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Disorders of the mind are often linked to physeahptoms and signs of psychiatric
disorders: for example, the trembling, palpitaticarsd hyperpnea of panic disorder
and the constipation, dry mouth, furrowed brow (gmsign), and weight loss of
depressive disorders. The connection between sosyatiptoms and depression or
panic disorder, for example, is almost always dgaaticepted by patient and primary
care physician; the task is to chart a course wd@¢o treat symptoms with
medication and psychological intervention. HoweWeg, primary care physician
often misses the diagnosis of somatoform disorfigreeeks to years. When finally
informed of the diagnosis by the primary care ptigsi, the patient is typically not
prone to accept it. The patient is convinced ofgghgsical origin of the undiagnosed
distress and is equally convinced that the psytdngsmo part in the disease process.
Thus, when a patient has a somatoform disordagcamhect is initially established
between patient and physician in the diagnosticgss.

As the term somatoform implies, this heterogenepasap of disorders are at the
mind-body interface: bodily symptoms as psychiadisorder. Somatoform disorders
thus exemplify mind-brain interactions: the bramyvays still not well understood,
sends various signals that impinge on the patiamt&eness, indicating a serious
problem in the body.

From a nosological perspective somatoform disorderg only grouped together for
the first time in 1980 in the third edition of Diagstic and Statistical Manual of
Mental Disorders (DSM-III) as those disorders inethbodily sensations or
functions, as the patient's predominant focusirdheéenced by a disorder of the mind.
This clustering was not based on theoretical canstr laboratory findings.

There are now five specific somatoform disordel$spmatization disorder, (2)
conversion disorder, (3) pain disorder, (4) hypoah@sis, and (5) body dysmorphic
disorder. There are also two residual categorigisdh not meet the fullblown criteria
of the other five: (1) undifferentiated somatofodieorder and (2) somatoform
disorder not otherwise specified.

In routine medical practice, classic cases of sofoah disorders are less common
than less well differentiated syndromes.

Chronic fatigue syndrome is a recently prevalesedse without identified pathogen.
The Centers for Disease Control (CDC) has recesetiyip criteria for this disorder.
Several features of this syndrome seem to overldpseme of the somatoform
disorders and might be considered in the diffeatigiagnosis of somatization
disorder. From a symptom perspective, chronic f&igyndrome has much in
common with certain other ill-defined maladies sasimultiple chemical sensitivity
syndrome, the syndrome of clinical hypoglycemia, ¢ffort syndrome, and
neurasthenia. There is no doubt that those afdliatigh these disorders of unknown
cause suffer. Those disorders do have some syndimrarlap with clearly defined
psychiatric disorders such as the somatoform deserd

CORE FEATURES

Characteristic of somatoform disorders are thregieng clinical features: (1)
somatic complaints that suggest major medical niedagkt have no associated
serious, demonstrable, peripheral organ disor@gpgychological factors and
conflicts that seem important in initiating, exdzaging, and maintaining the
disturbance; and (3) symptoms or magnified heaiticerns that are not under the
patient's conscious control.



Because of their intense bodily perceptions, retstli level of physical functioning,
and morbid beliefs, these patients have becomeincen they harbor serious
physical problems. Moreover, their symptoms arewildfully controlled. Whatever
their faults and problems, these patients are mdihgerers. Yet their physicians'
physical and laboratory examinations persistemilytdé evince significant
substantiating data about physical infirmity ottiean the patients' vigorous and
sincere complaints. Patients with somatoform dismére convinced that their
suffering comes from some type of presumably urtdedeand untreated bodily
derangement.

DIAGNOSTIC ISSUES

When a somatoform disorder occurs without anotberarbid psychiatric condition,
the primary care physician and the patient usudlyot initially consider a
psychiatric condition. The patient's morbid preqation with bodily concerns, not
emotional feelings or disordered interpersonali@ighips, is paramount. Often this
preoccupation is so severe that it interferes thghpatient's capacity for living,
loving, or working; it usually has sent the patienta ceaseless odyssey from
physician to physician looking for effective symgiatic relief.

Because of the patient's focus on bodily issuespsiychiatrist's questions (should
such a referral ever occur) about stress and fammiiters might seem off the mark to
the patient. However, research literature as veetha clinical experience of seasoned
psychiatric consultants has demonstrated theyutifipsychiatric input into managing
somatoform patients from a psychosocial perspegtitte attention to physical health
status, mental health status, global outcome, astl ¢

The 10th edition of International Statistical Cifisation of Diseases and Related
Health Problems (ICD-10), which includes most & somatoform disorders in the
fourth edition of DSM (DSM-IV) (except for conveosi disorders, which are
included with the dissociative disorders), staked tthe main feature of [the
somatoform] disorders is the repeated presentafiphysical symptoms together
with persistent requests for medical investigatioamspite of repeated negative
findings and reassurances by doctors that the synghave no physical basis. If any
physical disorders are present, they do not exphemature and the extent of the
symptoms or the distress and preoccupation ofatierd.” The ICD-10 criteria for
somatoform disorders are presented in Table 16-1.

Table 16-1. ICD-10 Diagnostic Criteria for Somatof Disorders

Somatization disorder

A. There must be a history of at least 2 years'mamts of multiple and variable
physical symptoms that cannot be explained by atgatiable physical disorders.
(Any physical disorders that are known to be predemot explain the severity,
extent, variety, and persistence of the physicaimaints, or the associated social
disability.) If some symptoms clearly due to autanmoarousal are present, they are
not a major feature of the disorder in that theyrast particularly persistent or
distressing.

B. Preoccupation with the symptoms causes persidisiness and leads the patient to
seek repeated (three or more) consultations ow$@tsestigations with either
primary care or specialist doctors. In the absereredical services within either the
financial or physical reach of the patient, thergstrbe persistent self-medication or
multiple consultations with local healers.

C. There is persistent refusal to accept medieaserance that there is no adequate
physical cause for the physical symptoms. (Shon&cceptance of such



reassurance, i.e., for a few weeks during or imatetyi after investigations, does not
exclude this diagnosis.)

D. There must be a total of six or more symptoramfthe following list, with
symptoms occurring in at least two separate groups:

Gastrointestinal symptoms

(1) abdominal pain;

(2) nausea,;

(3) feeling bloated or full of gas;

(4) bad taste in mouth, or excessively coated tengu

(5) complaints of vomiting or regurgitation of fgod

(6) complaints of frequent and loose bowel motiondischarge of fluids from anus;
Cardiovascular symptoms

(7) breathlessness without exertion;

(8) chest pains;

Genitourinary symptoms

(9) dysuria or complaints of frequency of mictuoitj

(10) unpleasant sensations in or around the genital

(11) complaints of unusual or copious vaginal disge;

Skin and pain symptoms

(12) blotchiness or discoloration of the skin;

(13) pain in the limbs, extremities, or joints;

(14) unpleasant numbness or tingling sensations.

E. Most commonly used exclusion clause. Symptomsad@ccur only during any of
the schizophrenic or related disorders, any ohtbed [affective] disorders, or panic
disorder.

Undifferentiated somatoform disorder

A. Criteria A, C, and E for somatization disordez enet, except that the duration of
the disorder is at least 6 months.

B. One or both of criteria B and D for somatizatthsorder are incompletely
fulfilled.

Hypochondriacal disorder

A. Either of the following must be present:

(1) a persistent belief, of at least 5 months' tloma of the presence of a maximum of
two serious physical diseases (of which at leastroost be specifically named by the
patient);

(2) a persistent preoccupation with a presumedroefp or disfigurement (body
dysmorphic disorder).

B. Preoccupation with the belief and the symptomsses persistent distress or
interference with personal functioning in dailyitig and leads the patient to seek
medical treatment or investigations (or equivalelp from local healers).

C. There is persistent refusal to accept mediedserance that there is no physical
cause for the symptoms or physical abnormalityo(Bterm acceptance of such
reassurance, i.e., for a few weeks during or imatetyi after investigations, does not
exclude this diagnosis.)

D. Most commonly used exclusion clause. The symptdmnot occur only during
any of the schizophrenic and related disorderswgrodithe mood (affective)
disorders.

Somatoform autonomic dysfunction

A. There must be symptoms of autonomic arousalateattributed by the patient to
a physical disorder of one or more of the followsygtems or organs:



(1) heart and cardiovascular system;

(2) upper gastrointestinal tract (esophagus andatb);

(3) lower gastrointestinal tract;

(4) respiratory system;

(5) genitourinary system.

B. Two or more of the following autonomic symptomast be present:

(1) palpitations;

(2) sweating (hot or cold);

(3) dry mouth;

(4) flushing or blushing;

(5) epigastric discomfort, "butterflies," or chumgiin the stomach.

C. One or more of the following symptoms must bespnt:

(1) chest pains or discomfort in and around thegmeium;

(2) dyspnea or hyperventilation;

(3) excessive tiredness on mild exertion;

(4) aerophagy, hiccough, or burning sensationfi@stcor epigastrium;

(5) reported frequent bowel movements;

(6) increased frequency of micturition or dysuria;

(7) feeling of being bloated, distended, or heavy

D. There is no evidence of a disturbance of stnectw function in the organs or
systems about which the patient is concerned.

E. Most commonly used exclusion clause. These symgtio not occur only in the
presence of phobic disorders or panic disorder.

A fifth character is to be used to classify thenlal disorders in this group,
indicating the organ or system regarded by theeptiis the origin of the symptoms:
Heart and cardiovascular system

Includes: cardiac neurosis, neurocirculatory astheta Costa's syndrome.

Upper gastrointestinal tract

Includes: psychogenic aerophagy, hiccough, gastcosis.

Lower gastrointestinal tract

Includes: psychogenic irritable bowel syndrome chsgenic diarrhea, gas syndrome.
Respiratory system

Includes: hyperventilation.

Genitourinary system

Includes: psychogenic increase of frequency of umittbn and dysuria.

Other organ or system

Persistent somatoform pain disorder

A. There is persistent severe and distressing (f@irat least 6 months, and
continuously on most days), in any part of the hadyich cannot be explained
adequately by evidence of a physiological processphysical disorder and which is
consistently the main focus of the patient's aitbent

B. Most commonly used exclusion clause. This disodbes not occur in the
presence of schizophrenia or related disordersnlyrduring any of the mood
(affective) disorders, somatization disorder, uiedéntiated somatoform disorder, or
hypochondriacal disorder.

Other somatoform disorders

In these disorders the presenting complaints arenediated through the autonomic
nervous system, and are limited to specific systengarts of the body, such as the
skin. This is in contrast to the multiple and oftdvanging complaints of the origin of



symptoms and distress found in somatization disadd undifferentiated
somatoform disorder. Tissue damage is not involved.

Any other disorder of sensation not due to phygigsdrder, which is closely
associated in time with stressful events or proBlesn which results in significantly
increased attention for the patient, either personmedical, should also be classified
here.

Somatoform disorder, unspecified

Reprinted with permission from World Health Orgaatian: The ICD-10
Classification of Mental and Behavioural Disordddg&agnostic Criteria for Research.
© World Health Organization, Geneva, 1993.

Primary Physician's Diagnostic Process

Physicians have been trained to record faithfdig/patient's medical history, to
perform a physical examination, and to make udelaratory tests. Often during the
primary care physician's evaluation of the patfentiredness, poor appetite,
weakness, or tense nerves, an underlying psyah@indition is spotted by the astute
clinician who senses considerable emotional turmidie clinician then elicits
specific findings on the mental status examinatinrihe routine practice of medicine,
as long as the patient can render a concise clearfievents and present a
straightforward account of bodily perceptions uhdeg pathophysiological events,
the primary care physician has a remarkably go@thch of making an appropriate
diagnosis and instituting corrective treatment. idoer, it becomes understandably
difficult for the physician to develop an accurdiagnosis when the somatoform
patient forgets (represses) or refuses (suppressskare with the physician certain
medically relevant, critical events or when the atoform patient continually
attributes potentially fatal diseases to benigarimal stimuli.

Moreover, when the patient's expectations of arataadiagnosis of physical illness
are not substantiated by the results of the phlysiamination and laboratory
findings, the clinician may have questions aboatsbmatoform patient's
competency, motivation, or even integrity. Is thézount of suffering actually
deliberate distortion? Is it simple forgetfulnedsen the patient fails to tell the
physician that there was a similar episode of sychptoms 10 years ago (with
benign outcome)? To the probing clinician it migppear at first that somatoform
patients are guilty of blatant, intentional mangiidn, or at the least of considerable
distortion. Most physicians are not primed to cdasithat the lack of concordance
between subjective suffering and objective phydicalings can stem from a set of
distorted perceptions and attributions or unuseééfs.

In an emergency room or office practice setting,dpplication of specific diagnostic
criteria for the somatoform disorders can be helfuen patients with somatoform
disorders do get ill and eventually die of someghin the past physicians have been
far too ready to attribute atypical presentatioheastain protean medical diseases
(e.g., multiple sclerosis, lupus, or myasthenia/ig)ao psychiatric causes—coupling
such reductionistic thinking with the conclusioattla putative psychiatric disorder
does not merit further investigation or even referr

Since the 1970s clinical research has allowedrttlesion criteria for some of the
somatoform disorders to be considerably simplifigdich has helped to make some
of these diagnoses easier to use. More concisiarhiave further supported the
maxim that it is inappropriate to make a psychiadiagnosis just because another
medical diagnosis cannot be determined (i.e., thegss of psychiatric diagnosis by



exclusion). Table 16-2 lists a few of the disordemimonly confused with
somatoform disorders, especially early in theirrseu

Table 16-2. Conditions Commonly Confused With Stofoam Disorder
Multiple sclerosis Acute intermittent porphyria

Central nervous system syphilis Lupus erythematosus

Brain tumor Hyperthyroidism

Hyperparathyroidism Myasthenia gravis

BIOMEDICAL THEORIES

Of the few research findings on somatoform dis@dleat are relevant to underlying
physiological or structural brain abnormalitiesyfeave been widely disseminated.
This makes the internist's task of telling patightg they have a psychiatric disorder
even more complicated.

To comprehend the underlying basis of the somatoftisorders, the brain should be
viewed both as a transducer of experience andhaacticed, highly trained organizer
of perceptions from the milieu interieur and theieni exterieur. The brain filters,
amplifies, or dampens afferent and efferent stirfraln all parts of the body and
from the brain itself. It then produces messagatdRplain the matrix of the patient's
experiential world; that is, the brain edits anrprets its material (signals) and then
sends out "sound bites" and an executive summanytddodily function in light of
past incidents (including material seen on televisir in the press). Somatoform
disorders may involve a considerable variety ofrapal pathways—from brain-brain
signals to pain pathways and perceptual pathwayasjdition to efferent signals to
motor apparatus and blood vessels.

CONVERSION DISORDER

Definition

A conversion disorder is a disturbance of bodilydtioning that does not conform to
current concepts of the anatomy and physiologyefcentral or the peripheral
nervous system. It typically occurs in a settingtéss and produces considerable
dysfunction.

Many conversion disorders simulate acute neurosdgiathology (e.g., strokes and
disturbances of speech, hearing, or vision). Howesanversion disorders are not
associated with the usual pathological neurodiagmegns or the underlying somatic
pathology. Conversion symptoms (e.g., anesthesidparesthesias produced by a
conversion disorder) do not conform to usual deoma distribution of the
underlying peripheral nerves; rather, the signssgmdptoms of a conversion disorder
typically conform to the patient's concept of thedical condition.

Conversion disorders seem to change or convepdpehic energy of the turmoil of
acute conflict into a personally meaningful metapdfdbodily dysfunction.
Turbulence of the mind is transformed into a somstiattement, condensing and
focusing concepts, role models, and communicatigammgs into one or several
physical signs or symptoms of dysfunction. Thesea representations often
simulate an acute medical calamity; initiate urgentmetimes expensive medical
investigation; and produce disability. In primitigettings, however, certain
conversion symptoms have been taken as tokens§gibtes faith and even as
expressions of witchcratft.

Although most conversion reactions are transieoti(1to days), some can persist.
Chronic conversion disorders can actually prodwerengnent conversion
complications, such as disuse contractures of ealypaed" limb that remains long
after the psychic strife that prompted the conwer$ias been resolved. In many cases



a chronic conversion disorder serves to help stabéln otherwise dysfunctional
family. In addition to sensorimotor symptoms, markeitonomic disturbances such
as protracted (psychogenic) vomiting, hyperemessgidarum, urinary retention, and
pseudocyesis are also seen, although less comn@uoyersion disorders challenge
the diagnostic competence of internists, neurotegatolaryngologists,
ophthalmologists, and psychiatrists.

Like the other somatoform disorders, conversioordiers are not volitional. Rather,
ego defense mechanisms of repression and disswcaatt outside of the patient's
awareness. Many patients with conversion disorebgpgrience la belle indifference,
an emotional unconcern or even flatness in a gettirtatastrophic iliness; but some
patients do experience considerable anguish oearribw symptoms.

A conversion disorder can be considered when aathanifests a loss or alteration
in physical functioning suggesting a medical orrmotagical disorder and the
condition cannot be explained by any other knowdioa disorder or
pathophysiological process. A conversion disor@emot be diagnosed just because a
medical disorder cannot be ruled in. Failure tovpra physical illness is a necessary
but not sufficient condition for making the diagisosf conversion disorder.
HISTORY

Until the middle of the nineteenth century, sometian disorder and conversion
disorder (which often travel together) were consdedo be one condition called
hysteria. The term hysteria was derived from thee&mwvord hystera, meaning uterus.
Descriptions of conversion disorders appearedrasaek as 1900 BC when multiple
symptoms were attributed by Egyptian physicians ¥eandering of the uterus within
the body.

In the middle of the century, Pierre Briquet oragied the modern concept of
conversion disorder. He considered the disordeggalt from a dysfunction of the
central nervous system (CNS). He proposed thatarsion symptoms occurred in
those with a constitutional predisposition whereeptive part of the brain was
impacted by extreme stress. Later, Russel Reym@ssribed clinical cases in which
the loss of function or the persistence of sevaie pould be attributed to an idea that
the patient had about the body.

Jean-Martin Charcot then expanded on the biologicatepts of Briquet and the
psychological constructs of Reynolds, adding heyddifactors that influence
predisposition. Moreover, Charcot suggested thetwanatic event gave rise to the
idea, which then led to the brain's dynamic dysfieng Charcot also suggested that
the idea could be produced in the brain by hypnosis

The term conversion was first used by Sigmund Fendlhis associate Josef Breuer.
It was used to describe the clinical case of AnnaM@ose undischarged psychic
energy was bound in a somatic symptom. This sympépresented the unconscious
conflict. That is, a repressed thought was condexdea somatic symptom. Freud then
worked out his concept of talking therapy as aaail through which unconsciously
repressed material might become conscious. Withacsits in psychotherapy and with
hypnotic suggestion, somatic conversion symptonrte wigown to diminish and even
disappear.

In 1929, following from Charcot, Pierre Janet oledrthat conversion disorders
were preceded by a lowering of conscious threshntbiwere associated with
dissociation. He recognized that a constitutionahkness in an individual might be
accentuated by shock or fatigue, resulting in daspafcconsciousness being split off.
His concept of what is now considered to be conerrdisorder did not, however,



include the concept of repression; thus, he wasoterned with the significance of
the dynamic unconscious as Freud was.

