitation. This 
refers to the observation that the patient develops the 
symptom(s) after observing them in others with whom he/she 
identifies or after having experienced them previously him/her
self.15 For example, a 20-year-old woman developed episodic 
left sided weakness caused by conversion after her father had 
been disabled following a stroke. Her own symptom, and in par
ticular her "choice" of affected area was determined in part by 
her identification with her sick father. This explains why some 
epileptic patients have pseudoseizures. They are based on and 
modelled after their own previous experience of seizures and 
occur often in a setting of stress or conflict. The process of mod
elling has been little studied in the clinical and experimental lit
erature, yet in my experience it has been a helpful feature 
suggestive of the diagnosis of hysteria. 

In the reproduction here of Brouillet's well known painting 
of Charcot's teaching session (see Figure), Charcot appears to 
have induced by suggestion a convulsion in the patient, and a 
nurse is ready to catch her if she falls. It is of interest to note 
that behind the students, but in full view of the patient, is a 
painting of a woman whose back is arched in a fashion similar 
to that of the patient. We do not of course know to what extent 
the artist was faithfully reproducing the scene, but he has unwit
tingly captured this common clinical finding. 

A final feature commonly found in hysteria is an underlying 
histrionic (hysterical) personality. This is characterised by exag
gerated emotional reactions (often with denial of these self same 
emotions) and attention seeking, self-centred behaviour. Such 
individuals may also be emotionally labile, inappropriately 
seductive and suggestible.18 Suggestibility is accompanied by 
increased hypnotisability and this feature enabled Charcot to 
demonstrate hysterical seizures to his assembled students at the 
appropriate time and place (see Figure). 

It perhaps needs to be emphasized that these intrapsychic and 
behavioral phenomena are not deliberate nor are they contrived 
by the patient. They generally occur in a setting of acute or 
chronic stress, cause varying degrees of subjective distress, and 
reflect the individual's unconscious way of reacting and dealing 
with the situation at hand. Hence in describing these features, 
one is in no way being critical or judgmental. They should be 
viewed as features that help one to understand and explain the 
observed phenomena. It should also be noted that none of these 
features is diagnostic of hysteria. They are suggestive only; but 
taken together with appropriate physical findings, they would 
strongly support the diagnosis of hysteria. 

Figure I: "La legon de Charcot" by: 
civils de Lyon, France). 

A. Brouillet (reproduced with permission of the Service Central des Archives el Musee historiqiie. Hospices 
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MANIFESTATIONS AND DIAGNOSIS 

Table 2 illustrates the classification of the disorders accord
ing to DSM IV.5 The Somatoform and the Dissociative 
Disorders are grouped together under the general rubric of "The 
Hysterias". An excellent description of the Somatoform 
Disorders is given by Ford.'9 Dissociative disorders have been 
much less studied in the literature. 

I will discuss Conversion Disorder, Somatization Disorder, 
Somatoform Pain disorder and Psychogenic Amnesia in more 
detail, these being the conditions in this group which may 
involve a neurologist. 

Conversion Disorder 

The presenting symptom in this condition is an alteration or 
loss of physical function which suggests a physical disorder but 
in fact is the expression of an underlying psychological conflict 
or need. The presence of the psychological factor is usually not 
apparent at the onset, but becomes evident in the history when it 
is found that there is a time relationship (hence, by inference, a 
cause-effect relationship) between an environmental event (or 
"stress") and the onset of the symptom. 

The nature and character of the presenting symptom 
embraces practically the whole field of clinical neurology. 
Almost any neurological symptom can have a "conversion" 
basis, hence it may come into the differential diagnosis of many 
neurological syndromes. Weakness, paralyses, sensory distur
bances, pseudoseizures and involuntary movements (e.g., 
tremor) are likely the commonest of these.20 On discreet ques
tioning it may become evident that secondary reinforcement is 
present. The symptom, for example, may enable the individual 
to avoid an unpleasant activity at home or work, or obtaining 
support or attention from others. A further criterion is that the 
symptom must not be under voluntary control. The issue of voli
tion is a difficult one, because it must be determined by infer
ence rather than by observation. Features suggestive of 
voluntary control are inconsistency, variability and obvious and 
immediate benefit as well as a personality which would suggest 
dishonesty and opportunism. In general, in cases of uncertainty 
it is probably wise to give the patient the benefit of the doubt, 
and assume the symptoms are produced involuntarily unless 
there is good evidence to the contrary. Symptoms induced "vol
untarily" tend to be self-limiting and of brief duration. 

A further useful clinical feature of conversion disorder is the 
presence of a "model" for the symptom. This is sought by 
obtaining a full history of the present and past health of the 
patient's immediate family and of friends and other relatives. 
"La belle indifference" has also been described as a characteris
tic feature of conversion. It is characterised by the inappropriate 
and paradoxical absence of distress despite the presence of an 

Table 2: Classification of the hysterias (DSM IV). 

Somatoform Disorders 

Somatization Disorder 
(Briquet's Syndrome) 

Conversion Disorder 
Pain Disorder 
Hypochondriasis 
Body Dysmorphic Disorder 

Dissociative Disorders 

Dissociative Amnesia 
Dissociative Fugue 
Dissociative Identity Disorder 
Depersonalisation Disorder 

unpleasant symptom. There is also denial of emotional difficulty. 
It is seen in only a minority of subjects21 and experimental stud
ies have shown that patients with conversion have increased lev
els of psychophysiologic arousal despite their superficial 
unconcern.22-23 It should be noted also that patients with organic 
disease may show an inappropriate absence of dysphoria, hence 
"la belle indifference" should never, on its own, be considered 
diagnostic of hysteria. Pincus24 has emphasized the importance 
of a previous history of "psychosomatic" illness in differentiat
ing conversion from organic disorders. 

The absence of physical disorder is clearly an important 
diagnostic feature. Individuals with conversion disorder often 
have physical signs, but they do not follow usual neurological 
patterns; for example the classical dermatomes in a patient with 
numbness; alteration in muscle tone and muscle stretch reflexes 
in a patient with paralysis; the characteristics of the gait in a 
patient with a suspected conversion gait disturbance. I was able 
to suspect strongly that the blindness of a patient of mine had a 
psychogenic origin. During the interview, although his eyes 
were generally roving as if he were unable to see, every so often 
he would exhibit fleeting eye contact with me, as though at 
some level, he knew where I was in his visual field. The neuro
logical signs of hysteria have been well described by 
Weintraub25 and the neuro-ophthalmic by Keane.26 

"Ruling out organic disease" should not be the only criterion 
for diagnosing conversion disorder. If this were the case, 
patients might be subjected to extensive physical investigations 
which may be not only expensive and inappropriate, but would 
help to perpetuate the symptom. It is necessary therefore to sus
pect the psychogenic nature of the condition early during the 
clinical interview, and to use the physical examination and spe
cial investigations to confirm the diagnosis.27 It may even be 
appropriate to arrange a psychiatric assessment whilst the 
investigations are being carried out. This avoids the potentially 
threatening situation of being told, in essence "there is nothing 
wrong with you", with the implication, stated or otherwise, that 
"it's in your head". An early psychiatric evaluation gives the 
patient time to assimilate the possibility that the condition may 
be psychogenic while organic investigations are proceeding. 

It is well known that some neurological diseases present 
with quasi conversion symptomatology, and the neurological 
origins become manifest only subsequently.28-29 The diagnosti
cian, therefore, has to strike a fine balance between not overin-
vestigating a patient with probable conversion disorder, while 
ensuring that serious neurological diseases are identified. 
Neurologists and psychiatrists need to collaborate to ensure 
appropriate management of these complex cases. There can be 
no inconsistency between a comprehensive neurological and a 
comprehensive psychiatric examination. The course and 
progress of the patient's condition will usually provide the final 
answer. 

A final noteworthy feature is that the diagnoses of conver
sion disorder and neurological disorder are not mutually exclu
sive; they may occur in the same patient either concurrently or 
consecutively and are particularly common in chronic relapsing 
diseases such as multiple sclerosis30 and epilepsy.31 This must 
be borne in mind in management because physical and behav
ioral components may require different treatment strategies, 
and both need to be treated appropriately (see below in treat
ment section). 