COMPARATIVE NOSOLOGY

In 1952 the American Psychiatric Association'st fegition of DSM (DSM-1) used

the diagnostic term "conversion reaction," streg¢ir) the reactive part of the
disorder, (2) issues of symbolism—symbols or ciplievm the individual's
unconscious that relate to significant life expeces, and (3) secondary gain—
tangible benefits that accrue to the individualmpssumption of the sick role. In
1967 the second edition of DSM (DSM-II) changeddregnostic term to "hysterical
psychoneurosis, conversion type." Important in tbismulation was la belle
indifference indifférence. Follow-up studies of sifie phenomena associated with
conversion disorder were constructed by assigretadive weights to certain features
associated with conversion studies. These studdsated, however, that there is no
pathognomonic validity (using outcome as a golddaad) to symbolism of the
symptom, secondary gain, hysterical personalitgl,larbelle indifference
indifférence.

In 1980 DSM-III revised the diagnostic term agarconversion disorder. Removed
from the cluster of symptoms was pain disordegmmom-based pain disorder with
criteria otherwise comparable to that of converslimorder. DSM-III and the revised
third edition of DSM (DSM-III-R) required conversialisorder to be judged by the
clinician to be etiologically related to the consien symptom because of a temporal
relationship between it and a significant psycha@dmtressor or else a demonstrated
coupling of conflict and psychological need andithigation or the exacerbation of a
preexisting symptom. That is, it was one of the tBagnoses where the judgment of
the clinician was explicitly sought in the makingaodiagnosis based on
psychodynamic mechanisms. A subjective rather #maobjective component was
written into the diagnostic criterion; this raistae issue of inter-rater reliability in the
diagnostic process.

One of the major changes from DSM-III and DSM-IIERDSM-IV has been the
further removal of the etiological inference of onscious mechanisms and
psychodynamics involved in the productions of syonm, with the statement that
"psychological factors are judged to be associaiéitthe symptom or deficit
because it was preceded by conflicts or othersires' That is, since diagnosticians
are not mind readers, the role of unconscious rattim must be inferred.

A second difference in DSM-1V from DSM-III-R is iime exclusion category
associated with the concept of "not fully explaimgoa known physical disorder.”
This was broadened to include culturally sanctiooeldlavior or experience, general
medical condition, and the direct use of a subgtanc

A third change came in the distress-disability gatg, in which the concept has now
been broadened to include important areas of fanictg to the individual other than
just social and occupational and the phrase "wegramther medical attention” has
been added (e.qg., distress to family or physicecabse of potential medical
implications associated with the symptom or déficit

A fourth change focused on the wording used toiakte factitious disorder and
malingering. The words "not conscious of intentibnproducing the symptom™ have
been removed in favor of the simple concept "ntritionally produced or feigned.”
In 1978 the ninth revision of International Statigt Classification of Diseases,
Injuries, and Causes of Death (ICD-9) used the térysteria” to include conversion
disorder and dissociative phenomena. Both conditweere defined as mental
disorders in which a mechanism beyond the patiantaeness produced either a



restriction of the field of awareness or a distadzof motor or sensory function.
Hysteria was associated with psychological advantagsymbolic value. Conversion
symptoms involved the body's function, whereasatisgive symptoms involved the
mind's function.

When ICD-10 considered the somatoform disordetstéd somatization disorder
and its subthreshold companion diagnosis, undifteated somatoform disorder, plus
hypochondriacal disorder, persistent somatoform gesorder, autonomic
(psychogenic aerophagia) and nonautonomic (psycthogeuritus) somatoform
disorders as part of the group of the somatofosorders. However, ICD-10
assigned conversion disorder to the dissociatiserders. Presumably this ICD-10
change was made because conversion disorderslisgeciative disorders, typically
have a sudden onset and a short duration whereadher somatoform disorders
have a gradual onset and a much more chronic colinss, the term conversion
hysteria, coupled loosely and interchangeably oeeturies now disappears whereas
dissociative (conversion) disorders appear in I@Dwith separate codings for
dissociative disorders of movement and sensatisepdiative motor disorders,
dissociative convulsions, and dissociative anegilasd sensory loss.
EPIDEMIOLOGY

Conversion disorders are the most frequently ocuyif the somatoform disorders.
Affected persons can range in age from early cbibdhinto old age. The annual
incidence of conversion disorders seen by psydsiatin a New York county has
been estimated to be 22 cases per 100,000 popul#tia general hospital setting 5
to 16 percent of all psychiatric consultation patsemanifest some conversion
symptoms. In a study of a rural Veterans Adminigirageneral hospital, 25 to 30
percent of all male patients had a conversion sgmgt some time during their
admission. By contrast, in a psychiatric emerganoyn or psychiatric clinic, the
incidence of conversion disorder is far lower (tceat of all psychiatric admissions),
as different selection factors supervene. Lifetfigares for ever having any
conversion symptom, even if only on a transientd)ase far higher, with some
studies reporting a 33 percent prevalence ratevé&sion disorder occurs mainly in
women, with a ratio of 2 to 1 up to 5 to 1 in soshgdies. However, there does not
seem to be an overrepresentation of conversiomddisnin female children.

The prevalence of the disorder is highest in rarahs and among the undereducated
and the lower socioeconomic classes. It is moregbeat in military populations,
especially in those exposed to combat. It is alscenaommon in underprivileged
persons, in those of subnormal intelligence, anddustrial settings where
compensation neurosis may become an issue. Thegréeramtendency for familial
aggregation and for the patient to be the youngjblhg in the family. The incidence
of the disorder may be on the decline.

Clinicians frequently involved with these patiemtgyeneral hospital settings contend
that conversion disorders are more likely to benseendividuals who are
psychologically naive, who are not particularlyrasipective, and who are disinclined
to believe that psychic factors can affect phygicakesses than in individuals who
are psychologically sophisticated.

Comorbidity

Medical and especially neurological disorders odmguently among patients with
conversion disorders. Indeed in some series therityapf conversion patients have a
well-documented neurological condition. What isitglly seen in these comorbid
neurological or medical conditions is an elaboratd symptoms stemming from the
original organic lesion. Whether this tells thenedian something about the nature of



the sick role or about the nature of the brain wiimpromised functioning and an
altered state of consciousness remains an opetia@ues

Preexisting or emerging psychopathology also séemeedispose an individual to
the development of a conversion. Among the Axisylghiatric conditions, depressive
disorders, anxiety disorders, and somatizationrdexs are especially noted for their
association with conversion disorder. Conversiosdinizophrenia is reported but is
very uncommon. Studies of patients admitted toyalpatric hospital for conversion
disorder reveal that, on further study, one quademe half have a clinically
significant mood disorder or schizophrenia.

Axis Il personality disorders also frequently acqamy a conversion disorder,
especially the histrionic type (in 5 to 21 percehtases); the passive-dependent type
(9 to 40 percent of cases), and the passive-aggedaype of personality disorder.
However, conversion disorders can occur in pergotisno predisposing medical,
neurological, or psychiatric disorder.

ETIOLOGY

Biological Factors

Conversion disorders represent pathology in thedraswell as dysfunction within
the brain. Recent etiological research on converdisorder has involved event-
related potentials, structural and functional braiaging, and neuropsychological
testing to investigate aspects of corticofugalhition of afferent stimuli.

Imaging

Pierre Flor-Henry's important work on the etiop&tlgy of conversion disorder has
used bipolar derivations of the electroencephajdg(&EG) with measures of
coherence to reflect synchrony, not between indiai@lectrode sites but between
regions of the brain. His findings emphasize (I)dfynction of the dominant
hemisphere systems, (2) a consequent dysfunciimeahctivity of the nondominant
hemisphere, and (3) abnormal interhemisphericioglat Defects in processing
endogenous somatic signals and integrating senstmimignals appear to be the
consequence of altered dominant hemispheric systeanscularly in women there
seems to be a secondary disorganization of theatatdéral hemisphere that in turn is
capable of producing the characteristic somaticpggms seen in a conversion
reaction. An EEG study of a woman with a left-sigheglalysis as a conversion
disorder has proved most illuminating. The attetophove the paralyzed leg failed
to activate the right primary motor cortex. Instethe right orbito-frontal and right
anterior cingulate cortex were significantly acte@ suggesting these two areas
inhibit the prefrontal (willed) effects on the righrimary motor cortex when the
patient tries to move her left leg.

NEUROPSYCHOLOGICAL TESTS

Impaired vigilance-attention and short-term mentwaye been demonstrated.
Localizing studies using the Halstead-Reitan Bgtéerd other neuropsychological
tests have manifested dysfunction of both nondontinght and especially dominant
left hemispheres. Increased field dependency aigthtemed suggestibility is also
present.

Unilateral Symptoms and Localization

Taken together, clinical and research findings @¢auiggest that patients with
conversion disorder under extraordinary circumstarexperience impaired
intercortical communication and blockade of ordyneinannels of verbal associations.
The preponderance of left-sided, unilateral symgtesen in conversion disorder plus
the strong association of conversion disorders dagpressive disorders could be used
as evidence of a nondominant right-hemisphericenalbility. Additional



complementary evidence for localization comes ftbenfact that the left hemisphere
is phylogenetically associated with inhibitory ighces. Thus, the motor and sensory
symptoms of conversion suggest defects in procgssid in analysis of sensorimotor
signals, which leads to a failure in the integmatid endogenous somatic signals. The
proposed defect in understanding the signals mnaersion disorder is in some ways
analogous to the failure of comprehension in &stfae., with receptive and
expressive aphasia when acoustic-motor coordinati@uditory signals involving
language fails to occur).

Sex and Brain Localization

The fact that conversion disorders occur mainlywamen is another piece of
evidence used to support a theory of brain locatinaStudies from a variety of
sources indicate that women have greater instabilitight-hemispheric

organization. Thus, it has been proposed thatragyi defect in the left hemisphere
interferes with the normal transcallosal inhibitgtgbilizing functions of the unstable
contralateral right hemisphere. These circumstaocekl account for the symptoms
of conversion disorder and for its almost excluseriction to the female pattern of
cerebral organization.

Much more clinical and experimental work remain®éodone if these heuristic
hypotheses are to have widespread clinical relearte phenomena of conversion
disorder and hypnosis have both been considerastdt from blockade of
corticofugal impulses induced by emotional rapporintense emotional experience.
Both conditions can lead to selective diminutioraafareness of a bodily function.
Interestingly, hypnosis can bring about temporamgission of conversion symptoms
and can also produce a mimicry of conversion symptm those not afflicted with

the condition.

These biomedical theories account for the howpnbtthe what or the why of
conversion disorder. Obviously a multifactorial Eation is needed to render an
understanding of the patient's plight and to sexva framework for testing the most
effective and efficient methods of treatment. Coamva symptoms represent a
common pathway for the expression of a complexdyioposocial event. A patient
with conversion disorder, having a specific diathesxperiences and creates (outside
of his or her level of awareness) an illness iettirgy of stress that is shaped to some
extent on his or her model of disease.

PSYCHOSOCIAL FACTORS

Long before neuropsychological, neurophysiologiaat] imaging evidence was
available to contribute to an understanding of syims of conversion, astute
nineteenth-century clinicians focused their at@mtyin the psychological aspects of
their patients' internal and external worlds. Sigch&reud and Josef Breuer carefully
studied the ongoing emotional struggles and thevagit life circumstances
immediately antecedent to conversion symptoms iiepis with neuroses. In such a
fashion the context of the acute psychic traumaather aspects of the patient's life
story often could be coupled meaningfully to theelepment and maintenance of the
patient's conversion symptoms. Moreover, psychgénand hypnotic techniques
sometimes produced dramatic and sometimes permearargsion of the patient's
symptoms.

Psychodynamic Factors

According to psychoanalytic theory a conversiorctiea results when the anxiety of
unconscious intrapsychic conflict is converted isdmnatic symptoms. When
aggressive or sexual impulses emerge in a fieklrohg inhibition of their
expression, the resultant intrapsychic conflictraseelms the person's ordinary ego



defense mechanisms. In such a setting unconscieasanisms facilitate a
compromise as conversion symptoms emerge. Thersettt allows a partial
expression of the primitive impulse but disguidesoithat the individual is unaware
of the unconscious wish and the unacceptable deésiwever, the symptom
formation may impose a considerable price. Sufteand disability then serve as
atonement for having had the unacceptable wismpuise.

The decrease in anxiety and psychological disaftes formation of the conversion
symptom is the primary gain. Benefits that alsaaedo the individual after the sick
role is assumed are the secondary gain. Both pyiarat secondary gain are typically
part of the syndrome associated with conversioordes. Its permanence and severity
can be reinforced by patients being enmeshedeasatvable conflict for which they
feel no responsibility.

In psychodynamic terms conversion symptoms reptesealution to an unconscious
conflict between instinctual drives and superegihiiitions to their expression. The
conversion symptom emerges when a latent condliattivated by an event
unconsciously perceived as related to the conflice specific meaning of the
precipitating event resonates with the personalenalbility of the patient and the
patient's life experiences. Thus the formatiorhef¢onversion symptom embodies a
symbolic aspect of the intrapsychic conflict. Tloaeersion symptoms may derive
from identification with a significant individuabften someone whom the patient
associates with loss and who has also experienmddassymptom (a conversion
model). Sometimes the conversion model is the piggiewn somatic ailment, with
symptoms now called forth in an effort to resoleeng intrapersonal or interpersonal
crisis.

Sociocultural Theory

Viewed alone or as complementary to psychoanatlggory, conversion symptoms
can be understood in sociocultural terms as a fifroommunication concerning an
emotionally charged feeling or idea blocked frompresssion by personal or cultural
restraints. Conversion symptoms can express tihédfien, using mimicry or
pantomime instead of words. Moreover, the symptoh@sconversion disorder allow
the individual to enter into the sick role, avoglicertain responsibilities or noxious
situations. As such, the patient can control oentlise manipulate the behavior of
others. However, it is most likely that clinicianto view conversion disorder only as
a nonspecific organic response to stress and masedymanifestation of illness
behavior have: (1) had difficulty obtaining clinickata from or about the patient; (2)
have failed to engage the patient from a psychaajmperspective; or (3) have not
used an amobarbital (Amytal) or other drug-assisteztview.

Learning Theory

In terms of conditioned learning theory a conversgmptom can be seen as a piece
of classically conditioned learned behavior; symmaof illness, learned in
childhood, are called forth as a means of copirth an otherwise impossible
situation.

DIAGNOSIS AND CLINICAL FEATURES

A frequent but not invariable common denominatocariversion disorder is the
pseudoneurological nature of the symptom. Commpesyf conversion symptoms
are listed in Table 16-3.

Table 16-3. Common Symptoms of Conversion Disorder

Motor Symptoms

Involuntary movements

Tics



Blepharospasm
Torticollis
Opisthotonos
Seizures

Abnormal gait

Falling
Astasia-abasia
Paralysis

Weakness

Aphonia

Sensory Deficits
Anesthesia, especially of extremities
Midline anesthesia
Blindness

Tunnel vision
Deafness

Visceral Symptoms
Psychogenic vomiting
Pseudocyesis
Globus hystericus
Swooning or syncope
Urinary retention
Diarrhea

Motor symptoms—Abnormal gait, weakness, and paislysy occur. There can be
involuntary movements, rhythmical tremors, episgéi&s, tics, seizures, and falling.
Yet when patients with conversion symptoms fakytharely are severely hurt.
Blepharospasm, torticollis, and opisthotonos mag alccur. All such symptoms tend
to grow more intense when observed. Many neurcégigmptoms of patients with a
known pathophysiological basis, such as Parkingbséase, also tend to intensify
when the individual experiences increased anxigtg. DSM-IV criteria for
conversion disorder are listed in Table 16—4.

Table 16-4. DSM-IV Diagnostic Criteria for Conviens Disorder

A. One or more symptoms or deficits affecting vaérg motor or sensory function
that suggest a neurological or other general medaradition.

B. Psychological factors are judged to be assatiaith the symptom or deficit
because the initiation or exacerbation of the spmpdr deficit is preceded by
conflicts or other stressors.

C. The symptom or deficit is not intentionally pumed or feigned (as in factitious
disorder or malingering).

D. The symptoms or deficit cannot, after appropriatestigation, be fully explained
by a general medical condition, or by the dire&¢@t of a substance, or as a
culturally sanctioned behavior or experience.

E. The symptom or deficit causes clinically sigraft distress or impairment in
social, occupational, or other important areasiatfioning or warrants medical
evaluation.

F. The symptom or deficit is not limited to painsaxual dysfunction, does not occur
exclusively during the course of somatization digoy and is not better accounted for
by another mental disorder.

Specify type of symptom or deficit:



With motor symptom or deficit

With sensory symptom or deficit

With seizures or convulsions

With mixed presentation

Reprinted with permission from American Psychia&gsociation: Diagnostic and
Statistical Manual of Mental Disorders, ed 4. © Armoan Psychiatric Association,
Washington, DC, 1994.

Astasia-Abasia

A staggering, ataxic gait with gross jerks andshimag or wild waving of the upper
extremities, often with an inability to stand witlisupport, is called astasia-abasia.
Surprisingly, such patients sometimes can danoeuic after the clinician suggests
that the ability to successfully perform a dancehsas the fox trot or the Texas two-
step is not impacted by the patient's inabilitgtand or walk.

Pseudoseizures

Pseudoseizures are paroxysmal episodes of altetexior resembling epileptic
attacks but devoid of the characteristic cliniqaleptic and electrographic features.
Convulsive behaviors identified as a conversioodier often take place when the
clinician walks into the patient's room or when thmily visits. Variously termed
psychogenic or hysterical seizures in the passeticénical episodes terminate
without the patient having a period of sluggishnet=epiness, or confusion (as might
be seen following a true convulsion). Pseudosegumet not complex partial
seizures, tend not to manifest extreme stereotyplya overt motor sequence and lack
a neurological indicator. These patients do nadevte an elevated serum prolactin
level immediately following the clinical episodeycathe patient's interictal cortical
EEG is normal or ambiguous. The EEG of the pseudasepatient during the
clinical episode does not show any of the corrslafean epileptic seizure, such as
increasing frequency of spike discharges, suddeptasf focal or diffuse rhythmic
activity, or postictal slow waves.

Patients with pseudoseizures tend to have a hisfgrgychiatric treatment, suicide
attempts, and borderline personality disorder. H@rethe Minnesota Multiphasic
Personality Inventory-2 (MMPI-2) in one study derstrated an overall accuracy rate
of 67 percent (correctly identifying 71 percentlod group with pseudoseizures and
65 percent of the patients with epileptic seizutessihg the video-monitored EEG as
the gold standard. Families of pseudoseizure patlead considerably more health
problems, distress, and criticism than familiepatients with epilepsy. There have
now been a number of reports linking an increaseieénce of childhood sexual
abuse with the initiation, precipitation, or exdxaion of symptoms in patients with
pseudoseizures. A diagnosis of pseudoseizuresagmadbre likely if there is a
financial incentive. Pseudoseizures can also be aga form of chronic maladaptive
behavior utilizing the benefits of the sick role.

The induction of a seizure by suggestion, formedgsidered a hallmark of hysterical
seizures, is also seen in complex partial seianres there is elevated electrical
lability. Semi-purposeful movements, thrashing petvic thrusting, often considered
to be the hallmarks of pseudoseizures, can bewsgiemlirect stimulation of the
cingulate region and are common correlates of cetagdartial seizures with
frontotemporal foci. Moreover, more than 70 peradmatients with pseudoseizures
without documented bona fide seizures show in@rEEEG abnormalities,
neuropsychological impairment, or abnormalitiesyaagnetic resonance imaging
(MRI) and computed tomography (CT) scans.