104 
https://doi.org/10.1017/S0317167100040166 Published online by Cambridge University Press

https://doi.org/10.1017/S0317167100040166


LE JOURNAL CANADIEN DES SCIENCES NEUROLOGIQUES 

Somatization Disorder (Briquet's Syndrome) 
The key feature in this condition is a multiplicity of symp

toms affecting several different organ systems. The criteria were 
developed and defined originally by Woodruff et al.32 and have 
been refined by DSM III and DSM IV.5 Patients with this condi
tion tend to be chronically ill and manifest their symptoms at an 
early age.33 They seek repeated medical attention, are subjected 
to many investigations and procedures, but often remain stead
fast in their careers as patients.34-35 

Other than the multiplicity of symptoms the earlier onset and 
the tendency for the course to be chronic rather than acute, 
Briquet's Syndrome shares many of the features of a Conversion 
Disorder. Secondary reinforcement may occur but the relation to 
precipitating stress may be less clear because of the chronic 
nature of the condition. Pseudoneurologic symptoms are com
mon including amnesia, dysphagia, various dysesthesias and 
motor symptoms. The diagnosis is made according to the pres
ence of multiple atypical symptoms involving several organ sys
tems, and the absence of specific physical findings which may 
explain the symptoms. 

Hypochondriasis (see Table 2) is sometimes confused with 
Somatisation Disorder because of its chronicity and the frequent 
occurrence of multiple somatic symptoms. The key feature here 
however is fear or preoccupation with having a serious physical 
disease and most commonly the focus is on cardiac, respiratory 
or gastrointestinal function. 

Pain Disorder (previously somatoform or "psychogenic" 
pain disorder) 

Persistent pain in the absence of an adequate physical cause 
is the cardinal feature of this condition. As with Conversion 
Disorder and Briquet's Syndrome, there is often a precipitating 
stress or conflict and the condition is commonly associated with 
secondary reinforcement. 

Headache is probably the commonest symptom presenting to 
the neurologist and low back pain, or pain in the neck or extrem
ities are also common. In a study of psychiatric pathology in a 
series of over 2000 neurology outpatients 13.2% were diagnosed 
as having a primary psychiatric disorder and headache was the 
most prevalent symptom in this group, occurring in 43% of 
patients.36 A separate questionnaire study of 103 consecutive 
neurologic outpatients presenting with headache identified psy
chiatric pathology in 20% and "recognisable depression" in 
7%.37 Headache does not receive a separate diagnostic category 
in DSM IV but regional pain syndromes are subclassified 
according to their localisation. The role of "muscle tension" in 
the production of tension headache remains questionable,38-39 

hence it seems probable that a substantial proportion of 
headache patients do in fact, have Somatoform Pain Disorder 
rather than a true psychophysiological disturbance.40 

The picture is often confused by the fact that the condition 
may have begun with a trauma or a lesion associated with pain, 
or there may be an objective physical finding which explains the 
pain at least in part.41 This may lead physicians to carry out 
diagnostic and therapeutic procedures which do little to relieve 
symptoms. Although "ruling out organic disease" is an essential 
diagnostic feature, the condition should be suspected during the 
clinical interview and the history, and when an atypical presen
tation together with features suggestive of a somatoform disor
der are present. 

Atypical Facial Pain is another form of Pain Disorder which 
may present to the neurologist. It occurs most commonly in 
middle aged women. Psychological factors such as stress and 
depression are frequently found.4143 A recent study of long-term 
outcome found that conservative treatment was effective for 
70% of patients.44 