Although tongue-biting, urinary incontinence, injuturing falls, and seeming loss of
consciousness do not usually occur with a pseunsgiall of these can occur.
However, the preservation of corneal, pupillaryd gag reflexes, plus the absence of
extensor plantar responses and the preservatioorofal color during the attack all
suggest a pseudoseizure. The eyes of a patiermisawoseizure reportedly deviate
toward the ground when the patient is placed omhfger side.

The proportion of pseudoseizures in a given stygically reflects the nature of the
referral source and their relationship with theleaon. From a clinician's
perspective about one third of patients evaluate@ fpseudoseizure do not have a
convulsive disorder or pseudoseizures but ratheg kame other neurological
condition, another third of patients have true adsions as well as pseudoseizures,
and another third have just pseudoseizures. Frivgatment perspective it is
imperative to know the correct diagnosis so as/twdapolypharmacy and toxicity,
hazardous diagnostic interventions, and negleandérlying psychological distress.
Although patients with pseudoseizures typically@sgchologically naive, their very
lack of sophistication may make them more respkoffthe power of the physician's
authority. They may be more suggestible and e&sieranipulate, which may be
effectively utilized in the service of their treant.

Other Common Motor Symptoms

Other symptoms include paralysis or paresis, nraguiently on the patient's
nondominant side (i.e., on the left side if thagtis right-handed). Paralyses can
occur in one, several, or all limbs. In contrasa toatient with neuropathy, the
reflexes in a patient with conversion disorder vattesthesia or paralysis remain
normal. There is no fasciculation, no other elenyographic abnormality, and no
atrophy. However, in cases of longstanding pseugdysas, disuse atrophy and even
contractures can occur as a complication of comnwers

Sensory Symptoms

Anesthesias, hypesthesias, and paresthesias anecrooonversion symptoms,
especially in the extremities (Table 16—3). Theagratof distribution of the anesthesia
does not conform to the underlying central or gegral nerve distribution. Typical
are glove or stocking and strict midline anestrediespite a claimed loss of total
sensation in the legs and feet, for example, camepatients can walk in the dark
without stumbling (unlike those with tabes dorsallso lack position sense).
Conversion patients told to answer "yes" if they el anything when pricked with
a pin in the anesthetic zone often will respond'tmben pricked, even when they are
not looking at the area being tested.

Hysterical Blindness

Other sensory modalities can also be affectede®atiwith hysterical blindness
typically do not hurt themselves seriously wherythemp into stationary objects.
Despite their "lack" of vision, their pupils redotlight and their visual evoked
potentials on the EEG are consistent with thosgoaial vision. Some of the other
findings in monocular and binocular blindness asded with conversion are shown
in Table 16-3.

Hallucinations

Patients with conversion disorder can have postdiveegative hallucinations.
Patients who have positive hallucinations percaivémage or hear a sound that is
not there. Hallucinations in conversion disorder @sually associated with intact
insight, and the hallucinations are often visuaditory, and tactile. They tend to be
described by the person as part of an interestorg.<Conversely, with a negative
hallucination the patient with an intact nervousteyn does not see an object that



others can see or does not hear a sound that aretsear. When generalized to
more than a specific object that is not seen,ntazidual seems to be blind even
though the visual apparatus is still working.

Visceral Symptoms

Psychogenic vomiting can occur as a conversiorrdesdTable 16-3). Typically
such a patient will not suffer significant weighss when observed for a week on an
inpatient medical service; gastrointestinal workuilh show no significant disease or
disorder. Another visceral conversion disorderrisary retention. On urological
workup, conversion patients show normal intracystrio dynamics. Conversion as
pseudocyesis manifests as a cessation of mengestuaerant abdomen, and an
elevation of serum hormones seen in early pregndbityer visceral conversions
include globus hystericus, syncope, and diarrhea.

Important Caveats

As with all disorders with a low specificity and nonfirmatory laboratory test,
substantiation of the diagnosis is facilitated oy passage of time with no other
countervening diagnosis evolving. Also helping emfirm the diagnosis of
conversion disorder is the development of anotbet bf conversion symptoms.
About 25 percent of patients with conversion disondill develop another episode
during the following 1 to 6 years.

The diagnosis of a conversion disorder is made reecare if details of a prior set of
conversion symptoms can be elicited. However, caratyhg the collecting of the
past medical history in many patients with somatofdisorders is their frequent use
of repression. Such patients thus may not recgdbimant pieces of historical data. In
adding collateral information a review of the patig old clinical chart can be very
helpful.

Another important caveat is that the diagnosis oabe based solely on inexplicable
neurological findings accompanied by relevant psimgical factors. Patients with
lesion-based neurological disorders also wresttk thie sick role. Moreover,
although suggestibility is often seen in patienith wonversion, some patients with
organic disorders can also respond to suggesti@ilybaltering their symptoms. It is
not uncommon to find neurological disease coexgstiith a conversion disorder.
Critical review of the literature finds little oorempirical support for the necessity of
a number of previously widely accepted classic ag@miments of conversion
disorder including: la belle indifference indifféee, hysterical personality, the
presence of secondary gain, the symptom as symhaibling position, disturbed
sexuality, and conversion V pattern on the MMPERYated hysteria and
hypochondriasis scales, even higher than the daprescale).

Suggestibility, with a patient seizing on commaadwhen induced in a particular
situation), used to be considered a sign that ausion was a pseudoseizure.
However, recent clinical and EEG evidence indic#ttas the precipitation of overt,
nonstereotyped seizures by instruction may not iediable diagnostic method when
an insidious process is slowly elevating temponal limbic lobe lability. When taken
by itself, no single associated finding is pathagoaic for the diagnosis of
conversion disorder. However, a number of feattaksn together help the clinician
to determine the likelihood (i.e., possible, prdbabefinite) of a conversion disorder.
Setting

Marked psychological stress is almost always prteg&rcipitants typically may have
been acute rage, truncated grief, sexual abugshysical abuse. Somatic symptoms
may develop abruptly following a dramatic psychatag blow, mechanical trauma,
or a life-threatening experience. However, studiepatients with conversion



disorder demonstrate that their life experienceshat more extreme than those with
other types of psychiatric disorders.

The initial mental status examination of the pdtigith conversion disorder may
prove to be quite unremarkable: a calm person wap on may not be troubled by a
new somatic symptom may have no insight into theggm's underlying dynamics.
At first glance the patient's family may appeab#ohappy and integrated, with the
family predicament (if present) being covert. Fandiifficulties are common in
patients with conversion disorders, but not moréhaa for families of patients who
attend a psychiatric clinic for other psychiatrisatders.

Mrs. A. was a 22-year-old right-handed fundamestd#éirmer's wife, homemaker,
and mother of three from a sparsely settled Westiate. Her past medical history
was benign except for a motor vehicle accidentégereviously that produced a
sharp blow to the right temporal area, resultingaxeral hours' loss of consciousness.
She had an unremarkable behavioral history witsabstance abuse, prolonged
depressions, or unexplained somatic symptoms. el@ednor had always been placid
and unassuming. There was no family history ofsaial behavior or substance
abuse.

On Thanksgiving Day, while taking her usual solitafternoon walk along the creek
behind the kitchen, she came upon the floatingldgs bodies of two of her children.
She shrieked, swooned, and fell to the ground.tRekin the house rushed out to
assist but were unable to revive the children. W8tenwas helped up, she asked that
her husband guide her back to her room. Lateraft@tnoon she seemed calm, even
detached, as others scurried about making arrangen&he admitted to a visitor that
she seemed to have lost the gift of sight.

That evening the family physician was called torexe the newly sightless woman.
He noted that her pupils were round, equal, angtcoied briskly with a bright light;
she was unable to touch the tips of her index fimgggether in front of her; she failed
to look at her own hands when instructed to dasad;she had no other neurological
abnormalities, asymmetries, or complaints. The jgeys explained to the gathered
family and patient that the woman was sufferingrfneervous shock, needed kind and
quiet support, and should refrain from routine fetadd chores for the moment. The
physician also suggested that her eyesight wowaduglly return over the next week
or so, perhaps following the funerals of her cla@tdrThe patient's vision did slowly
return over the next days and she gradually resumaedsual level of care for the
home, her surviving child, and other members offéneily.

PSYCHOPATHOLOGY AND LABORATORY EXAMINATION

Diagnostic workup is a multistep process that begiith a very thorough history and
physical examination. There are a number of sirbptespecialized examinations that
can be worked into a seemingly routine physicah@ration. Although some
diagnoses can be made from the foot of the bedk, dvastretcher with substantiating
data collected in just a few minutes, it is notegjuent for an initial workup of a
patient with a conversion disorder to take manyr@ven when conducted by a
skilled clinician. Collateral sources need to bduded to build a case based on
circumstantial evidence of what was going on inghgent's life at the time of the
acute shock. Table 16-5 lists examples of impot&sis that are relevant to
conversion disorder symptoms.

Scroll right to see more columns.

Table 16-5. Distinctive Physical Examination Fimgs in Conversion Disorder
Condition Test Conversion Findings

Anesthesia  Map dermatomes Sensory loss does nfairooto



recognized pattern of distribution
Hemianesthesia Check midline Strict half-body split
Astasia-abasia Walking, dancing With suggestiooséhwho cannot walk
may still be able to dance; alteration of
sensory and motor findings with
suggestion
Paralysis, paresis Drop paralyzed hand onto face  ndHlls next to face,
not on it
Hoover test  Pressure noted in examiner's handrunde
paralyzed leg when attempting straight

leg raising
Check motor strength Give-away weakness
Coma Examiner attempts to open eyes Resists opayaag preference is away

from doctor
Ocular cephalic maneuver  Eyes stare straight alueadot move
from side to side

Aphonia Request a cough Essentially normal cougbdiumd
indicates cords are closing
Intractable sneezing Observe Short nasal gruntslittie or no sneezing

on inspiratory phase; little or no
aerosolization of secretions; minimal
facial expression; eyes open; stops when
asleep; abates when alone

Syncope Head-up tilt test Magnitude of changestad signs and
venous pooling do not explain continuing
symptoms
Tunnel vision Visual fields Changing pattern on tijplé examinations
Profound monocular blindness Swinging flash ligghgMarcus Gunn)
Absence of relative afferent pupillary defect
Binocular visual fields Sufficient vision in "baye" precludes
plotting normal physiological blind spot in
good eye
Severe bilateral blindness  "Wiggle your fingensy jlust testing Patient
may begin to mimic new
coordination" movements before realizingshe

Sudden flash of bright light Patient flinches

"Look at your hand" Patient does not look there

"Touch your index fingers" Even blind patients ckmnthis by
proprioception

There are also a few specialized laboratory-basecedures that can assist in the
diagnostic workup of some patients with converslmorder. Helpful in specific
instances are simultaneous EEG and videotapinglwd\oor along with lack of
elevation of serum prolactin levels in pseudos&guoptokinetic drum test in
conversion blindness; cortical evoked potentiatsafaditory and visual deficits; and
electromyogram for fasciculation in lower motor reuparalysis.

DIFFERENTIAL DIAGNOSIS

Almost any neurological symptom can have a congarbasis. Many serious
neurological diseases can be mistaken for the e¢sioredisorders (Table 16-6), and
a number of psychiatric conditions need to be aw®rsd in the differential diagnosis



of conversion disorder (Table 16—7). Until the diagis is clarified, ongoing
evaluation by a psychiatrist and a neurologist mayseful; premature closure
obviously aborts further diagnostic consideration.

Table 16-6. Neurological Conditions in the Diffeti@l Diagnosis of Conversion
Disorder

Myasthenia gravis

Periodic paralysis

Brain tumor

Multiple sclerosis

Optic neuritis

Partial vocal cord paralysis

Guillain-Barre Guillain-Barré syndrome

On-off syndrome of Parkinson's disease

Degenerative diseases of basal ganglia and pealpherves

Acquired myopathies including polymyositis

Subdural hematoma

Acquired and hereditary dystonias

Drug-induced dystonia

Creutzfeldt-Jacob disease

Early manifestations of acquired immune deficieaggdrome (AIDS)

Table 16-7. Psychiatric Conditions in the Diffei@hDiagnosis of Conversion
Disorder

Major depressive episodes

Catatonic schizophrenia

Pain disorder

Somatization disorder

Histrionic personality disorder

Adjustment disorder

Posttraumatic stress disorder

Malingering

COURSE AND PROGNOSIS

Course

Most patients diagnosed with conversion disord@eeence a quick symptomatic
recovery. Rapid improvement is especially seerages where symptoms are of
recent onset, suggestive of voluntary control, mststent or variable, and of obvious
immediate benefit.

Follow-up studies in the literature from the 19@@snonstrated multiple diagnostic
errors in series of conversion patients followedZdo 20 years because clinicians,
using subjective criteria, proved to be too libenaheir use of the diagnosis. Some
long-term follow-up studies have shown that 25 petof conversion disorder
patients on psychiatric wards who subsequently dastinaccurate initial psychiatric
diagnoses of conversion disorder. Long-term follgwstudies using selection criteria
heavily weighted to psychodynamic issues (symbglsgoondary gain, la belle
indifference indifférence) from DSM-1, DSM-II, ICDB; and even DSM-III have
shown an appalling lack of diagnostic consistecirequently quoted British
inpatient study reported that over half of the guatis had an organic disease 7 to 11
years later that accounted for the symptoms o$tipposed conversion disorder. Of
note, however, two thirds of the patients in tleates were not diagnosed as having



conversion disorder by a psychiatrist before theyenaccepted into the series. Many
cases from that inpatient study who did not develegrological disease instead
developed or were discovered to have some otherddisabling psychiatric
disorder.

An American study found that neurological diseag@daned the original conversion
symptoms in only one fifth of the cases. The emeegef neurological disease was
more frequent in conversion patients who did neersomatization disorder as a
comorbid condition. Another study with a 20-yedtdw-up noted that fully one third
of patients later experienced a psychotic illnef®n paranoid schizophrenia. In that
sample central nervous system disease, espequliypsy, was often mistaken for
hysteria. A third major study with a 10-year follayp noted that a quarter of patients
developed organic disorders over time that accauiuiethe presenting conversion
symptoms: mainly degenerative diseases of the lspond, peripheral nerves, bones,
muscle, and connective tissue.

Thus, follow-up studies from tertiary medical ceatehow that there is a distinct
possibility of the emergence of other medical, n&agical, or disabling psychiatric
disorders to account for the original conversiomgioms. Thus, one can conclude
from the older literature that either the inclusariteria used for the initial diagnosis
of conversion disorder were far too inclusive, lsedhat the diagnosis of conversion
disorder must be made more cautiously.

Conversion disorder has been imprecisely and ingtppliagnosed when clinicians
used it as a diagnosis of exclusion in the fadh®heurological examination not
being consistent with full-blown neurological diseaClinicians needs to be wary
that they do not erroneously think the patientd@sychiatric illness such as
conversion disorder because of inexplicable negrcéd signs and the coincidence of
emotional conflict.

Prognosis

A favorable prognosis of conversion disorder iagged with sudden onset; readily
identifiable stressful events; good premorbid healith no comorbid psychiatric,
medical, or neurological disease; and no ongoimgpamsation litigation.

In a retrospective American study of patients wibhversion disorder without
comorbid neurological or medical disorders, 90 @ patients recovered by the time
of psychiatric hospital discharge; on follow-upéays later, 75 percent remained
well. Another general hospital study demonstraked bhalf of patients on a medical
surgical unit found to have a conversion disordeird) a psychiatric consult
experienced remission of their conversion symptbynthe time of medical
discharge. Another study of conversion patienteasssfully treated with a 1-year
follow-up, only one fifth had relapsed; symptom stilation was minimal.

Patients with chronic conversion disorders, howedemot have a good prognosis. In
a recent 10-year British follow-up study of 56 pats hospitalized and well studied
for their pseudoneurological symptoms, 30 had hiefreom their original

symptoms. Additionally, 11 patients had neurolobjiicalings, tentatively considered
at symptom onset, which in retrospect accountethfgir conversion symptoms.
TREATMENT

Most conversion symptoms remit spontaneously er &diéhavioral treatment,
suggestion, and a supportive environment. Thussyioptoms of very recent onset a
variety of other therapies have also been utilmactessfully. In practice clinicians
tend to choose therapies that reflect their tr@nirrespective of the technique used,
most approaches seem to work when symptoms areinfirced, when an



authoritarian approach is used, and when the pgatigsychosocial plight is the focus
of attention.

Common Denominators of Success

What seems least likely to be effective is tryingyet the newly afflicted patient to
accept the therapist's opinion that the somatige$gm is a direct manifestation of a
psychosocial problem (e.g., that the physical diggls the representation of a
psychiatric problem). Rather, the common denomimaitsuccessful treatment
(irrespective of the clinician's theoretical franwety) is the building of a caring,
authoritative relationship. It is important to pide the patient with a safe
environment to facilitate the gradual decreasggmpmoms. The clinician can then
deal indirectly with interpretations of the converssymptom while trying to
minimize or eliminate the symptom. It is not helpgfmargue with the patient about
the cause of the conversion disorder.

A multiplicity of types of therapies have their &iénts (Table 16—-8). When
successful, some common elements in many of tiheaertents are the following: (1)
a nonconfrontational approach, (2) discouragingn@n of symptoms, and (3)
manipulating the environment.

Table 16-8. Therapies Used in Conversion Disorder

Faradic stimulation Hypnosis and other suggesgeariques

Physical therapy Behavioral approach to symptomiehtion

Electrosleep Family therapy

Inexact interpretationsLong-term insight-orienpsychotherapy

Psychodynamic techniques and insight-oriented giverpsychotherapy may need
considerable modification with psychologically napatients. At times placing
patients in a double bind by telling them that feltovery constitutes proof of an
organic cause and failure to recover constitutesfpof nonorganic or psychiatric
etiology, facilitates rapid recovery. For examplien the patient is failing to
progress, three possible explanations can be noadled lack of progress: (1) the
patient has psychological problems that will neitatslong-term self-examination in
treatment; (2) the patient is not trying, which sttutes grounds for dismissal; or (3)
the symptoms are caused by excessive overstimulatid fatigue, which would
necessitate periods of deep rest without stimulaticany kind. Patients usually
choose this latter option as the most likely exateom. Therapy would then begin
with behavioral goals augmented daily and deepifrés¢ patient fails to meet those
goals. Deep rest precludes reading, watching t@tavj and socializing with staff
members or other patients until the next theraggisa. This precaution should be
presented as an expression of concern about tlenpatevel of fatigue and as a
means of preventing overstimulation. This behavipasadigm must be seen not as
punitive but as very supportive. In this way, patserapidly lose symptoms and gain
discharge; however, each behavioral interventi@dse¢o be tailored to the specifics
of the case.

If combined with a supportive and problem-solvipgeach, hypnosis may be
helpful. On some occasions parenteral injectiorenodbarbital or lorazepam
(Ativan) have also been seen as helpful. For exangfl-mg doses of amobarbital
from an intravenous infusion in 5 percent dextros@ld be administered until the
patient feels sleepy. An interview might requir®ial of 200 to 700 mg of
amobarbital. A nurse should always be present aess and a crash cart must be
available lest there be respiratory failure or @@rrest. Videotaping the interview
can be a powerful tool to allow later feedbackht® patient under the supervision of



the therapist. This gives patients the opportutaityee how their unconscious works;
however, it is the physician's responsibility tdphthie patient integrate this
information.

Oral anxiolytic medications also may reduce anxatg allow the patient to engage
in a psychotherapeutic process that might otherbes®o overwhelming to handle.
Decreasing the need for secondary gain by operprgher channels of
communication seems to help. Eventually the moretemally healthy patients seem
to be able to gain insight into the meaning ofrtsgmptoms. Using a variety of
techniques to work at resolving the patient's potd as well as eliminating the
conversion symptom seems to be the best approgipt8m substitution may occur
if the patient still needs the conversion symptbat,most authors believe that
substitution is usually not seen if one works patieand with tact, allowing patients
to save face and to accomplish some of their cqyats.

Poor Outcomes

Not all symptoms remit in hours or days; some lirtgaaciously despite skilled
inpatient treatment. In such instances other pgyathmlogy and immutably
malignant social pathology are often present. Tieegnce of a conversion disorder in
one member of a family, the putative patient, m&Jl serve as a beneficial cohesive
factor in an otherwise chaotic dysfunctional famymptom removal and clinical
remission seems to be least successful if compengatat issue.

SOMATIZATION DISORDER

Definition

The essential feature of somatization disordesasirent, multiple somatic
complaints requiring medical attention but not assted with any physical disorder.
Somatization disorder is the expression of persandlsocial distress in a deeply
ingrained idiom of bodily complaints linked with nieal help-seeking behavior. The
diagnosis requires a history of many physical cammpé of several years' duration
and a lifetime history, beginning before age 30icwhiesult in medical treatment or
alteration in life-style. The symptoms must noffldéy explained by a known
nonpsychiatric medical condition, or the resultoagnplaints or impairment must be
excessive. Typically these symptoms, coupled teigtent complaints plus demands
placed on caregivers and medical services, resgihin to the patient through relief
from responsibilities, through caring responsesatehtion from others, or both.
The diagnostic syndrome of somatization disorderldeen evolving since the 1950s
with various refinements and simplifications interia of a disorder that has the same
stable, chronic course. Like a personality disgrdematization disorder begins at an
early age, is chronic and unremitting and appeabeta deeply ingrained adaptation
to life. Currently, eight symptoms are requiredjehihmust meet a specific pattern:
four different sites of pain; two different gastrt@stinal symptoms; one sexual or
reproductive system symptom other than pain; amdneurological symptom. The
subjective severity of the symptoms must be suffitio lead the patient to consult a
physician, take medicine, or make life-style change

History

The history of somatization disorder is complexsdtgially, over the centuries two
complementary syndromes have been described: onesyimptomatic and the other
polysymptomatic. The monosymptomatic syndrome rseculy recognized as
conversion disorder whereas the polysymptomatidyme has become known as
somatization disorder. Historically, the two disersl have often been interrelated and
commingled.



Hysteria Somatization disorder has had many nam@ésrmeny antecedents; one such
predecessor has been referred to in older textgssria, first recognized by the
ancient Egyptians who believed that hysteria wased by upward dislocation of the
uterus and displacement of other organs. Migraticthe uterus throughout the body
thus provided the basis for the multiple symptoBwsubts about the uterine origin of
hysteria began in the seventeenth century. Thomadedham dissociated hysteria
from the uterus and linked it with a psychologidasturbance known at that time as
"antecedent sorrows," therein recognizing the eonaliorigin of the disorder.
Further, Sydenham was also the first to recogmeedtsorder in men.

In 1859 Briguet emphasized the multisymptomaticatgpof the disease and its
protracted course. His report of the 430 casesrobdeat the Hospital de la Charite
Charité in Paris focused on polysymptomatic aspefctise disorder. Briquet also
recognized hysteria in men and attributed the dmoto emotional causes.

Modern Era An important series of papers publighetsdveen 1951 and 1953
presented the first modern conceptualization ohtltisymptomatic concept of
hysteria. The Washington University group in Stuisoconcluded that hysteria is a
definable syndrome with a characteristic clinicatyre that begins before the age of
35. Using obijectifiable criteria, they defined &yalence of the multisymptomatic
disorder in the general hospital of 2.2 percerdlbhdmissions. While noting the
similarities of their work to Briquet's, they iratly deviated by suggesting that men
did not have the disorder.

In the early 1960s two studies confirmed the oagfindings of a definable clinical
syndrome, demonstrating diagnostic stability ofthdtisymptomatic concept of
hysteria. In 1970 the eponym Briquet's syndrome pvaposed to denote
multisymptomatic hysteria. The disorder, charazestiby at least 25 symptoms from
10 symptom groups, was known as Briquet's syndnamtiethe publication of the
DSM-III. Ironically, after the decision was madeinaorporate Briquet's syndrome as
part of the new diagnostic nomenclature, an uredldecision was made to drop all
eponyms. Hence a new name—somatization disorder-tehlagl created.

DSM-III streamlined the criteria to 14 lifetime sptoms in women (12 in men) from
a list of 37 symptoms; moreover, a requiremensfonptom grouping by organ
systems was dropped. With the advent of DSM-IIIFE &urther time for detailed
follow-up studies, the number of symptoms requitgdnen and women were both
changed to 13.

Comparative Nosology

There have been multiple predecessors to the dudt@gnosis of somatization
disorder, the best validated of which has beenugtiq syndrome. Later studies have
demonstrated only a moderate degree of diagnasticocdance between Briquet's
syndrome and somatization disorder. In spite ageHemitations, in most situations it
appears reasonable to apply the findings fromiteeature on Briquet's syndrome and
somatization disorder. Somatization disorder ditdappear in DSM-I or DSM-II; it
first appears in DSM-III and later in DSM-III-R. FBSM-1V the diagnostic criteria
were simplified to require one or more symptomsnfr@ach of four symptom groups.
The ICD-10 criteria for somatization disorder requil) at least 2 years of multiple
and variable physical symptoms with no adequateiphiexplanation; (2) persistent
refusal to accept advice; and (3) some degree phimment of functioning. There
must be a total of 6 or more from a grouping ok¥hptoms in 2 of the 4 different
areas (gastrointestinal, cardiovascular, genitanyinplus skin and pain). There are no
pseudoneurological symptoms in ICD-10 and DSM-I'¢ Heéferent gynecological
and sexual symptoms from those found in ICD-10.édeer, ICD-10 requires at least



6 symptoms from 4 groupings whereas DSM-IV requd-eymptoms from its 4
groupings. Finally, ICD-10 is specific about duoatiof the disorder—2 years—
whereas DSM-IV requires that some of the physioat@laints have their beginnings
before age 30.

Epidemiology

Several studies based on large populations haweatst the lifetime prevalence of
somatization disorder as 0.13 percent of the gépepulation. Other community-
based surveys estimate the lifetime prevalence @@.»to 2 percent in women and
less in men. Because patients with somatizatioordies believe themselves to be
medically ill, they can be assumed to frequent faigss’ offices. Recent work
indicates that as many as 5 percent of patientsiadamily practice settings meet
criteria for the disorder whereas 9 percent inraegal hospital population and 12
percent in a group of patients with chronic pairt orgeria for somatization disorder.
In a group of patients with irritable bowel synd®m a private outpatient clinic, 17
percent of patients met the criteria. In one randefaction of 49 women who
underwent hysterectomy for noncancerous reasonseiZeént were diagnosed with
somatization disorder.

Persons that meet the full criteria for somatizaticsorder are typically unmarried,
nonwhite, poorly educated, and from rural areagamnilies with somatization
disorder, children have 11.7 times as many emeygemn visits as families less
afflicted with somatizing. Moreover, children's satiaation is predicted by parental
somatization, substance abuse, and antisocial syngpt

Although there may not be a large number of thegiemts in the general population
that meet full-blown criteria, individually theyeaexpensive to care for. Recent
studies estimate that somatization disorder patieicur 6 times the national average
of per capital expenditures for hospitals and ikt the national average of per
capital expenditures for physician services. Mosgpthere may be thirty times as
many patients with subthreshold somatization, ih@hose that meet partial criteria
for somatization disorder (i.e., undifferentiatednstoform disorder).

Sex Early reports found somatization disorder esigkly in women. However, it is
now recognized that somatization disorder afflrotn, but less commonly than
women. Men comprise 5 to 20 percent of those vathatization disorder.
Comorbidity As the severity, chronicity, and iniéim of somatization increase, so
does the likelihood of a major psychiatric disordeequent concomitants of
somatization disorder are major depressive dispatetiety disorders, and
personality disorders. Over half of somatizatiosodiler patients from a primary care
sample were found to have a lifetime history of@gandepressive episode in addition
to their somatization disorder. Several recentistudsing structured diagnostic
interviews in patients from primary care settingsrid that 61 to 72 percent of
patients with somatization disorder also have coiring personality disorders. This
rate would seem to be 2.5 to 11.6 times more commeamatization disorder
patients than in general medical patients.

Somatization disorder does not seem to be assdaiatie any one or any
combination of currently defined personality disensd In one study, the most
frequent types in order were avoidant, paranoiddegeating, obsessive-compulsive,
schizotypal, and histrionic personality disordé&tatrlier studies from patients
attending psychiatric clinics had only reportedagrociation with histrionic
personality disorder and antisocial personalitpisr. Many patients with
somatization disorder also have conversion symptoms



Anxiety disorders, especially phobias, panic disordnd generalized anxiety
disorder, are also present in patients with sorattia disorder. Suicide threats are
common in patients with somatization disorder,rassaicide gestures; however,
suicide attempts rarely are lethal or near-lethaktor shopping is frequent, with
patients moving from one doctor to another. Typycaomatization patients have
very chaotic social lives with frequent divorcesparations, and remarriages;
similarly, they have trouble maintaining jobs arftén become too disabled to hold
gainful employment.

Etiology

Numerous theories have been advanced to explapsganosocial mechanisms
involved in the process of somatization. By coritfaw theories have been yet
proposed to account for the biological basis of atration disorder. The act of
somatization can be understood as social and enabttommunication. It can also be
explained as the result of an intrapsychic dynamith) somatization carried to an
extreme.

Social Communication Somatization as social comgatian includes the use of
bodily symptoms to manipulate or control relatiapsh{e.g., an adolescent girl's
developing unexplained abdominal pain to prevenplaeents from going away for
the weekend). Somatizing also can serve as embtonamunication. Patients may
be unable to verbally express their emotions; foeeethey may use somatic
symptoms and somatic complaints to express thestiemal state. Symptoms may be
used to symbolically communicate emotions, as #reyin conversion disorder. Some
patients also use medical complaints as a copinigeléo deal with stress. Finally,
physical symptoms may be used as a solution tateapisychic conflict, again as in
conversion symptoms. Studies of psychological test®matization disorder have
reported that compared to sex- and age-matchedoteittese patients have
significantly more scale elevations on the MMPI-2.

Psychodynamic Factors Classical psychoanalyticryhieas held that hysteria
represents a substitution of somatic symptomsdprassed instinctual impulses.
Freud postulated that the conflict was a phallidipal one. However, more recent
articles in the analytic literature emphasize agpngtal conflict as well.

Biological Factors Interesting preliminary data aosv finally available concerning
the biomedical underpinnings of somatization disortleuropsychological testing
demonstrates equal bifrontal impairment of the lmelehemispheres and
nondominant hemispheric dysfunction in patienthismatization disorder.
However, some reports indicate that symptoms rbferta the left side of the body
may indicate that the right hemisphere of the bimimore involved than the left side.
Preliminary evidence indicates that patients witinatization disorder may have an
abnormality in cortical functioning, as evidenceddibnormal auditory-evoked
potentials. In contrast to controls, patients vgitimatization disorder responded
similarly to relevant and irrelevant stimuli, suggeg an impairment in selective
attention. The data require much more extensiveviethrough, without the
confound of comorbid personality disorders influegdindings.

Christopher Bass at Oxford University is leadingeffiort to define the
pathophysiology of symptoms experienced by patiesitts somatization disorder
because not all patients with unexplained medicalmaints have emotional
disorders. The awareness, reporting, and seekingedfcal help is complex and
involves biopsychosocial processes. From a perakparspective, awareness of
symptoms varies with the attention paid to themnmfpm reporting is elevated
among individuals who live alone or work in unstiating settings. The awareness of



symptoms and of disease is increased by readingt ab@bserving medical
disorders. Depressed and anxious moods are assbwidh greater reporting of
bodily symptoms. Personality traits, neuroticisimg aegative affectivity with
introspective characteristics all tend to lowertti@shold for noticing and reporting
bodily sensations. Muscular tension, hypervenalatsleep, and inactivity are all
conditions that could contribute to the symptomgegienced by patients who have
somatization disorder.

Considerable evidence now also points to familmal genetic associations in
somatization disorder. Some data support the fgithat groups of patients with
somatization disorder have a higher-than-expeatedapence of antisocial
personality disorder or manifest several traitamtisocial personality disorder. Other
data, however, do not support such a strong agsmti®ne theory holds that
antisocial personality disorder and somatizati@odier may have a common genetic
background. Some scholars consider somatizatiamdds to be the female
expression of a genetic tendency, with antisocaspnality disorder being its male
counterpart.

Recent data is now emerging from a number of ssudliefamilies of patients with
somatization disorder. In comparison to controlifea®, those of patients with
somatization disorder have had more physical arndad@buse, and more disabling
medical illnesses in one or both parents—all sesect-environmental challenges.
Thus somatizing behavior in many patients with simation disorder seems often to
emerge against a backdrop of emotionally distudrachpoverished family life
lacking in ordinary parental care in which physisainptoms had established
meanings. Indeed Christopher Bass has argueddhettization disorder should be
classified as a developmental personality disobgeause of its patients'
characteristic lifestyles and modes of relatingeti and others. Relevant to this
argument is evidence of persistent impairment agsmtwith an illness-shaping
background in an individual's formative years.

Diagnosis and Clinical Features

Table 16-9 presents the DSM-IV diagnostic critefiaomatization disorder. It is
important to note that specific symptoms do nodneebe considered legitimate by
the clinician. Rather, patient's reports that thaye the symptom is sufficient as long
as the symptom meets the severity criteria. A patian have somatization disorder
even if a current or presenting symptom did noirbégfore the age of 30 years. A
careful review for an early onset of any of thexpiained symptoms for which the
patient has had problems is necessary to makddbaeasis and at least one of these
symptoms must begin before age 30.

Table 16-9. DSM-IV Diagnostic Criteria for Somatiion Disorder

A. A history of many physical complaints beginningfore age 30 years that occur
over a period of several years and result in treatrbeing sought or significant
impairment in social, occupational, or other impattareas of functioning.

B. Each of the following criteria must have beert,mgth individual symptoms
occurring at any time during the course of theuwtisince:

(1) four pain symptoms: a history of pain relatedt least four different sites or
functions (e.g., head, abdomen, back, joints, extres, chest, rectum, during
menstruation, during sexual intercourse, or dudngation)

(2) two gastrointestinal symptoms: a history ofeaist two gastrointestinal symptoms
other than pain (e.g., hausea, bloating, vomititingiothan during pregnancy,
diarrhea, or intolerance of several different fgods



(3) one sexual symptom: a history of at least @x&al or reproductive symptom
other than pain (e.g., sexual indifference, eredilejaculatory dysfunction, irregular
menses, excessive menstrual bleeding, vomitingigirout pregnancy)

(4) one pseudoneurological symptom: a history déast one symptom or deficit
suggesting a neurological condition not limiteg#on (conversion symptoms such as
impaired coordination or balance, paralysis or liaed weakness, difficulty
swallowing or lump in throat, aphonia, urinary rdten, hallucinations, loss of touch
or pain sensation, double vision, blindness, deafngeizures; dissociative symptoms
such as amnesia; or loss of consciousness othefdiming)

C. Either (1) or (2):

(1) after appropriate investigation, each of theagioms in criterion B cannot be fully
explained by a known general medical conditiorherdirect effects of a substance
(e.q., the effects of injury, medication, drugsatmohol)

(2) when there is a related general medical camitihe physical complaints or
resulting social or occupational impairment arexgess of what would be expected
from the history, physical examination, or laborgtiindings

D. The symptoms are not intentionally feigned arduced (as in factitious disorder
or malingering).

Reprinted with permission from American Psychia&gsociation: Diagnostic and
Statistical Manual of Mental Disorders, ed 4. © Armoan Psychiatric Association,
Washington, DC, 1994.

Patients with somatization disorder consider théveseo be severely ill. They report
their health is worse than those with chronic,dedbased medical conditions. In
contrast, the mortality rate of somatization pases similar to that of the general
population and is substantially less than patieritis major depressive disorder.

Ms. D. is a 52-year-old white woman who was ref@te@a general internist in the
city for evaluation of persistent back pain andtipie other complaints. At
hospitalization it was noted that the patient wiaaliled from her job as a machine
operator at a shoe factory. Ms. D. gave a histbdyOooperations: removal of a tumor
from her right wrist, a dilation and curettage yaterectomy, three abdominal gastric
operations, three breast biopsies, and leg sur§ée had received care from five
different hospitals and seven different physicienthe past 2 years.

On physical examination, Ms. D. was an obese, d¢batiy ill-appearing woman who
came to the hospital wearing her transcutaneoutriel nerve stimulation unit. She
was cooperative and showed her various scars vaéntain amount of enthusiasm.
The remainder of her physical examination was witiormal limits except for a
decreased range of motion in the area of her lursiiae and local muscle guarding,
with some tenderness. Spinal radiographs revealee slegeneration of vertebral
bodies L2 to L5. On mental status examination sag eooperative and pleasant, and
her behavior was somewhat seductive. There wasassyre or eccentricities in her
speech. She showed little hesitation in discussitignate details of her life. Her
mood was euthymic; her affect was appropriate toarmut possibly a little shallow.
The remainder of her mental status examinationwitisn normal limits.

Disallowing all back-related symptoms, Ms. D. wasifive for eight pain symptoms:
four gastrointestinal symptoms, two sexual symptans two pseudoneurological
symptoms with an age of onset of 26 years. Dullregarevious 12 months, Ms. D.
reported that she had been in bed 21 days, had seade office visits to four
physicians, and had been hospitalized for a tdtaPalays.



Ms. D.'s case illustrates that the diagnosis ofat@ation disorder can and should be
made in the presence of comorbid medical conditiBasients with somatization
disorder do become ill, and their problems nedoktappropriately diagnosed and
treated. However, the management of somatizatsordéer should continue
unchanged.
Pathology and Laboratory Examination
There are no known neuropathological or routin@fatory findings specific for
somatization disorder.
Differential Diagnosis
An important aspect of the differential diagnosislistinguishing a somatic symptom
secondary to another psychiatric disorder frommaEgm of somatization disorder.
Table 16-10 explains how somatic complaints in otterders differ from those
found in somatization disorder.
Table 16-10. Nonsomatization Somatic Symptoms
Anxiety or depressive disorders Usually one or sematic symptoms of acute
onset and short
duration
Panic disorder Somatic symptoms experienced onipgypanic episode
Hypochondriasis Patient's focus is on fear of disgaot focus on a symptom
Conversion disorder Only one or two complaints
Pain disorder One or two unexplained pain compdambt a lifetime history of
multiple complaints

Hypochondriasis can sometimes be difficult to dgtiish from somatization disorder.
Hypochondriasis is more likely to begin at a latge than somatization disorder
whereas the latter is more likely to occur in wortiean in men. Hypochondriacal
patients often misinterpret normal bodily sensatiaa an indication of a pathological
process. They believe that they harbor a sped@fital disease whereas somatization
patients focus on complaints about multisystem g¢gmp that lead them to have an
inordinately high number of surgical procedures emigisume an excessive amount of
health care.