Dissociative Amnesia 
Dissociative Amnesia is one of the Dissociative Disorders 

(see Table 2) and is the one most likely to frequent the practice 
of a clinical neurologist who may describe these patients as hav
ing "pseudodementia". The memory disturbance in this condi
tion is characterized by an inability to recall important personal 
information. The onset is often sudden, and is not anterograde, 
as is memory loss due to organic cerebral disease. The loss is 
more in the nature of a particular event or block of time, and 
almost always involves a loss of personal identity, which is a 
late feature in organic amnesias. A further distinguishing feature 
is that acquisition of new information is not impaired in psy
chogenic as it is in organic amnesias. In an excellent review of 
this field, Kopelman emphasized the difficulties in differentiat
ing psychogenic from organic amnesias.45 The onset occurs usu
ally after acute stress or conflict. It may also occur following a 
head injury and this in turn, complicates diffential diagnosis. For 
a condition described in a standard textbook as the most com
mon form of dissociative hysteria46 dissociative amnesia has 
been remarkably little studied in the literature. In fact, it may be 
rarer than supposed. A recent survey of 1517 psychiatric out 
patients found no cases of psychogenic amnesia.47 DSM IV 
describes 4 subtypes of the condition, localised, selective, gener
alised and continuous, dependant on the nature of the memory 
disturbance. As with the Somatoform Disorders, reinforcement 
and modelling may be evident on history and examination. 
Neurological investigations for brain disease are negative or 
inconclusive although neuropsychologic tests may reveal strik
ing abnormalities in certain subtests. The presence of a neuro
logic abnormality does not necessarily rule out psychogenic 
amnesia if appropriate psychopathology is present; organic and 
psychogenic amnesia may coexist.48 During the episode, the 
individual may appear confused, perplexed or disorientated, 
although these features are absent if the amnesia is present only 
in the past medical history. 

The term "pseudodementia" has been used in both the psy
chiatric and neurological literature but it is not a nosological 
entity and is best characterised as a dementia-like syndrome 
which is secondary to other psychiatric conditions. Kiloh49 

found that depression was most commonly misdiagnosed as 
dementia, but other neurotic conditions have presented with this 
picture.50"52 In another 9-16 year follow up of all 51 patients 
admitted with a diagnosis of presenile dementia, the authors 
found that the diagnosis was confirmed in only 35 (69%).53 The 
majority of those misdiagnosed had an affective disorder. The 
authors emphasized the need for a more thorough investigation 
at the time of the original assessment. 

ETIOLOGY 

The modern period in the investigation of Hysteria began 
with the phenomenological studies of Briquet.2 Briquet believed 
that hysteria was caused by physical changes in the brain; 
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indeed, he described certain poorly defined cerebral abnormal
ities in a few of his hysterical subjects who had died. Charcot's 
work was mainly descriptive, but he did open up the field to 
psychosocial influences by noting the role of suggestion in the 
induction of seizures. Breuer and Freud were the first to pro
vide a comprehensive psychological explanation for the pro
duction of hysterical symptoms.54 They stressed the role of 
symbolism in the choice of conversion symptom, and of per
sonality factors related to sexual fantasies and repressed sexual 
impulses. 

Modern theories concerning the cause of hysteria can be 
grouped into four categories: psychodynamic, behavioral, psy
chophysiological and genetic. 

Psychodynamic 
In addition to the theories of Freud mentioned above, more 

recent psychoanalysts have emphasized disturbances in relation
ship with the father,55 the mother56 and to problems in the con
trol of frustration and aggressiveness.57 These approaches are 
mainly theoretical, and based on individual case studies, hence 
their applicability to the broad range of individuals with hysteri
cal syndromes is undetermined. 

Behavioral 
Learning theory presupposes that behaviour is learned 

through experience; behaviour which is rewarded is thereby pro
moted and reinforced, and that which is not rewarded is inhibi
ted. In this sense, the hysterias may be regarded as "maladaptive 
ways of obtaining social or instrumental needs that substitute for 
deficits in the patient's adaptive behavioral repertoire".58 

Although little experimental work has been carried out on this 
topic in regard to the cause of the hysterias, the success of 
behavioral therapy in the treatment of these disorders suggests 
that maladaptive learning may have an important role to play in 
the etiology of these conditions.5860 It seems likely and reason
able for example that illness behaviour may be learned by a 
child observing a sick parent or sibling. 

Psychophysiologic 
A number of workers have investigated a possible connection 

between hysteria and cerebral pathology. Both Slater61 and 
Merskey and Buhrich62 found that a high proportion of "hyster
ics" had associated cerebral pathology in particular epilepsy and 
multiple sclerosis. In a comparable study from a psychiatric, 
rather than a neurological hospital setting however, Roy63 found 
this association in only 3% of patients. It has also been proposed 
that hysteria is a dysfunction of attention and memory associa
ted with inhibition of afferent stimulation64 and that there is 
bifrontal cerebral impairment particularly in the non-dominant 
hemisphere.65 In a study comparing magnetic evoked potentials 
(MEP) in patients with psychogenic and organic limb weakness, 
Meyer et al. found that the former were associated with normal 
MEP values.66 

Briquet2-4 and Arkonac and Guze10 found a strong tendency 
for an increased incidence of hysteria to occur in the first degree 
relatives of hysterics. Guze elsewhere has found that male rela
tives of patients with Briquet's Syndrome have an increased 
prevalence of antisocial personality and alcoholism, and female 
relatives of a male prison population revealed a high prevalence 
of Briquet's Syndrome.67 These studies suggest that social influ
ences within the family have a strong bearing on the manifesta

tions of these disorders, but they do not rule out a role for genetic 
influences. 