Course and Prognosis

By definition, somatization disorder is a chroretapsing condition with no known
cure. It usually begins in middle to late adolesegiibut may start as late as the third
decade of life.

Typically, patients develop a new symptom, or syon, during times of emotional
distress. No research data are yet available lasvtdong a modal episode of iliness
lasts. Clinical wisdom indicates that a typicalsepgie lasts 6 to 9 months, with
quiescent periods lasting from 9 months to a yié#.unlikely that patients with
somatization disorder can go for more than a ye#vowt developing a new symptom
and seeking some type of health care. Periodsyahpsocial distress seem to
coincide either with the onset of new symptoms ibhwcreased health—care—
seeking behavior associated with some preexisyingptom. Although no research
data exist on whether stress precipitates the se|lagnecdotally there does seem to be
an association. This association is especiallylprobtic for patients because
somatization disorder considerably disrupts sasalects of living.

Poor Long-Term Health Somatization disorder pasiéypically consider their health
to be poor. When standard measures for healthsstiatuapplied, the patients report
that all aspects of their health—physical, so@alj mental—as well as their general
health perceptions are severely impaired. Patigitkssomatization disorder report



worse health than do those with chronic medicatidams. Further, because patients
who have somatization disorder perceive themseatvbg sicker than the sick, it is
not at all incongruous that they usually deem thedwes disabled from work.
Treatment

Because the cause of somatization disorder is wmkamd no curative or
ameliorative treatment has been found, the clinicieeds to focus on management
rather than treatment, on coping rather than cyigage rather than cure).

General Management Strategies While taking the caktistory, physicians should
take note of and store away for future use psyatiasmaterial that it brought up
spontaneously by the patient: references to persiiffiaulties and life events that
cause distress. These matters can be exploreldtar &ime after the relationship with
the patient is more developed. It is importantiafii to avoid confrontations or to
alienate the patient in other ways. The physicah@ration is an opportunity for
discussing symptoms and providing clear informa#bout clinical findings.
Information to the patient must be clear and unguonduis. During regularly scheduled
repeat visits, as the patient endlessly dronesontghysical symptoms, the clinician
should gradually change the agenda to inquire gheydhosocial issues in an
empathic manner. In actual practice, this typenqtiiry does not consume
inappropriate amounts to time, contrary to climsdears. Limits also need to be
placed on the numbers and types of investigatioaisthe patient requests. Crises in
the patient's life, provoked by psychosocial s&esare often accompanied by an
increase in somatic symptoms. At such times theiplan may be more able to draw
the patient's attention to the relationship betwemotional and physical suffering.
Best practice would indicate that the patient'snariy care physician follows the
patient closely and treats, or refers for treatmanmy complicating comorbid
psychiatric condition, such as a mood disorder. Wdrelering laboratory studies, the
physician should order for the patient the sameftsts as if the patient were not a
somatizer. If called into the case after all meldesaluations have been completed,
the psychiatrist is advised to inquire about sym@nd the patient's medical
odyssey, avoiding the temptation to express anyiops prematurely and
maintaining a position of empathic curiosity durihg initial intake in an effort to
understand the patient's experiences.

Several types of treatment techniques have beercatkd, including behavioral
(avoid prolonged bed rest, which only increaseskwess and encourages the patient
to focus on symptoms); cognitive (avoid catastreig); and interpersonal (elucidate
and deal with family conflicts). Progress shouldaibeed at improving functional
capacity and the patient's progress will typicakyvery gradual.

Management of somatization disorder has only bested empirically in several
studies, findings from which revealed that whertaiarspecific management
strategies were undertaken by the primary careiglys patients with somatization
disorder improved their physical functioning; thiegalth care utilization decreased at
the same time too.

Cost estimates of the savings of a simple consuftdétter to these patients' primary
care physicians about specific principles was aatst with a 12 percent decrease in
per-patient annual health care cost. Net annualsaaéngs were $295. Improvement
to the patient is best reflected in the abilitypgoform the activities of daily living.
Patients whose physicians received a simple catguitletter from a psychiatrist
were significantly clinically improved in this domacompared to patients whose
primary care physician did not receive such a clbason letter. Table 16—-11
presents helpful management strategies for sontatizdisorder.



Table 16-11. Helpful Management Strategies for &oration Disorder

Establish primary care physician as patient's raauh (if possible) only physician
Set up regularly scheduled visits every four toveeeks

Keep outpatient visits brief

Perform at least a partial physical examinationrdueach visit directed at the organ
system of complaint

Understand symptoms as emotional communicatiorraktan the harbinger of new
disease

Look for signs of disease rather than being symgtmused

Avoid diagnostic tests, laboratory evaluations, apdrative procedures unless clearly
indicated

Set a goal of getting at least selected somatizaligorder patients referral-ready for
mental health care

There is little data on the treatment of depressigratients with somatization
disorder, but what evidence there is suggestdigaession can be successfully
treated; when it is treated successfully, the smai@dn itself may also improve.
Doctor-Patient Relationship The cornerstone focsssful management of the patient
with somatization disorder is establishing a tngstielationship between the patient
and one community physician. The doctor-hopping fitemuently occurs in these
patients is both frustrating and countertherapeutic

Recently a form of group treatment was shown teffective in somatization
patients. The intervention tested was a time-lidyiteehaviorally oriented group with
a structured protocol. The overall goals of theugravere to be a source of peer
support, to share methods of coping, to increasealtlility to perceive an expressed
emotion, and to allow the patient to enjoy the gremperience. The study
demonstrated that in the year following treatmbastéxperimental group of patients
with somatization disorder demonstrated better jgaysnd emotional health and
evidenced decreased health care charges thantedtizatrols with the same
disorder. Moreover, the more group sessions thgstshattended, the greater their
sense of well-being and the lower their net headife costs. Other studies using
short-term cognitive-behavioral therapy, individyalr in groups, for somatizing or
somatization disorder patients have demonstrateskdsed somatic preoccupation,
anxiety, depression, and medication usage.

UNDIFFERENTIATED SOMATOFORM DISORDER

Definition

Undifferentiated somatoform disorder is charactstiby one or more unexplained
physical complaints of at least 6 months' duratidrese symptoms impair the patient
in some domain and are temporally associated withegsor. Psychological factors
are assumed to be associated with the symptonengplaints because of a
contemporaneous relationship between the initiatioexacerbation of the symptoms
and stressors, conflicts, or needs. The complairst fe unattributable to any other
known psychiatric condition or pathophysiologicachanism or, when it is related to
a nonpsychiatric condition, the physical complaomsesulting social and
occupational impairments must be grossly in exoésgat would ordinarily be
expected from the findings.

History and Comparative Nosology

Many who work in the general medical setting fihd tliagnosis of undifferentiated
somatoform disorder helpful. Research indicatew#teity or distinguishing
undifferentiated somatoform disorder from somattratiisorder. There appears to be



a dimensional or quantitative difference betweedifterentiated somatoform
disorder and somatization disorder rather thanaditative difference between the
two. However, the natural history of both disordsgsms to be similar. The disorder
was not included in DSM-1, DSM-II, and DSM-III; was first introduced in DSM-
llI-R and remains unchanged in DSM-IV. Undifferextéid somatoform disorder was
introduced to the psychiatric lexicon in DSM-IlI®cause somatization disorder was
considered to be too restrictive by primary ca@vjaters to provide adequate
coverage for many patients with significant somatiof complaints. Thus the
subsyndromal grouping was formalized to faciliterning about the natural course
of a large cluster of patients. The criteria fodifiierentiated somatoform disorder in
ICD-10 are similar to the diagnostic criteria in 23V.

Somatizing Syndrome This disorder, characterized lfgtime history of four
unexplained somatic complaints for men and sixaffomen, has been called various
names. It forms a subset of patients with undifieeted somatoform disorder. All
research data so far have used the term somatizati@lrome rather than the broader
term undifferentiated somatoform disorder. The ri@cher of this section refers to
data from research on somatizing syndrome.

Epidemiology

The importance of undifferentiated somatoform disorcomes from the fact that it
may be 30 to 100 times more prevalent than fullkil@omatization disorder.
Undifferentiated somatoform disorder has an eseohéifetime prevalence in the
general population of between 4 and 11 percent avitestimated 1 percent 6-month
prevalence. Javier Escobar has described a gropgtiehts with this disorder who
have six unexplained symptoms for women and founfen; these patients have
many of the same socioeconomic and clinical mataifess of somatization disorder.
Undifferentiated somatoform disorder typically atlewomen. It has also been
shown in some reports to be associated with loeeibeconomic status, older age,
and Hispanic or African-American origin. One stiddynd a slight association with
antisocial personality disorder; however, othed&s have not confirmed this. One
recent study reported these patients had higherimgsalivary cortisol
concentrations and higher heart rates under thesstf a mental task and less
habituation than controls. Presumably, those witthferentiated somatoform
disorder are comorbid with at least one otheritifetpsychiatric disorder, but this has
not yet been firmly established.

Approximately 50 percent of patients with the disarhave comorbid psychiatric
conditions (e.g., depression, anxiety, persondigprders) compared with 7 percent
in the general population.

Etiology

There are multiple theories about the process misi@aation; none of which is
specific to undifferentiated somatoform disorder.

Diagnosis and Clinical Features

The DSM-IV diagnostic criteria are listed in Tallg-12. Patients with
undifferentiated somatoform disorder have more atwdgsychiatric diseases than
do general medical patients without the disordeese comorbid conditions are
primarily depressive disorders, anxiety disordangl personality disorders.

Table 16-12. DSM-IV Diagnostic Criteria for Undéfientiated Somatoform Disorder
A. One or more physical complaints (e.g., fatigoss of appetite, gastrointestinal or
urinary complaints)

B. Either (1) or (2);



(1) after appropriate investigation, the symptoasnot be fully explained by a
known general medical condition or by the direé¢ef of a substance (e.g., the
effects of injury, medication, drugs, or alcohol)

(2) when there is a related general medical camitihe physical complaints or
resulting social or occupational impairment is xeess of what would be expected
from the history, physical examination, or laborgtiindings

C. The symptoms cause clinically significant distrer impairment in social,
occupational, or other important areas of functigni

D. The duration of the disturbance is at least Gthn®

E. The disturbance is not better accounted formwgteer mental disorder (e.qg.,
another somatoform disorder, sexual dysfunctiomahatisorder, anxiety disorder,
sleep disorder, or psychotic disorder).

F. The symptom is not intentionally produced ogifed (as in factitious disorder or
malingering).

Reprinted with permission from American Psychia&gsociation: Diagnostic and
Statistical Manual of Mental Disorders, ed 4. © Armoan Psychiatric Association,
Washington, DC, 1994.

Many patients with this disorder have illnesses Wex and wane but continue to
play a persistent role in their lives. In a study#6 patients with chest pain, those
without coronary artery disease had a higher raémwiety disorders than those with
coronary artery disease. Eleven years later, tivitbechest pain but without coronary
artery disease were found to have led lives ofdisaand chronic distress. They had
had repeated interruptions in their lives assodiatgh functional symptoms. Those
in the study with chest pain without coronary degsealso had higher research scale
ratings for depression and anxiety and reportecerphysical symptoms.

Pathology and Laboratory Examination

There are no specific pathological or routine labary features for undifferentiated
somatoform disorder.

Differential Diagnosis

In the differential diagnosis of undifferentiateshsatoform disorder care must be
taken to differentiate somatic symptoms that candc part of many other psychiatric
disorders. For example, somatic symptoms frequertityir in major depressive
disorder. Similarly, the somatic delusion of scipizienia and major depressive
disorder also needs to be differentiated from dedéhtiated somatoform disorder.
Several other psychiatric disorders need to bewifftiated from undifferentiated
somatoform disorder. Somatization disorder is aensewvere disorder characterized
by a chronic history of multiple unexplained soraimplaints that fit a specific
pattern and begin before the age of 30. Adjustrdeatrder with physical symptoms
may also evidence unexplained somatic complaimselrer, the duration of this
disorder is by definition less than 6 months. Rindhe diagnosis of psychological
factors affecting medical condition may at firspapr similar; however, the disorder
affects a known Axis Ill disorder rather than miking an Axis | disorder.

Course and Prognosis

The course of undifferentiated somatoform disorsigienerally chronic and
relapsing; however, little systematic researchhendisorder has been accomplished
to date. It is likely that some cases of the disohn resolve after a single episode.
There is substantial disability, work impairmemgdaexcessive health care utilization
in undifferentiated somatoform disorder. The dysfion is not seen to the same
extent as in somatization disorder. Extensive cémdy has been shown for



somatization disorder with depressive, anxiety, pegonality disorders. With the
less restrictive criteria for undifferentiated saafarm disorder, there is also
considerable comorbidity, although the rates ategode as high.

Treatment

Recent studies have indicated that patients withfigmentiated somatoform disorder
respond to the same treatment or management appasaratients with somatization
disorder.

One recent study indicates that somatizing syndnoatients of physicians who
received a simple psychiatric consultation lettgrl@ining management principles of
intervention were able to lower the annual medieaé charges of these patients by
$289 (in constant 1990 dollars), which equals & ®2rcent reduction in the annual
median cost of their medical care. In additionsthpatients experienced clinically
significantly improved physical functioning aftéretintervention.
HYPOCHONDRIASIS

Definition

Hypochondriasis is a disorder characterized byqmgoation with the fear of
developing a serious disease or the belief thahasea serious disease. The fear is
based on the patient's interpretation of physiggissor sensations as evidence of
disease even though the physician's physical exdimmdoes not support the
diagnosis of any physical disorder. The unwarrafead of or belief in a diseased
state persists in spite of medical reassurance.ederythe belief does not have the
certainty of delusional intensity.

History

The concept of hypochondriasis has been a parediaal lore since ancient times.
Prior to the early nineteenth century the aredefitody below the rib cage, the
abdomen, was called the hypochondrium. Thus, hypuatiasis referred to somatic
complaints occurring in the abdomen. In the lat2059 R.D. Gillespie provided the
first modern description of the disorder.

Comparative Nosology

Hypochondriacal symptoms can be a part of anotiserdker such as major
depressive disorder, dysthymic disorders, genedlanxiety disorder, or adjustment
disorder. However, primary hypochondriasis or hypariacal disorder is a chronic
and somewhat disabling disorder with hypochondrisgaptoms, not merely a part
of another psychiatric condition.

Hypochondriasis was included as a diagnostic emtiySM-I. The diagnostic criteria
continued to be revised in DSM-II, DSM-III, and DSMNR; however, the changes
have been primarily linguistic, not substantiveeTmly change between DSM-III-R
and DSM-1V is the addition of a specifier to ndtatithe patient has poor insight
during the current episode. The ICD-10 criteriafgpochondriasis are essentially the
same as those of DSM-1V.

Epidemiology

Hypochondriasis is rather common in primary catérggs. In various settings, the
prevalence has varied from 3 to 14 percent. Ragerk indicates that in a 6-month
period of observation, 4 to 6 percent of the gdnmeedical population meet the
specific criteria for this disorder. The prevalemteither sex is comparable to that
within the general medical population. There arespecific tendencies for
overrepresentation based on social position, etuaharital status, or other
sociodemographic descriptors. There is a wide rangges at onset. Although the
disorder can begin at any age, onset is thoughe tmost common between 20 and 30
years of age. A preliminary family study of 19 casad their 72 first-degree relatives



demonstrated no increase in the rate of hypochasidramong their relatives
compared with a control group.

Comorbidity with other psychiatric disorders is aaon with hypochondriasis, and
must be treated accordingly. As an example, whea-o@atched controls and 42
hypochondriasis patients from a medical clinic weveluated psychiatrically, the
hypochondriasis patients had twice as many lifetris | disorders and three times
the number of personality disorders. Of the hypochiasis patients in the study, 88
percent had one or more additional Axis | disord#érs overlap being greatest with
depressive and anxiety disorders. Depression aaguats for a minor part of the
total picture in hypochondriasis, so it is a mistéi think that all hypochondriasis is
the result of some other Axis | disorder.

Etiology

There are four major etiological theories concegriigpochondriasis: (1)
amplification of normal bodily sensations; (2) psgdynamic formulations; (3) social
learning concepts; and (4) syndromic variant of sathmer psychiatric condition,
such as a mood or an anxiety disorder.

Amplification The amplification hypothesis posit&t hypochondriasis results from
the augmentation of normal bodily sensations. @ffttur hypotheses it has the most
research interest: hypochondriacal patients migiglidy their normal somatic
sensations and then attribute them to some sqatbblogical condition. For
instance, a change in a patient's perception adtpésis might be interpreted as
abnormal, hence representing disease. Howeveigestatihypochondriacal patients'
awareness of their own normal heartbeat now shbatstiey are no more accurate
than are a comparison group of nonhypochondricai#ms. Moreover, in a test of
tactile sensitivity, patients with hypochondriagid not have a greater ability to
discriminate on two-point touch. Yet hypochondriguatients consider themselves to
be more sensitive to benign bodily sensations antialy report more functional
somatic symptoms. When hypochondriacal patientelde\wclinical arrhythmias, they
are not more sensitive to or more accurately awhseibtle changes in cardiac
activity than nonhypochondriacal patients. A hypmuiriacal patient's behavior
would seem to indicate a response bias toward tiegagomatic and physiological
distress with an attributional tendency to invo&eatic pathology.

Psychodynamic Factors A variety of hypotheses ptithat intrapsychological
factors are responsible for hypochondriasis. Thesers run the gamut from Freud's
early theories about disturbed object relationsiatehse preoccupation with the self
to the concept of hypochondriasis as ego defenshanesms against guilt.

Other theorists advocate that in hypochondriasigsesgive and hostile wishes toward
others are transferred into physical complaintsepmession or displacement. The
frustration or anger that these patients oftenesgcan be theorized to be caused by
past losses, rejections, or disappointments. Samstthese patients express anger by
first soliciting and then rejecting the help aneshcern of others. Alternatively,
hypochondriasis may be viewed as a defense agaiiista result of low self-esteem,
or a sign of excessive self-concern. Pain and dorsatfering then symbolically
become a means of atonement or can be experieaaEsarved punishment for past
real or imagined wrongdoing.

Learning Theory Learning theory postulates thatpegocial learning has a strong
etiological component in hypochondriacal disorddre concept contends that a
patient learns the sick role and that role is sigfitly reinforced through either social
contact or some need gratification. Interestinglgen compared to case-matched
controls, patients with hypochondriasis believe thae in good health means to be



relatively symptom free, and they consider the gmes of symptoms as indicative of
sickness. Hence, personal theories of attributidren coupled to a catastrophizing
cognitive style, may be relevant to the focus breds. The sick role then becomes a
means of receiving caretaking from others.

Variants The variant theory holds that hypochorsilsigs a modification of some

other psychiatric disorder, such as depressivedizss, anxiety disorders, and certain
personality disorders, such as obsessive-compuytaksonality disorder. Although
some scholars have maintained that hypochondigaisariant of a depressive
condition, current research has not supportedhypethesis. Some theorists believe
that hypochondriasis is a variant of an anxietpiier, such as obsessive-compulsive
disorder or a panic disorder, but the researchalatais is not yet compelling.
Diagnosis and Clinical Features

Table 16-13 lists DSM-IV criteria for the diagnosishypochondriasis. The
developmental background of hypochondriacal paientf interest in that
significantly more of these patients than matchaatrols report traumatic sexual
contacts, physical violence, and major parentataghl before the age of 17.
Significantly more hypochondriacal patients algooré being sick as children and
missing school time for health reasons; thus, tkeegll more childhood trauma and
illnesses even though they are not currently maedically sick.

Table 16-13. DSM-IV Diagnostic Criteria for Hypamtdriasis

A. Preoccupation with fears of having, or the itlet one has, a serious disease
based on the person's misinterpretation of bogitypgoms.

B. The preoccupation persists despite approprigical evaluation and reassurance.
C. The belief in criterion A is not of delusionaténsity (as in delusional disorder,
somatic type) and is not restricted to a circunibgzticoncern about appearance (as in
body dysmorphic disorder).

D. The preoccupation causes clinically significdistress or impairment in social,
occupational, or other important areas of functigni

E. The duration of the disturbance is at least Gt

F. The preoccupation is not better accounted fagdmeralized anxiety disorder,
obsessive-compulsive disorder, panic disorder, jamagpressive episode, separation
anxiety, or another somatoform disorder.

Specify if:

With poor insight: if, for most of the time durinige current episode, the person does
not recognize that the concern about having as®illmess is excessive or
unreasonable

Reprinted with permission from American Psychia&gsociation: Diagnostic and
Statistical Manual of Mental Disorders, ed 4. © Armoan Psychiatric Association,
Washington, DC, 1994.

Patients typically present for the first time witle complaint of a symptom, pain, or
sensation. With some gentle questioning they quisidve from concern about the
symptom to fear of a disease. Almost uniformly ¢hpatients are not concerned
transiently about a minor disease, but rather arsigtently worried about a serious
disease. The specific disease may change fromtiover The duration of an episode
of a feared disease may run from months to yeliesnatively, the feared disease
may not change at all throughout the course oflitberder.

Pathology and Laboratory Examination



At present there are no known pathological sonfatitures of the disorder nor are
there known routine laboratory or electrophysiotadjtests that help to elucidate this
disorder.

Differential Diagnoses

Essential to the process of differential diagnasesling out underlying organic
disease. In the vast majority of cases this carobgpleted by the primary care
physician without referral to a specialist. The kugy is usually a straightforward
process and typically focuses around the diseaddlth patient is concerned about.
Somatization disorder is the main somatoform disotldat needs to be differentiated
from hypochondriasis. Although there are numerafisrénces between somatization
disorder and hypochondriasis, the major distincigotimat patients with somatization
disorder are concerned about their symptoms, ex@natizing them, and are
relatively indifferent to concerns about underlysligease. Patients with
hypochondriasis have an exactly opposite preoctupahey fear an underlying
disease and concern about symptoms quickly fadgscdlly, hypochondriacal
patients do not have the plethora of symptoms pteésesomatization disorder
patients. Hypochondriasis needs to be distinguistuad factitious disorder with
predominantly physical sighs and symptoms and frzatingering. In
hypochondriasis, patients actually experience yng$oms they report rather than
simulating them.

Patients with psychotic disorders, particularly onajepressive disorder and
schizophrenia, may have somatic delusions or cosadrout the presence of a
disease. Hypochondriacal concerns secondary torpsyehiatric disorders are
categorized with the more serious disorders. Catelidonditions include major
depressive disorder, dysthymic disorder, genemlareiety disorder, obsessive-
compulsive disorder, and panic disorder.

Course and Prognosis

Hypochondriasis is a chronic, relapsing conditiathwaxing and waning symptoms.
The disorder is usually longstanding, frequentlgroseveral years. Episodes typically
last months and even a few years. There are oftEscent periods between episodes;
however, frequently there are recurrences durimgsiof psychosocial distress.
Symptom severity of the disease is such that segeesé of psychosocial impairment
occurs. Typically, familial and spousal relationmhbecome strained by living with a
patient who persistently fears disease. The indadsl ability to work may or may not
be affected.

Historically hypochondriasis has been given a peissic prognosis; however, that
reputation may be exaggerated. Some authors noevteet approximately 50 percent
of patients show improvement; the remainder shaWwranic, fluctuating course. A
recent case-matched study to examine diagnosbdistand outcome of 50 cases
meeting DSM-III-R criteria indicated that after éar two thirds of the subjects
continued to meet criteria for hypochondriasis Hreremaining one third had
persisting hypochondriacal symptoms. The hypochandr subjects were improved
on most measures. However, severe symptoms, lolgation of illness, and
coexisting psychiatric illness were predictive aofflarse outcome. In a 2-year follow-
up study of 24 patients with transient hypochorahiigdymptoms that did not meet
DSM-III-R criteria for hypochondriasis, these pat&continued to have their
hypochondriacal symptoms with only one patient gmn to meet full DSM-11I-R
criteria of the full-blown disorder. These patieatsitinued to magnify the
importance of their physical symptoms, had moreftional disability, and utilized
more medical care than case-matched controls. Tacesnt research has validated the



clinical view that the diagnosis of hypochondriaegipears to be stable over time,
with symptoms waxing and waning. Hypochondriasisiea a very substantial, long-
term burden of morbidity, functional impairmentdgmersonal distress.

The following characteristics, which bode well fopatient's general health status,
bode well for patients with hypochondriasis as weehigh socioeconomic status; the
presence of other treatable conditions, such anaiety or depressive disorder; a
sudden onset; an absence of a personality disaddrthe absence of comorbid
medical disease.

Treatment

To date there are no controlled clinical trialsvamch to base rational treatment,
therefore inferences have to be made from thentreatt of other disorders and from
clinical lore used in treating hypochondriasis. Biraplest treatment approach is to
look for and treat any comorbid psychiatric coradis, such as obsessive-compulsive
disorder, panic disorder, and depressive disokfeen these conditions are treated
pharmacologically and with appropriate therapy,higgochondriasis often will
improve.

A recent open trial of high dosages of fluoxetiReozac) on hypochondriasis patients
not meeting criteria for comorbid depressive disossdshowed much promise, with 10
of 16 patients much improved at the end of a 12kvieal. Several other trials with
selective serotonin reuptake inhibitors (SSRIshwitimary hypochondriasis have
also shown some positive results. Previously thasig of patients had been regarded
as refractory to all psychopharmacological treattmen

The management of hypochondriasis has typically ireéhe domain of the primary
care physician. At least initially, these patiestt®ngly resist psychiatric referral.
Their mental model of the problem is that they hawevert physical illness and so
they do not believe they need to see a psychiaBetondly, psychiatry's track record
using traditional psychotherapies for these patieas been rather dismal.
Psychoanalytic treatment and sometimes even psyohatcally oriented therapy of
patients with full-blown primary hypochondriasisvieebeen unsuccessful in removing
symptoms and improving the function of these pagie@ne pragmatic approach that
has heuristic merit is the use of paradoxical ier) telling the patient that you
recognize the suffering but that you are not certiaat you can help very much.
When little is expected, sometimes small gainsagpreciated and there is some
improvement.

Another approach that may possess merit is gr@agtrirent. A cognitive-educational
group treatment has recently been proposed thiatatvalue appears to have validity,
especially given the success demonstrated by #asiagproach in patients with
somatization disorder. Currently several trialeafnitive-behavioral treatment, both
in groups and individually, are ongoing.

Hypochondriasis patients usually accept refernatrisatment of a comorbid
psychiatric condition, and such conditions areraoc¢ for them. Finally, management
suggestions that have been shown to be effectigermatization disorder should be
tried in patients with hypochondriasis.

PAIN DISORDER

Definition

With their expertise in the use of psychoactive itegtbn plus their interest in the
personal and family dynamics of patients, psycisthave the capacity to be
involved in the treatment of patients with chropa&n. Astute clinicians have long
known that some patients use their pain as a wageking human relationships; the



secondary gain they receive from their infirmitgthcan be reinforced, maintaining
the pain.

Co-occurring psychiatric disorders are not rarenpba&n is severe. It is always
gratifying when a pain syndrome dissipates as aorapanying psychiatric disorder
is treated, both receding together. However, tmecell question remains: was pain
the cause of a coexisting psychiatric disorder as pain the consequence of another
psychiatric syndrome? One study found that in 88qu of one clinic's patients who
had both depression and pain, there was no antetdeidéory of depressions. This
data would be consistent with the hypothesis that pften causes depression rather
than vice versa.

Pain is a highly subjective matter and is extrenagffycult to quantify. For example,
it has always been difficult to specify just howehichronic pain ought to be
associated with a given lesion. Assessing the @ggrevhich emotional factors are
intensifying the patients' complaints is also cangted. Moreover, patients with
chronic pain are not always immediately motivatedive an intricate personal and
family history because they fail to see its releeto their pain.

There is no accepted objective way to measure patha variety of different
measures of pain intensity and severity are cugreised in the field, which makes it
difficult to compare different clinical studies.rfaily, many studies in the pain
literature have demonstrated considerable diffexeimt study populations, with
different personalities and different cultures exgrecing and expressing themselves
in divergent fashions.

Wilder Penfield's clinical wisdom about patientshwchronic pain has now become
rather widely accepted in the field: if the patienhot a malingerer, the complaints
about the extent of the pain are to be believed.i$fues that need to be explored
clinically are: (1) how disabled by the pain is fhaient and (2) to what extent are
there complicating emotional factors and comorlsgcpiatric conditions. The
physician attendant to the suffering of a patietthwhronic pain needs to render a
diagnosis that communicates important underlyinmeets of the case and leads to a
treatment plan that encompasses the patient's @mabtieeds.

Comparative Nosology

There have been a variety of informal and formagdbstic terms associated with
pain. For example, the euphemistic term atypicallie®en used, as in atypical facial
pain, or atypical pelvic pain, to indicate that gsiatric issues needed to be
considered in the cause or the maintenance ofetvexre pain syndrome. ICD-9 used
the term psychalgia and DSM-III incorporated thent@sychogenic pain.

Previous terms such as chronic pain syndrome, pgpshic pain, and DSM-III-R's
somatoform pain disorder were used as psychiatgnoses for patients in pain
wherein psychological factors have played a pronedmole. DSM-III-R required
preoccupation with pain for at least 6 months attteeno organic pathology or no
pathophysiological mechanism found after appropreataluation; if organic
pathology is present, the extent of the complabtsut the pain or the degree of
social-occupational disability should be greatantbould be expected by the
examiner based on the physical findings.

Applying the diagnostic terminology of DSM-III am@SM-III-R, however, has
proved difficult. Even when diagnostic criteria végd only no organic pathology or
impairment in excess of what would be expected;ipeeapplication of criteria was
problematic. Judging whether the amount of a pesisbjective pain is excessive
became a daunting task and lacked validity andbiiy studies. Furthermore, these



diagnoses failed to adequately describe personshabe a physical cause for pain
but react to their pain in a dysfunctional manner.

DSM-IV provides a more focused approach, not regjyon the extent of the pain as a
criterion but asking the clinician to make a judgrnas to whether psychological
factors have a major role in the onset, severkgcerbation, or maintenance of the
pain, and as to whether or not there are factora the general medical condition that
also make a major contribution to the symptoms.

DSM-IV divides pain disorder into acute and chrosubsets. Another new feature of
DSM-1V is that it splits pain disorders into thregbtypes: pain disorder associated
with psychological factors, pain disorder assodatéh both psychological factors
and a general medical condition, and pain disaadsociated with a general medical
condition (which is not considered to be a menisbmier but is included to help in
the differential diagnosis). Patients with chrop&n do not readily fall into
dichotomous groups, those either with physical itih wiental illness. According to
one student of chronic pain, "Many patients havh;ba few have neither."

ICD-10 labels pain disorder as "persistent somatofoain disorder.” ICD-10 does
not subdivide pain into subtypes in which psychaalfactors play a major role
along with a general medical condition and in wipslgychological factors are the
determinant of pain. ICD-10 excludes backache tiegravise specified, tension
headache, muscle tension, and migraine. AdditigniliD-10 retains more of a
DSM-III-R approach regarding emotional factors ilweal in the cause of the pain,
indicating that "persistent somatoform pain ocdéarassociation with emotional
conflict or psychosocial problems that are suffitit® allow the conclusion that they
are the main causative influences." ICD-10 is irststent in that it does not specify,
as DSM-IV does, that emotional factors can impiageertain aspects of the pain
condition (onset, severity, exacerbation, or maiatee). Finally, ICD-10 goes
beyond DSM-IV's statement that "pain Y4 is the preid@nt focus of clinical

attention and is of sufficient severity to warrahical attention” when it describes
the outcome of persistent somatoform pain disard#ris way: "Usually [there is] a
marked increase in support and attention, eithesgpal or medical.”

Epidemiology

Pain of one sort or another is among the most &egreasons that patients consult
their physician. One study found that 13 percergatients in a private internal
medicine practice suffered from chronic pain. I @ample of health maintenance
organizations, 8 percent of patients had severggtent pain and 2.7 percent had
severe persistent pain with at least 7 or more dapsin-related activity restriction in
the past 6 months. Most pain is remediable, busrahrpain carries with it a high
price: more than $10 billion was spent in 1980igability payments for chronic pain
problems. Recent data from numerous local and negjgurveys leads to a yearly
estimate of $60 billion as the annual cost to thigom from health care costs and loss
of work from patients of chronic pain. Low backpalone currently affects more
than 7 million Americans. Another cost of pain dds&rs is suicide, with one report
stating that the suicide rate among pain suffase@stimes that of the general
population.

Because diagnostic criteria for the disorder haaenlchanging (from DSM-III to
DSM-III-R to DSM-1V), detailed investigations thatll together the databases are
still lacking. Studies seem to indicate that themetwice as many women as men with
pain disorder, with peak incidence in the fourtd &fth decades, especially in those
in blue-collar jobs. There is also some tendencydmilial aggregation, along with
more depression and more chemical dependency se&ldis in those families.



Comorbidity There is a high frequency of comorbsyghiatric diagnoses in most
groups of chronic pain patients. One study repadtiat 56 percent of their sample of
283 chronic pain patients suffered from one ofdépressive disorders and that
alcohol or drug dependence occurred in 15 peréemally, 58 percent met criteria for
a personality disorder (most frequently dependeasive-aggressive, or histrionic).
Since these studies of personality disorder aregpéctive, it remains unclear
whether the pain itself has caused the patientsopality traits to become a
personality disorder, or whether having a persondlsorder predisposes one to
developing a pain disorder.

Etiology

Pain comes from many sources, but the peripheieeait nerves, central nervous
system processing, and central nervous systenpietation of the localization and
the severity of the pain are almost always involledome cases of pain disorder of
the psychological or the combined type, a purelyrosurgical approach (eliminating
a painful lesion and its connectivity) can sucoesgichop away at parts of a person's
peripheral and central nervous system until théegas no longer in contact with the
relevant nerves or with the involved spinal cowhiran afflicted area. In some cases
the pain can still continue.

No adult registers an experience on a tabula ratizer, persons all encounter life
happenings in a context of (1) personal traininggbleon critical developmental
incidents; (2) family-centered culture transmiteadly in life; and (3) societal values
about appropriate behaviors, including the expoessf feelings. These past
experiences all interact with a person's constitti hardwiring, including
preprogrammed response modes.

Chronic pain syndromes are among the most frusgrainditions in all of medicine
for patients and physicians. To even have a chanbeing successful in dealing with
patients in pain clinicians need to be able to eppte the patient in a
biopsychosocial context. Successful academic gairts have discovered the
necessity of a multidisciplinary approach. Indgddysicians caring for such a patient
need to do more than just take a detailed histbgy also need to understand the
patient's life from the patient's as well as thaif@s perspective.

For reasons they may or may not be aware of, sodieiduals magnify a given pain;
others pay little attention to it, diminishing theesponse to a lesion that might
otherwise cause great discomfort. Pain threshealtdgh can be clinically measured,
vary from person to person. Pain tolerance, likewigs considerable latitude.
Moreover, there is a broad range of ways in whichviduals express their
discomfort or even their agony. Some with a brokekle will be stoic; others with
the same fracture will scream out in agony, fapieshed, arms flailing.

Although there are conditions in which persons dbhave pain fibers (familial
dysautonomia), this is so rare that they are riattor in everyday practice. It is
easier to divide the discussion of issues in paim four categories: intrapersonal
factors, interpersonal factors, ethnic factors, bintbgical factors.

Intrapersonal Factors Intrapersonal factors caraghpow pain is experienced.
Psychodynamically formative events in the earlyrgean carry over later into how
one processes illness and other types of dist@rss psychodynamically oriented
theory is that having pain and expressing distaésacts others to deliver needed
attention. In later years the experience of pamlmaassociated with obtaining love
from an otherwise absent significant caregiver.

Another psychodynamically oriented theory holds trenful experiences, such as
repeated severe corporal punishment from an abpsrent, can set the stage many



years later for the person's response to a wromgdak of behavior with self-imposed
retribution. In this way a pain disorder may bedugepay for some self-perceived sin
or transgression. However, simple interpretatitiartiinating the repressed,
suppressed, or even grudgingly embellished faatg)y serves to remove the pain
dramatically.

Recent research data suggests that pain patieresabH@ackground of past sexual
abuse or trauma and the resultant posttraumagissstlisorder. Some patients can be
vaguely or poignantly aware of the associations/een past life events and being
pain prone or even being overresponsive to a plagxfperience. For other pain
patients, the associated early-life experiencgmof are deeply buried and emerge
only through a lengthy process of free associatioesam work, or psychological
testing.

Not every one with severe pain and unusual paiawiehhas had dysfunctional
early-life experiences that caused a psychopatiebgrganization of the character
structure. However, astute clinicians are alwagst &b the possibility that there may
be important masochistic, dependent, or narcisdissitures to the personality, or
traumatic life experiences that impact how a gipatient handles pain.

No one psychological test can accurately delindaextent of the psychological
component in a pain syndrome. Any painful chrongedse highlights and even
changes certain components of personality. Psyglealbtesting and patient
interviews can yield clear evidence that some p#tiwith considerable emotional
overlay to their pain are at least initially reardtto suggestions that their pain
symptoms are caused by anything other than phyfsictdrs.

Finally, it is likely that intense pain affectsiaitties and emotions, and that attitudes
and emotions influence the reported perceptionmsof intensity.

Interpersonal Factors Interpersonal factors may iatgpact on the pain experience
and behaviors can be reinforced or inhibited. Fangple, reinforcements given by
others important to the pain-afflicted person cky ja major role in day-to-day and
even second-to-second experiences. Lavishing etteon an individual when
chronic pain intensifies creates a different inswed outer world for the patient than
when the pain is either ignored or treated withitaaiohl painful experiences.

Some persons use their pain to manipulate othdirsci@ns often observe this when
there is a chaotic and otherwise inattentive familin the case of a dysfunctional
marriage that becomes reorganized around the emdiarisis of chronic pain.
Surprisingly, in some persons the persistence iofipdar less important than what it
is traded for: a relationship that is far morehe patient's liking.

The consequences of pain are often gain. Secogadang, such as monetary rewards
or avoidance of distasteful activities, are notiansual consequence of having
prolonged pain. It is only when interpersonal atiteorewards are stripped away
from the pain experience and its attendant diggltiiat the individual with pain can
develop a more normal life.