Genetic 
In a study comparing concordance in monozygotic and dizy

gotic twins, Torgersen68 found 29% concordance in the former 
and 10% in the latter. However, the author conceded that simi
larity of childhood experience may have influenced these rates. 
In an extensive familial study Ljungberg69 concluded that hered
itary factors of a polygenic kind play a significant role in the 
development of hysteria, but this conclusion was not confirmed 
in subsequent analysis of his data.70 Similar negative conclu
sions were found in a study comparing concordance of hysteria 
in monozygotic and dizygotic twins.71 Shields70 after reviewing 
this evidence concluded that there is some evidence supporting 
the role of genetic factors in hysterical personality, but little for 
other hysterical syndromes. 

PREVALENCE 

Studies on the prevalence of hysteria have been bedeviled by 
terminological, diagnostic and philosophical confusion. During 
the 1960s, physicians were entertained by the fascinating debate 
in the British Medical Journal between Eliot Slater, a psychia
trist who denied that hysteria existed,61 and Francis Walsh, a 
neurologist who considered it to be a common clinical problem.6 

Many studies have shown associations between hysteria and 
social and demographic variables. It has long been known to 
predominate in women; indeed, before Briquet, it was thought to 
be confined to women, hence its association with the uterus. 
Twenty in his series of over 400 patients were men (5%) and 
more recently Guze et al.72 found that only 3% of patients with 
Briquet's Syndrome were men. They found also that young 
women reported a disproportionately greater number of symp
toms than men or older women. In a survey of 1752 consecutive 
psychiatric consultations in a general hospital, I found that hys
teria (all subgroups) was diagnosed in 156 of 1127 women 
(13.8%) and 58 of 625 men (9.3%) and the female-male ratio 
was 2.7: l.27 This study is of particular interest in that it demon
strated that as a proportion of diagnoses in each gender, the 
prevalence of hysteria was comparable, negating the traditional 
view that hysteria was proportionately more prevalent in 
women. It appears that Briquet's Syndrome and Conversion 
Disorder predominate in women, and that Hypochondriasis and 
psychogenic pain may predominate in men. 

There is a heavy preponderance of Briquet's Syndrome and 
Conversion Disorder in the younger age groups.72 However 
hypochondriasis is common in older age groups, and there is 
clinical evidence that the prevalence of conversion symptoms 
(although not necessarily conversion disorder) increases again in 
older subjects. There is also strong evidence for an association 
between hysteria and lower socioeconomic status73 and hysteria 
and antisocial personality.74 

Epidemiological surveys have shown that these conditions 
are prevalent in the community. Woodroffe et al. estimated that 
Briquet's Syndrome had a prevalence of 2% in the general 
female population32 and Engel15 found symptoms of conversion 
in 20-25% of patients admitted to a general medical service. The 
NIMH Epidemiologic Catchment Area Study found a cross-sec
tional prevalence of 4% for somatisation syndrome.33 A strong 
association with other psychiatric disorders was also noted.75-76 
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There are remarkably few data on the prevalence of psychiatric 
pathology in unselected neurologic populations. In a diagnostic 
survey of 7836 consecutive neurological outpatient referrals, 
Perkin7 noted that 26% were "undiagnosed" and a further 14% 
had psychiatric diagnoses, including an unspecified number 
with conversion hysteria. However these subjects were not 
assessed by a psychiatrist. Prevalence studies would therefore 
indicate that conversion symptoms are sufficiently prevalent, 
and their manifestations sufficiently protean to be considered in 
the differential diagnosis of a wide variety of clinical diagnostic 
problems, particularly in outpatient populations. 