Like a somatization disorder, a pain disorder cacome a way of life that alters the
behavior of other people. The caring physician nalays be aware of interpersonal
factors. Family, financial, and legal dynamics d@fitaation can have a dramatic
influence on the patient's pain experience and lpairavior.

In one study, male patients with chronic pain weceived financial compensation
following injury at work showed a particularly higate of personality disorder (83
percent) which supports a contention in the litm@that patients with "compensation
neurosis" were frequently passive-aggressive, leosind inadequate.



Ethnic or Cultural Factors Quantitative and quéltaresearch projects of chronic
pain sufferers in New England and Puerto Rico leysime investigators reinforce
what astute clinicians have known all along—thatilsir lesions in patients from
different backgrounds can produce profound vanmetio pain experience and pain
intensity. The style of the typical taciturn "oldaier” is quite different from the
emotionally labile and highly expressive native Ru®ican. Despite higher pain
intensity and more emotional responses among PRectms, there was no
significant difference between the two groups rdopay interference in daily
activities. Attitudes, beliefs, and emotional asgghological states can differ
according to ethnic group affiliation. Moreoveretimdividual's psychological coping
style and internal or external locus-of-controletyvhich are important determinants
of how an individual handles the pain, are to asadgrable extent culturally
determined.

Biological Factors Biological factors also playaage role in the onset and
perpetuation of chronic pain. Cortical and subcattcenters process and filter
afferent impulses. Sensory and limbic structuralcainalities can determine the
severity of a pain experience. Neural pathwaysisgmain are not "hard wired," but
demonstrate considerable plasticity in responsejuoy. After an injury, changes
occur in the sensitivity of the pain receptors teelves and also in the excitability of
neurons in the dorsal horn of the spinal cord. T§wmsptoms of chronic pain
following injury may have a physiological basiscimanges in the brain, spinal cord,
and peripheral nerves.

Neurological changes resulting from recalibratibpain thresholds may be the result
not of gross external injuries but rather of noriobs injury resulting from
mechanical stresses such as increased musclertéassociated with anxiety or
depression), and mechanical stresses of the lusplrae. Additionally, there could be
an associated muscular ischemia with the releapainfproducing substances such
as substance P and histamine that alter the pashbid.

The gate control theory purports that a gating raeim in the dorsal horn of the
spinal cord handles afferent pain signals; competignals as well as
neurotransmitters then can open or close the gapamful perceptions. Endorphin
deficiency seems to correlate with the augmentaifafferent stimuli. Serotonin,
presumably relatively diminished in some forms epession, has now been
implicated as the main neurotransmitter in descenuihibitory pathways. Such
mechanistic studies still remain preliminary butointeresting explanations into a
patient's plight when pain is burdensome but ogesions do not appear major.
Thus, the underlying psychodynamic and neurobiclddramework can impact on
the complex ways a given person experiences apgperiences pain.
Pathophysiology and psychopathology may well bgrecally linked in self-
perpetuating cycles.

Diagnosis and Clinical Features

Pain disorder as a psychiatric condition is diagdoshen a patient's preoccupation
with pain is consuming and to some extent disabllit is, pain becomes the
predominant focus of the clinical presentation #redpain itself causes clinically
significant distress or impairment and the patselifé becomes organized around the
pain; also, psychological factors are judged ty plaole in this disorder. Table 16-14
lists the diagnostic criteria for pain disorder.

Table 16-14. DSM-IV Diagnostic Criteria for PaimsDrder

A. Pain in one or more anatomical sites is the gmadant focus of the clinical
presentation and is of sufficient severity to watrinical attention.



B. The pain causes clinically significant distressmpairment in social,
occupational, or other important areas of functigni

C. Psychological factors are judged to have an nmaporole in the onset, severity,
exacerbation, or maintenance of the pain.

D. The symptom or deficit is not intentionally proxdd or feigned (as in factitious
disorder or malingering).

E. The pain is not better accounted for by a maodjety, or psychotic disorder and
does not meet criteria for dyspareunia.

Code as follows:

Pain disorder associated with psychological factesgchological factors are judged
to have the major role in the onset, severity, elaation, or maintenance of the pain.
(If a general medical condition is present, it doeshave a major role in the onset,
severity, exacerbation, or maintenance of the paims type of pain disorder is not
diagnosed if criteria are also met for somatizatimorder.

Specify if:

Acute: duration of less than 6 months

Chronic: duration of 6 months or longer

Pain disorder associated with both psychologicztbia and a general medical
condition: both psychological factors and a generadlical condition are judged to
have important roles in the onset, severity, exzateyn, or maintenance of the pain.
The associated general medical condition or anatmite of the pain (see below) is
coded on Axis Ill.

Specify if:

Acute: duration of less than 6 months

Chronic: duration of 6 months or more

Note: the following is not considered to be a medisorder and is included here to
facilitate differential diagnosis.

Pain disorder associated with a general medicalition: a general medical
condition has a major role in the onset, seveexgcerbation, or maintenance of the
pain. (If psychological factors are present, theyreot judged to have a major role in
the onset, severity, exacerbation, or maintenahtieeqain.) The diagnostic code for
the pain is selected based on the associated ¢§emedacal condition if one has been
established or on the anatomical location of the fahe underlying general medical
condition is not yet clearly established—for exaepdw back, sciatic, pelvic,
headache, facial, chest, joint, bone, abdominahkdir renal, ear, eye, throat, tooth,
and urinary.

Reprinted with permission from American Psychia&gsociation: Diagnostic and
Statistical Manual of Mental Disorders, ed 4. © Armoan Psychiatric Association,
Washington, DC, 1994.

Pain disorder patients make repeated visits toipiays, often successively or even
concomitantly and doctor "shopping" is very commbhere is a risk of excessive use
of narcotic or sedative hypnotic agents becausedhient is enveloped by pain and
often has associated complaints of anxiety, defmesand insomnia. Thus, any
related comorbid psychiatric conditions must aledrbated to alleviate the patient's
pain.

The major feature of pain disorder is an all-encasspg focus on the pain such that
any other concern takes on less than its ordingnyfeance. The pain is believed by
the patient to be the source for all the patient&ery.



If the patient is depressed, anxious, or has ingmnimse symptoms are almost
always considered by the patient to be secondahgetpain. Other frequent ancillary
symptoms include changes in appetite, loss of gneerreased interest in social
activities, decline in sexual interest, diminishpdysical exercise, and even
diminished exertion. Also often noted are a changermal recreational pursuits, a
breakdown in family relationships, an increased amof time spent in bed or lying
down, an increased amount of self-absorption (ohalg hypochondriasis), and
multiple drug use or abuse. Frequent visits to jglegss and requests for medical or
even surgical approaches to obtain pain relietaremonplace.

One of the possible predisposing factors for hawgdtiain poorly is childhood sexual
abuse, for example, in patients with chronic pepam. Another predisposing factor
is pending litigation, as in the case of whiplagjuiy. Here the personal meaning of a
symptom can mitigate or increase the pain's intgmasid the severity of the
incapacitation.

By contrast, sometimes refractory pain with a pmest strong psychogenic
component turns out to be a treatable neurologicatthopedic condition that has
been missed by the referring clinician. In one refrom a multidisciplinary pain
clinic keeping tally on these matters for 120 pasewith chronic pain, the overall
rate of inaccurate or incomplete diagnosis at rafevas 40 percent. Commonly
missed diagnoses were myofascial disease, faadastisperipheral nerve entrapment,
temperomandibular joint disease, thoracic outlatlsyme, and herniated discs. After
comprehensive workup, an organic origin for thenpeas found in 98 percent of
these patients.

Sites of Pain Typical sites and types of pain imedlin pain disorder are headache,
atypical facial pain, low back pain, and chronitvgepain; however, any site is a
potential target. Pain can emanate from almostpaiyt source in the body or it can
be a conversion symptom involving just pain, usrngevious pain pattern from
organic disease as a conversion pain model. pénmeis used as a metaphor for
psychic turmoil converted into a somatic form, @ybring to the afflicted person
primary and secondary gains that reinforce théaiin, maintenance, and even
exacerbation of pain symptoms for psychologicappses. When pain is a
conversion, its distribution may not conform to Wmoanatomical patterns. From a
diagnostic perspective, pain cannot be diagnosedcasversion disorder according
to DSM-IV.

Mr. L., a 72-year-old married, Ukrainian-born, pgowealthy retailer and father of a
large family from an east coast city was admittethe orthopedic service of a
general hospital for evaluation of unbearable paithe arches of his feet. He had fled
his native country following a pogrom when he wa®@ring the year of flight he
had endured enormous physical hardships, staryat@hbeatings until the surviving
family members finally were able to emigrate to thated States. With incessant
hard work, he had prospered economically; marripdteent, supportive wife; and
witnessed his six children develop promising carelde became the major
contributor to his temple and gave unstintinglyacal charities for the needy and
unfortunate. He had little time for personal enjeym Over the years each time he
and his wife had time alone together and she had h#ectionate with him, he
would develop some excruciating bodily pain shattilgreafter: blinding headache,
severe back spasm, abdominal pain, facial paipewic pain. These pains usually
receded several days after the weekend was ovbe drip was completed. Some
pains occurred more frequently than others. He Isogdical attention rarely except
for these pains, which occurred every few months.rhibod varied from glum to



gloomy but he denied that he was depressed. He offténed to have been blessed
with good fortune. He led a temperate life, drattle| and had relatively good health
between these episodes of pain.

Over the four decades that his physicians caretifoy they had become frustrated
with this unassuming and humble man; his ardentptaimts of pain were always so
nonspecific and fluctuating in nature that theyldowot describe adequately for
themselves any pathophysiological mechanisms toustdor his pain. Their
diagnostic tests were not revealing and Mr. L. iguafused their offers of narcotic
or other analgesic relief. Laboratory workup fomsan the arches was
noncontributory, and he was discharged when higpgyms cleared in 3 days. Four
months later he was readmitted to the surgicaicef the general hospital with
severe, unrelenting, left-side upper abdominal .pHmis time Mr. L. described this
new pain in meticulous detail. A brief workup releshvery advanced carcinoma of
the tail of the pancreas. He took the news fronphigsician stoically and asked to be
discharged home that day.

Differential Diagnosis

All pain is subjective and only obvious if the i tells the physician about it. Acute
pain tends to distort the facies in a grimace, icgusiuscle tightening and elevation
of autonomic measures, such as pulse and bloodyree<hronic pain, however,
produces none of these signs. Clinicians tryingXolore the extent of psychiatric
involvement have used a number of clues, the wglafiwhich still remains to be
proved (Table 16-15). Those are the underlying ayos and the presence or
absence of conflicts and stressors are open topteuilhterpretations; only careful
long-term follow-up studies of large series of pats will help increase validity.
Table 16-15. Clues to Underlying Psychopatholegiain Disorder

Antecedent history of poor premorbid adjustmerdohbl or drug abuse, sexual
difficulties, multiple marriage, inability to hola job

Temporal relationship between an environmentaligtis) relevant intrapsychic
conflict, and pain

Utility of pain in either gaining compensation soading situation deemed noxious
by the patient

Lack of variation in the amount of pain from distiian, suggestion, or fear

Patients deal with their chronic illnesses in welyaracteristic of their dynamics and
their own psychopathology. Those with a histriamiture exaggerate; those who use
a history of ill luck to manipulate their environntenake the most of their pain for
their own ends; those with a need for punishmentedal or imagined sins may fulfill
their needs for atonement.

Both acute and chronic pain tend to be very fiddehdent. For example, soldiers
who have survived fierce fighting on the battlefigypically need far less morphine
for relief than their civilian counterparts withetlsame degree of tissue injury.
Absolute pronouncements about no somatic pathatogy emotional components to
the clinical picture must be viewed with skepticishpositive response to a trial of
placebo medication does not indicate anything atmibrganic nature of the
patient's pain or the extent of the underlying psyathology. The placebo response
is positive in about one third of whatever populatis tested. Pain associated with
both melancholia and metastases can respond tebaaPatients and their clinical
syndromes need to be treated without too muchdb8me deliberating about
whether the pain caused the depression or the si@pnecaused the pain. Individuals
with personality disorders and chronic pain tendaee a more difficult time coping



with any type of difficulty, both in the hospitah@ at home, and they are a challenge
to their physicians. Fortunately, intensive inpattieeatment of refractory chronic
pain has had some success.

Depressive Disorder Of the psychiatric diseasgwedsion presents most often as a
pain disorder. At times the individual will havedharevious depressive episodes with
an altogether different clinical presentation anthwo associated pain. Sometimes
the best clue to the presence of a mood disordestishe family history of severe
depression, with or without pain being part of ¢himical picture. There is no specific
type of pain picture to alert the clinician to {iresence of depression. Moreover, the
sadness accompanying the pain disorder can alrvesysabe ascribed to the pain.
Supporting the diagnosis of a mood disorder are/élgetative signs of depressive
disease, especially sleep and libidinal disturbanCegnitive signs of an
accompanying depression include apathy, decreass@st in work, suicidal
ideation, and a preoccupation with death. Collafbaaources of information are
often needed to fully understand the patient'sllef/&inctioning.

Sometimes the best way to make the diagnosis otdsipe disorder in a patient
presenting with pain is simply to initiate a treatmtrial of an antidepressant
medication in addition to nonspecific modalitiesaMatic clinical relief of both the
pain and the vegetative signs of depression preuide answer to the clinical
guestion. Suicide in chronic pain patients musiagkwe kept in mind, especially
during the first 10 days of treatment with an agpicessant when the patient begins to
look better and has more energy; such a state ottemrs before the feeling of
despair has lifted.

Conversion Disorder When a conversion mechanignv@ved in the pain disorder,
the clinician determines that (1) details of thengacture have a symbolic or other
specific meaning for the patient; (2) there is av@sion model, often a parent or
other close family member; and (3) the pain followsknown anatomical pathway.
By convention, pain involving a conversion mechanis diagnosed as a pain
disorder, not as a conversion disorder.

Treatment for this is similar to the psychotherapg patient with a conversion
disorder. In addition, the clinician will use thense nonspecific treatment meted out
to many or all pain disorder patients: physiothgrayater pool massage, infrared
heat, nonsteroidal anti-inflammatory agents, ameosuch modalities.

Psychosis When a psychosis associated with schieojal) medical disorder, or a
dementing illness presents with pain, the pairfitselelusional and the pain pattern
is atypical in quality and in distribution. Treatmenust relieve the underlying
psychiatric disorder. Delusional beliefs, howeweay prevent the patient from
cooperating with the treatment plan.

Malingering When someone is purposely lying abauiih pthe pain is hard to detect.
Such individuals are not interested in the sameamé as the physician, which is
relief of pain. Sometimes old records betray thatgatient has tried to malinger in
other settings and in other ways. Unlike the patrgth Munchausen syndrome
(facticious disorder with predominantly physicars and symptoms), who is
interested in staying in the sick role, the malnegés consciously interested in some
other benefit. Some clinicians have found that Mausen syndrome patients will
willingly agree to painful procedures whereas tradingerer will not.

Emotional Overlay Determining the extent of the @ormal component of chronic
pain is helpful, and care plans could then be &f&calong with appropriate
expectations and appropriate treatment. The wellsknMADISON scale (Table 16—
16) has not been rigorously validated but has loéeonsiderable help to those



working in the field. Another instrument that hasyen to be clinically valuable in
assessing whether a patient has an organic ldsabpotentially amenable to a
corrective surgical approach is the Mensana Pash, &e10-minute structured medical
interview.

Table 16-16. MADISON Scale for Markers of Consat#e Emotional Overlay

M = Multiplicity: Pain is either in more than onéape or of more than one variety;
when treated, may recur elsewhere.

A = Authenticity: More interested in clinician's@ptance of pain as genuine than in
a cure.

D = Denial: Especially exaggerated marital or farhiirmony; when admitting
depression or anxiety, no impact on pain is adohitte

| = Interpersonal relationship: Although the cortia@tto the presence of any
particular person's company as worsening the paylme denied, observation of the
patient's nonverbal and interactive behavior ingsatherwise.

S = Singularity: When the pain is described askenihat of anyone else, ever.

O ="Only you": When the patient immediately ideak the physician as savior,
despite numerous failures by other competent expert

N = Nothing helps, or no change: When there isatiefrwhatsoever from any type of
intervention, although all are tried (including catics) and there is no hour-to-hour
or day-to-day fluctuation under a variety of circatances.

Table adapted from Hackett TP, Cassem NH: MassatisuSeneral Handbook of
General Hospital Psychiatry., St. Louis, 1978.

Course and Prognosis

Once diagnosis is complete, treatment on an oetpabiasis can be carried out by
concerned physicians who will see the patient cegalar basis, be interested in the
patient's complaints, and assure the patient thatrhent will continue if there is
some improvement. Pain disorder patients with pentiiigation often attain no, or
only minimal, relief until after the legal proceeds are finished.

Pain-Prone Individuals Persons who are painprotes @xperience pain in response
to losses or other stresses, presumably as a wasatihg with unresolved guilt.
Outcomes from treating the pain-prone are typicadlgcribed as transient or poor.
Techniques that are most promising are suppottiespy, a modicum of insight,
and, when indicated, antidepressant medication.

Treatment

Many patients, especially those with depression,beaconsiderably helped. The key
to dealing with the pain disorder patient is actichagnosis and focus on the
patient's level of functioning. The role of the fgnin the pain patient's life must be
determined and efforts must be made to intervenleamysfunctional components of
family life. The patient's pain and predicamentaeays acknowledged at each visit,
but the major focus is in moving on and regainimgction. Pain clinics and inpatient
pain treatment units both have had their sharecfess.

Treatment of the patient with any of the pain dilgorsubtypes needs to be
multidisciplinary and multidimensional. Controllétals seem to indicate that group
therapy with antidepressant medication seems te Aavadvantage over individual
therapy with antidepressant agents.

Treatment programs need to be culturally sensitiverms of intake procedures and
treatment planning. Treatment teams need to beeagidhe potential effect of ethnic
background on the communication, concerns, anchgogiyles related to the chronic
pain experience of these patients.



Treatment team planning is important from the gnsmirdinated as needed on a
periodic basis. Multiple regimens often help inueithg pain intensity. Tailored to the
patient, options include nonsteroidal anti-inflantomg agents, tricyclic medications,
selective serotonin reuptake inhibitors, nerve kéotocalized electrical stimulation,
visual imaging, relaxation, physical therapy, hygispcounseling, cognitive
behavioral therapy, and supportive psychotherapyre@tly the choice of which form
of psychotherapy to use is based on empiric groandgpersonal preference because
no case-matched studies have yet been performedaRh data is clear, however,
that success in treatment result in a decreageipdtient's catastrophizing and an
increase in the patient's perceived control overptn.

If opioids have been used for chronic refractomyptiney should be tapered and
discontinued because obviously they were not hglpmd may have been interfering
with the patient's progress. Abuse of anti-anxmgdications may also be present in
patients with chronic pain and must be dealt wAthtidepressant medications often
play an important role in decreasing pain, evethéabsence of a frank depressive
syndrome. The possibility of a chronic sleep disomtust be investigated and
appropriately treated, if present.