MANAGEMENT 

Although there exists a literature on the management of hys
teria, there is a dearth of longer-term follow-up studies of spe
cific treatment modalities. This is unfortunate because these 
often are serious and disabling conditions which are costly to 
society and to health funding agencies. Despite this paucity of 
experimental research, there does appear to be an overall consis
tency in the treatment approach recommended by both psychia-
trists17,60,77-78 and neurologists2079 working in this field. This 
section on management will reflect these guidelines from the lit
erature, and will be based also on my personal experience in 34 
years of clinical practice. It should be noted also that the man
agement of the patient with acute hysterical syndromes (conver
sion disorder and psychogenic amnesia) is substantially different 
from that for the chronic (Briquet's Syndrome arid psychogenic 
pain disorder). This section therefore will discuss the general 
principles for both types then summarize the particular treat
ment modalities appropriate for acute and then for chronic hys
teria. 

General Principles 

Once the diagnosis has been made, the next essential step is 
to give the patient feedback within a framework that he/she can 
accept and understand. It is insufficient as well as ineffective to 
tell the patient, "There is nothing (physically) wrong with you". 
Equally, it is inappropriate to attribute the cause to the patient's 
"imagination" or "It's in your head". These individuals are fre
quently defensive about psychogenic causation, and it is neces
sary to respect this defensiveness by explaining that although no 
serious physical diseases have been found, they may have local 
physical irritation, muscle tension or inner bruising, which is the 
immediate cause of their symptoms, but that the latter are ampli
fied and perpetuated by nervous tension, emotion or stress. The 
therapeutic implication of this conclusion is that both the physi
cal and the psychological aspects need to be treated in order to 
secure a response. It is desirable that diagnostic feedback be 
given with confidence and authority. In order to accomplish this, 
the clinician must be assured that the patient has been adequate
ly examined and investigated, and the patient also must be satis
fied that the examination has been thorough. 

Once serious physical disease has been ruled out, and this 
has been reported firmly to the patient, it is preferable to avoid 
further investigations, procedures and consultation referrals. If 
this is not done, it implies that the physician remains uncertain 
of the diagnosis, which increases the patient's anxiety and pre
occupation with their health, hence the tendency to somatize. 
Although the physician needs to be alert to the possibility that 
organic disease may develop, new symptoms should not be 

investigated unless there are clear objective signs suggesting that 
an organic disease has developed. 

Acute Syndromes 

Both Conversion Disorder and Dissociative Amnesia com
monly have an acute onset. If diagnosed early and treated appro
priately they tend to have a short, self limiting course. 
Conversely, if the diagnosis is delayed, and management is inap
propriate, this can lead to life-long invalidism. 

Many conversion symptoms subside spontaneously over a 
few days once appropriate diagnostic feedback has been given 
to the patient. The patient's progress, therefore, is closely moni
tored over this period in the context of a supportive, conserva
tive medical framework. 

If the symptoms do not subside rapidly, a therapeutic inter
view with the use of intravenous sodium amytal may be accom
panied by rapid symptomatic recovery.80 Briefly, this involves 
the administration of 100 to 500mg of sodium amytal by slow 
intravenous injection. The drug is dissolved in 20mls of sterile 
water and given into a peripheral vein using a 20ml syringe. 
Before the procedure, the patient's support and understanding 
are secured by explaining that he/she is being given a medica
tion by injection which will assist them in relaxing and talking 
more easily and which may also help to relieve their symptom. 
They should also be told that they will remain "in control" and 
will not say anything that they do not wish to disclose. Any 
questions should be answered in a factual manner. The patient is 
told that he/she may feel drowsy and/or relaxed during the injec
tion but must not go to sleep. The injection is then started while 
attention is secured continuously by detailing the medical and 
social history. After 50-150mg has been given (the amount 
varies between different individuals), the patient will become 
noticeably more relaxed and begin to verbalize feelings and 
fears more easily. At this point, stresses and traumatic events 
can be explored in more detail, and suggestions made that the 
symptom will disappear and recovery will occur. On occasion, 
patients become tearful or angry during the session and a form 
of abreaction may develop which may have additional therapeu
tic benefit. It is very important to ensure that sleep during the 
interview is avoided, as any therapeutic effect is thereby nega
ted. If a therapeutic effect is obtained, this should be reinforced 
during and after the interview. The whole session may last 
between 20 and 50 minutes and patients commonly sleep for 
several hours after the procedure due to the sedating effects of 
the amytal. Using the above guidelines, I have not encountered 
untoward physical nor psychological effects after many dozens 
of amytal interviews. The worst result I have found is that it may 
have no effect - i.e., it provides no new information and results 
in no symptomatic improvement. Symptomatic relief may be 
dramatic in patients with conversion paralyses, blindness and 
amnesia, although sometimes the symptom recurs if the under
lying psychopathology is not dealt with. Sodium amytal is more 
likely to be beneficial when given early after the onset; the 
longer it is delayed, the less effective it is likely to be. However 
I have had beneficial effects up to 18 months after symptom 
onset; hence it may be worth using in selected more chronic 
cases. 

In order to minimize the likelihood of a recurrence, it may be 
necessary to treat the underlying psychopathology. This involves 
understanding the relative importance of predisposing personality 
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factors, precipitating stressors, and perpetuating secondary rein-
forcers. Generally, a combination of psychological, and pharma
cological therapy is appropriate (see below). 

Chronic Syndromes 
Most commonly these are patients with Briquet's Syndrome 

and Somatoform Pain Disorder, although on occasion patients 
with poorly managed conversion disorder or psychogenic amne
sia may become chronic. 

Treatment approaches are psychological and pharmacological. 

Psychological 
Psychological therapies are supportive psychotherapy, 

behaviour therapy (including relaxation therapy and environ
mental modification) and an occupational or physical activity 
program. Psychotherapy is best provided by a physician who is 
sympathetic and understanding towards the patient's particular 
difficulties and who is able to respond appropriately to both the 
physical and emotional problems he/she presents. It is necessary 
that therapy sessions be regular, structured and consistent. They 
need to be sufficiently frequent to provide support and reassur
ance, but not so frequent that excessive dependency is fostered. 
In general, patients should be discouraged from emergency or 
"p.r.n." visits to the doctor or the Emergency Department; and 
also from extended "therapeutic" telephone calls. These serve 
only to promote and reinforce illness behaviour and preoccupa
tion with physical symptomatology. As rapport is established, 
the interval between visits can be gradually extended. 

The tendency to somatize is tenacious hence the treatment 
commitment has to be long-term. In chronic somatizers, it may 
be appropriate to limit therapeutic objectives to stabilising the 
behaviour and preventing it from escalating. Murphy69 empha
sized that "the essence of the sophisticated management of hys
teria is to avoid errors of commission". 

During therapy sessions, the patient's attention should as far as 
possible be focused away from his/her health and symptoms, and 
more in the direction of daily life, activities and relationships. 
This may involve the physician taking care not to enquire about 
the presence of specific symptoms; if however, these are volun
teered spontaneously, the response should be limited to general 
sympathy and support, without pursuing a symptomatic line of 
enquiry. It may be of value to give the patient specific behavioral 
objectives, for example walking a certain distance or joining in 
particular social or recreational functions a certain number of 
times. In order to emphasize its importance, these objectives can 
even be given in the form of a written prescription, with the added 
request that the patient write down in a daily diary when and for 
how long this activity is performed, and to bring the diary to the 
physician for inspection and discussion at the time of the next 
visit. Goldberg et al. have described an excellent psychoeduca-
tional approach to the treatment of somatisation.81 

The above guidelines follow the principles of behavioral 
methods of treatment where the therapist structures the patient's 
social and physical environment to promote "good" behaviour 
(in this case healthy adjustment without physical complaints) 
and discourage "bad" behaviour (i.e., illness behaviour and pre
occupation with physical symptoms). The use of regular struc
tured sessions, discouraging emergency visits, setting behavioral 
goals, avoiding pursuance of physical investigations and treat
ments may all be seen as following behavioral principles of 

management within a supportive, non-authoritarian psychothera
peutic framework.60'77-82 

It is of value to work also with the patient's spouse or family. 
They are unwittingly involved in the patient's illness and 
behaviour, and will harbour feelings and reactions which may 
have positive or negative effects on outcome. Providing diagnos
tic feedback to both the patient and spouse (family) together 
ensures that the latter do not depend on the patient's possibly 
distorted report for this information. Conjoint feedback also 
gives the family the opportunity to report their concerns and 
observations and ask questions of the physician, all of which 
may be essential to diagnosis or treatment. Family support may 
be vital to an effective treatment plan. 

These arrangements form part of the process of "environ
mental modification" of a behavioral approach to therapy, the 
process of structuring or altering the patient's social, physical 
and occupational surroundings to promote a more therapeutic 
milieu. In patients whose symptoms are work related, whether 
or not there are Workmen's Compensation claims, it is appropri
ate to assist in the speedy resolution of these conflicts and 
claims. The emotion invested in the latter may be a potent per
petuating factor in the illness. Where possible and appropriate 
the patient should be steered back to the work situation. It has 
been claimed that Somatoform Disorders which are maintained 
and perpetuated by litigation and compensation issues resolve 
after settlement of the litigation,83 however this has not been 
confirmed by a more recent study.84 Another survey showed that 
factors associated with good outcome were: longer time after 
resolution of the litigation, shorter time between injury and reso
lution of litigation and less severe psychopathology.85 In my 
experience there is little benefit in instituting vigorous treatment 
measures whilst there are outstanding legal issues which are 
helping perpetuate symptoms unless there are well-defined and 
treatable medical or psychiatric conditions. When clinical prob
lems are more severe, it is appropriate to use symptomatic and 
supportive measures while expediting the early resolution of liti
gation. In those cases where symptoms persist after settlement, I 
follow the psychotherapeutic and behavioral techniques 
described above. 

Relaxation therapy may also be of value in this group of 
patients. The technique of instruction is well described else
where.86 The patient must be instructed to carry out the exercises 
regularly no less than 3 times weekly, and to persist in this 
endeavour. The maximum benefit from relaxation therapy occurs 
when it is practiced frequently over an extended length of time. 

Pharmacological Therapies 
There are no specific pharmacological therapies for the hys

terias. However, individuals with these disorders often have 
symptoms of anxiety or depression which may lead to a need for 
medication. 

In general anxiolytics (e.g., benzodiazepines) should not be 
used for anxiety associated with hysteria. Patients often have 
dependent personalities, and easily become addicted. This is 
particularly liable to occur if the medication is given "p.r.n." 
Hence if these drugs are used at all, they should be given for 
short periods (i.e., two or three weeks) and in a fixed-time for
mat, rather than p.r.n. 

Antidepressant drugs have a more substantial role to play in 
the management of these conditions. Depressive disorders are 
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commonly associated with the chronic somatoform conditions 
(Briquet's Syndrome & Somatoform Pain Disorder). Principles 
concerning the use of antidepressants are similar to major 
depression.87,88 The somatization tendency can increase the sen
sitivity and probability of side effects in this group of patients. 
This tendency can be minimised by starting with small doses 
and titrating gradually. Heterocyclic, monoamine oxidase 
inhibitors and the recently introduced selective serotonin reup
take inhibitors may be of benefit also in the treatment of chronic 
pain syndromes.43-89 In these conditions their effects may be 
analgesic as distinct from antidepressant. They are commonly 
used in smaller doses than those used in major depression. 

Analgesics are commonly used in somatoform pain disorder. 
They are also often abused, particularly by individuals with severe 
symptoms and dependent personalities. Their abuse can perpetu
ate the symptom by creating a vicious cycle effect between pain, 
analgesic use, symptom relief followed by recurrence of pain 
when the analgesic effect wears off. For this reason, they should 
be used sparingly. If indicated, they are best used for short periods 
and in a fixed time rather than a p.r.n. format. 

If identified early, hysteria is a treatable condition. If it is 
undiagnosed or misdiagnosed, the symptoms may become rein
forced by secondary influences and this may result in social, 
psychologic and physical sequelae or even in life-long disability. 
Briquet,2 an astute observer concluded, "Hysteria is far from 
being a condition of incoherent phenomena about which one can 
make little sense. On the contrary, I found that it was an affec
tion whose nature was easy to understand, whose symptoms all 
had their analogues in physiological states, and were bizarre 
only in appearance; that they obeyed laws which could be deter
mined; that the diagnosis could be made with as much precision 
as with other diseases; and that the diverse phenomena respond
ed to a treatment one could formulate in advance." (my transla
tion). These words are as true today as when they were written 
one hundred and thirty years ago. 
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