Price of Chronic Pain The clinician needs to berawhat any type of chronic pain
can alter the patient's personality and family ayiea. Pain can also alter the way the
patient relates to the environment and perhapstaéspatient's internal locus of
control style. At the onset of treatment the clisicneeds to set guidelines for
continuing and discontinuing treatment. No improeetin any way after 6 months is
grounds for termination of treatment. If improvermsnshown, the patient will need
continued support. Often the patient's objectivpromement far exceeds the
subjective improvement.

BODY DYSMORPHIC DISORDER

Definition

Body dysmorphic disorder focuses on the patieagsrigs of dislike or even loathing
for some aspect of the body's appearance. Debgitstarkness of the complaint, few
empirical data about the condition have been gathalthough clinical investigations
into this disorder are greatly increasing.

Patients with body dysmorphic disorder have a mveasubjective feeling of
ugliness of some aspect of their appearance despibemal or nearly normal
appearance. The core of the disorder is the parstmong belief or fear that he or she
IS unattractive or even repulsive. This fear iglyaassuaged by reassurance or
compliments even though the typical patient with disorder is quite normal in
appearance. Although a minority of patients with disorder do have a minor defect,
the patient's concern is disproportionate to thireke of defect. So great is the
individual's preoccupation that there is significempairment in social or
occupational functioning, or there is marked peasalstress. All other problems are
illogically attributed to the perceived cosmetidet#, accompanied by the unrealistic
expectation that surgery will correct the defeat #re patient's deficient life. Finally,
the preoccupation is not better accounted for lyyatiner mental disorder.

History

Body dysmorphic disorder has been described ifcthiepean, Japanese, and Russian
psychiatric literature for almost a century withieas names. Emil Kraepelin
considered it to be a compulsive neurosis. Piemnetlcalled it an obsession of shame
of the body, and Freud's famous Wolf-Man case viagssively concerned about the
size of his nose. In the United States this digondses initially classified as an



atypical somatoform disorder, labeled first as dygghophobia; however, until the
late 1980s it has been little used and little sddn the United States.

Comparative Nosology

In the United States body dysmorphic disorder figgbeared in DSM-I1I with the
term "dysmorphophobia” in the residual categorgtgpical somatoform disorder.
Because dysmorphophobia inaccurately implied tiesgnce of a behavioral pattern
of prominent avoidance of the body, the term "bdggmorphic disorder" was
introduced in DSM-III-R as a nondelusional somatwfaisorder of undue
preoccupation with imagined defects of appeara@teicians have wrestled over
whether a patient's strong conviction about a feabfi appearance was or was not of
delusional intensity (i.e., whether the patient hambmatoform disorder or a
delusional disorder with somatoform features). DBMesolves that issue by not
requiring that the conviction be defined in intéysis a criteria for inclusion.
Delusional body dysmorphic disorder can be doubtied as both a delusional
disorder and as body dysmorphic disorder—a comm®@ithat underscores the
uncertainty about whether they are the same ceréifit disorders. The delusional
form of the illness may be a more severe type @fdisorder. It was first incorporated
into ICD-9 with the somatoform disorders and isugred with them in ICD-10.
Epidemiology

Accurate prevalence data for this disorder in teegal population are not available.
From the clinician's perspective, the full-blowmdyome is uncommon. Concern
over appearance is culturally determined and dgfaation of a transient nature is
particularly high in adolescents. However, to jiystihe diagnosis the individual must
have clinically significant distress or impairmewbich is not often found in
teenagers.

The largest series to date, with 188 cases, hadjaal balance of men and women.
The average age of patients first diagnosed witly lstysmorphic disorder is 30
years, and a high percentage have never marriedranchemployed. Patients with
the disorder first develop symptoms in adolescemgmung adulthood. Typically
they come from middle-class families and constitusgnall, underrecognized and
distinct group of patients in the general populationly about 2 percent of those
attending a university hospital plastic surgeryiclimeet criteria for the disorder.
Body dysmorphic disorder is not uncommon as a cbidarondition in patients with
major depressive disorder (current rate of 60 perdiéetime rate of 80 percent),
obsessive-compulsive disorder, and social phobaedd in one study of 30 patients,
all met DSM-III-R criteria for at least one othesyghiatric diagnosis at some point in
their lives, and usually concurrently.

Etiology

The cause of body dysmorphic disorder is unknovine Aigh comorbidity with
depressive disorders, a higher-than-expected famstpry of mood disorders and
obsessive-compulsive disorder, and the reportgbrsiveness to SSRIs indicates
that, in at least some patients, the pathophysyobddghe disorder may involve
serotonin and may be related to other disordersrélmay be significant cultural or
social effects on patients with body dysmorphiodigr because of the emphasis on
stereotyped concepts of beauty that may be emmthsizertain families and within
the culture at large. In psychodynamic models kaymorphic disorder is seen as
reflecting the displacement of a sexual or an emnafi conflict onto a nonrelated
body part; such a putative association occurs tfirabe defense mechanisms of
repression, dissociation, distortion, symbolizatiamd projection.

Diagnosis and Clinical Features



There are several likely places to find patienthwhis uncommon disorder: in a
mood disorders clinic, in a plastic surgery clirdaod in a dermatology clinic. A
patient with a body dysmorphic disorder might resjuinoplasty; removal of facial
sags, jowls, wrinkles, or puffiness; or breast rdiun or augmentation. In a clinic for
refractory and recurrent depression a patient thighdisorder might request relief
from a depression caused by an imagined but buodem$odily defect, but because
of embarrassment or shame might not reveal thdaagliing of a body part. In a
dermatology clinic, the concern could be acne,rsugror blemishes. It is a secret
disorder, often not admitted to, yet it is oftetinae-consuming one that engages the
patient for many hours during the day with actestsuch as excessive checking of
the defect in mirrors or other reflective surfacgdan picking, hair combing, or
frequently asking others for reassurance. Fregaecampanying symptoms,
presumably related to suffering from discomfort attappearance in social situations,
are insomnia, depression, and anxiety. Socialtisoladissatisfaction with
relationships, shame, and low self-esteem arecalsonon.

Facial flaws are the most common defect in bodymdyghic disorder. Other body
parts that sometimes become a focus include haasks, and genitalia. Commonly
associated with the distorted belief about appe&r@&an unrealistic concept of how
much one's image can be improved by surgical ietgign. Some clinicians report
that these patients, for all their preoccupatiothheir defect, still are vague or
inconsistent in the description of it.

Family histories of substance abuse and mood dis@med common in reported cases.
Also predisposing to the disorder may be certgnes$yof personality characteristics,
especially a mixture of obsessional and avoidaitistrbut no single personality
pattern predominates. Reportedly the patientstareself-absorbed, and overly
sensitive to their imagined defect as a focus titear criticism. As adolescents,
some reports hold that they had few friends andioseldated. There may be some
ideas of reference related to the body dysmorpisierder, but otherwise there is no
formal thought disorder. The major abnormality oental status examination is the
lack of insight into the nature of the problem. Teab6—17 lists the DSM-IV criteria
for body dysmorphic disorder.

Table 16-17. DSM-IV Diagnostic Criteria for Body&morphic Disorder

A. Preoccupation with an imagined defect in appsagalf a slight physical anomaly
is present, the person's concern is markedly exeess

B. The preoccupation causes clinically significdistress or impairment in social,
occupational, or other important areas of functigni

C. The preoccupation is not better accounted faarimther mental disorder (e.g.,
dissatisfaction with body shape and size in anaragrvosa).

Reprinted with permission from American Psychia&gsociation: Diagnostic and
Statistical Manual of Mental Disorders, ed 4. © Armoan Psychiatric Association,
Washington, DC, 1994.

Differential Diagnosis

Body dysmorphic disorder patients have an overvhldea about their defective
appearance. A number of other psychiatric disorde¥salso accompanied by odd or
unusual ideas about the body. In general suchratege best accounted for
diagnostically by considering other major psyclwatiisorders as primary, and
adding that body dysmorphic symptoms are also pteBer example, especially in
the early phases of schizophrenia some patientshianag somatic delusions for which



they seek correction by cosmetic surgery. In sades there is an absolute conviction
of ugliness as well as other bizarre delusionsprttiaps even hallucinations.

Other disorders with body dysmorphic symptoms idelmood disorder, narcissistic
personality disorder, and anorexia nervosa, in sustances, both diagnoses should
be made. Melancholically depressed patients oféenre ladditional delusions about
some aspect of their body's inadequacy or defdxt.pfesence of a mood disorder, if
suspected, can be further elucidated through thegaf the appropriate medical
history. Patients with narcissistic personalityodier have a continual interest in their
appearance and a long history of interpersondtdlffes that overshadows the body
image problem. Constant preoccupation with featssbity and inadequacy in an
obviously malnourished person may be best clagsiéfseanorexia nervosa.

A certain proportion of patients with obsessive-paoisive disorder also have body
dysmorphic disorder, in which case both disordboakl be diagnosed. If the patient
has obsessions about appearance and associatedlsimpehaviors (such as
mirror-checking), the diagnosis of obsessive-comipaldisorder is not made if the
obsessions only concern aspects of appearance.

Isolated somatic delusions unrelated to appearamde@ccompanied by absolute
certainty without other evidence of thought disoraie best classified with the
delusional disorders. The belief that one's gersleot rightly assigned (according to
the appearance of the external genitalia at bistbgtter accounted for by a diagnosis
of gender identity disorder. Opinions still varytasvhether monosymptomatic
hypochondriacal psychosis (a delusion about a siseadisfigurement in a body
part) and body dysmorphic disorder are one or tisorders. DSM-1V allows for
double coding if it seems relevant to the clinician

Course and Prognosis

Onset of the disorder may be gradual, during cbitadh adolescence, or in the 20s.
Discontentment may build for several years befbeggerson considers some type of
definitive surgical correction; however, surgiaaatment produces no relief. Several
long-term follow-up series of patients who have engdne cosmetic surgery have
indicated the frequent later emergence of even mevere psychopathology.
Treatment

Neither surgical nor psychotherapeutic interventias had any significant long-term
impact on decreasing the preoccupation with defediodily appearance in most
patients with body dysmorphic disorder. There aseaeports that psychotherapy
alone has helped some patients with this disopgdesumably those helped most by
this treatment modality are more emotionally intéctt current thinking in the field is
that psychotherapy and medication are both indicate

Case reports note positive effects from tricycliegs, monoamine oxidase inhibitors
(MAOQIs), and pimozide (Orap), a dopamine-receptaagonist. Recent preliminary
data now support the efficacy of SSRIs and cogeibighavioral therapy. Moreover,
the efficacy of SSRIs appears to be greater thainattricyclic drugs, which in turn
are more effective than the MAOIs. Augmentatiors8RIs with buspirone (BuSpar)
and antipsychotic agents, as well as the combimati&GSRIs also appears to be
promising. However, to date there have been naaled pharmacotherapy trials.
Some patients refractory to the tricyclics and MA®@ave recently been shown in
open trials to respond to antidepressant and asggsional agents with potent
serotonin receptor blockade, such as fluoxetinez#s) and clomipramine
(Anafranil).

After maximal treatment response, some patients oty dysmorphic disorder may
still retain remnants of their bodily preoccupatibat symptom intensity is often



diminished enough to allow patients to resumedadial and personal lives.
However, relapse when patients are taken off madicégs common.
SOMATOFORM DISORDER NOT OTHERWISE SPECIFIED

This is the second of the residual categorieshiersomatoform disorders. Like the
first residual category, undifferentiated somatofalisorder, this category was
created in order to classify certain somatofornoisr patients whose symptoms and
associated disability do not fit the full critef@ other somatoform disorders. The
diagnostic criteria for somatoform disorder notesthise specified are presented in
Table 16-18. Patients with this disorder have céilty significant distress or
disabilities in social, occupational, or other imjpot areas of functioning.

Table 16-18. DSM-IV Diagnostic Criteria for Somiarm Disorder Not Otherwise
Specified

This category includes disorders with somatoformsypms that do not meet the
criteria for any specific somatoform disorder. Exédes include:

1. pseudocyesis: a false belief of being pregtiattis associated with objective
signs of pregnancy, which may include abdominahg@ment (although the
umbilicus does not become everted), reduced mextgtow, amenorrhea, subjective
sensation of fetal movement, nausea, breast engergeand secretions, and labor
pains at the expected date of delivery. Endocrirages may be present but the
syndrome cannot be explained by a general medicalitton that causes endocrine
changes (e.g., hormone-secreting tumor).

2. adisorder involving nonpsychotic hypochondalasymptoms of less than 6
months' duration.

3. adisorder involving unexplained physical coamms (e.g., fatigue or body
weakness) of less than 6 months' duration thate@trdue to another mental disorder.
Reprinted with permission from American Psychia&gsociation: Diagnostic and
Statistical Manual of Mental Disorders, ed 4. © Aioan Psychiatric Association,
Washington, DC, 1994.

NEURASTHENIA

Neurasthenia, literally a lack of nerve energy, weascribed by George M. Beard at
the end of the nineteenth century to account femptnysical and mental exhaustion
arising from the depletion of nervous resourcess Tihding has given rise to
numerous theories but little controlled researdte d@iagnosis is not included in
DSM-IV, nor was it included in DSM-III or DSM-III-RIn DSM-I the condition was
called psychologic nervous system reaction andSiMBI it was called neurasthenic
Nneurosis.

Neurasthenia is still diagnosed with some frequendysia and Russia but not the
United States. Particularly in Asia, researcheketaund neurasthenia to be a
culturally sanctioned idiom of distress. In ICD-1@p main types of neurasthenia
occur, with considerable overlap. One type hasdgminance of increased fatigue
after mental effort, thus associated with a de@@agob performance or coping with
activities of daily living. Difficulty in concenttéon, unpleasant distracting
associations or recollections, and generally ingffit thinking have all been reported.
The other type has physical weakness and exhautemonly a minimal physical
effort, accompanied by muscular aches and painsanaability to relax. Both types
also have a variety of unpleasant physical feelinglsiding dizziness, tension
headaches, and feelings of general instabilityeR&t also worry about decreased
mental or physical well-being and have irritabiléigd anhedonia. Varying degrees of



minor anxiety and depression are also common. Stegpbe disturbed with initial or
middle-phase insomnia or hypersomnia.
According to ICD-10, the condition must be predentmore than 3 months and have
either (1) persistent and distressing complainfeelings of exhaustion after minor
mental effort or (2) persistent and distressing glamts of feelings of fatigue and
bodily weakness after minor physical effort (Tab6e-19). Moreover, the patient is
unable to recover from the symptoms of exhaustrdiatoggue by rest, relaxation, or
entertainment.
Table 16-19. ICD-10 Diagnostic Criteria for Neuresnia
A. Either of the following must be present:
(2) persistent and distressing complaints of femliof exhaustion after a minor
mental effort (such as performing or attemptingéoform everyday tasks that do not
require unusual mental effort);
(2) persistent and distressing complaints of fegliof fatigue and bodily
weakness after minor physical effort;
B. At least one of the following symptoms must besent:
(2) feelings of muscular aches and pains
(2) dizziness;
3) tension headaches;
4) sleep disturbances;
5) inability to relax;
(6) irritability.

The patient is unable to recover from the symmstan criterion A (1) or (2) by
means of rest, relaxation, or entertainment.
D. The duration of the disorder is at least 3 msnth
E. Most commonly used exclusion clause. The digaides not occur in the
presence of organic emotionally labile disordestpncephalitic syndrome,
postconcussional syndrome, mood disorders, pasardkr, or generalized anxiety
disorder.
Reprinted with permission from World Health Orgaatian: The ICD-10
Classification of Mental and Behavioural Disordddgagnostic Criteria for Research.
© World Health Organization, Geneva, 1993.

Prevalence studies indicate that, using ICD-1@&f about 1 percent of the
population have had this condition for more thandhths and 10 percent have it for
more than a month during the past 10 years. Aneepiclogical study of Chinese-
Americans reported that 6.4 percent of the subjeatisneurasthenia, and only 3.6
percent of those had no other current or lifetiregcpiatric diagnoses.

The cause of neurasthenia seems to be pleomowpliicproponents implicating
mood disorders, anxiety disorders, or conversisordiers. Others propose viral
sequelae while still other investigators searchramce mineral deficiencies. Obscure
neuromuscular conditions, cryptic immune dysfunttiend chronic fatigue syndrome
have also been implicated in the cause of neunaisthBespite the broad range of
unproven theories, individuals can be consideratdgpacitated with symptoms of
fatigue and fatigability, with or without accompamy anxiety. Diagnostic workup of
the fatigue syndrome by definition is unrewardiregduse a medical condition
causing fatigue would by definition exclude thegihasis of neurasthenia.

There is no best treatment for neurasthenia. Rarmahcontrolled trials have not
been completed. In clinical practice, trials ondepressant agents such as the
activating selective serotonin reuptake inhibitamgl psychostimulants such as



methylphenidate (Ritalin) or amphetamines have lbeed. It may be that sleep,
tincture of time, and empathic support are the tseatment modalities, but this has
not been proven.

Mrs. B. is a 45-year-old married accountant who &a@specially promising career
with a large national firm for 5 years until, 10ays ago she developed the gradual
onset of neurasthenic symptoms of fatigue, diffusiscle aches, and fitful sleeping
following a series of major psychological stressoctuding a secret extramarital
affair. Her primary care physician prescribed nautsic treatments including
nonsteroidal anti-inflammatory agents and restiadlittle avail.

Two years after the onset of her neurastheniagefieloped an acute depressive
episode with multiple somatic complaints. She vedsrred to a psychiatrist who also
noted that her mother had multiple sclerosis, magiconsiderable physical care
from all her children as they grew up.

During treatment for this major depressive episddies, B.'s depression and
neurasthenia improved gradually, but she experénudtiple side effects from
fluoxetine, cyclobenzaporine (Flexeril), and eviea low-impact swimming program.
In addition to medication, she was treated withawedral therapy that focused on
diminishing her catastrophizing about her bodilgssgions. In supportive
psychotherapy she benefitted from working througtihlsome of her insoluble family
conflicts and her grief about letting go of herthizareer aspirations.

Her energy gradually increased toward normal. Hepspattern of multiple
interruptions and early-morning awakening improgedsiderably. Her overall
outlook on a life of diminished expectations amelted markedly.

Now 10 years since the onset of her neurasthemeastdl has mini-relapses of
persistent and vexing exhaustion; when others eetahing better, they make
demands on her for emotional or physical suppeait $he can not directly refuse. She
has not returned to gainful employment.

CHRONIC FATIGUE SYNDROME

Fatigue is one of the most common symptoms infati@dical practice. The nature of
chronic fatigue syndrome, however, remains verytroeersial. This syndrome has
been defined by the Centers for Disease ControlddDb 1988 as a disabling
disorder with a combination of a certain numbenafspecific symptoms such as
fluctuating levels of fatigue, various combinati@fsreuromuscular and
neuropsychological symptoms, chronic pain, malaistl fevers, and anxiety.
According to the latest CDC criteria, it is a cdrah that has been clinically
evaluated and still remains as an unexplainedjgtens, or relapsing chronic fatigue
that is of new or definite onset in a previouslglil®y person; is not the result of
exertion; is not substantially alleviated by restd results in substantial reduction in
previous levels of occupational, educational, dpoiapersonal activities (Table 16—
20).

Table 16-20. 1994 CDC Criteria for Chronic Fatiggadrome

A. Severe unexplained fatigue for over 6 monthsitia

(1) of a new or definite onset

(2) not due to continuing exertion

(3) not resolved by rest

(4) functionally impairing

B. The presence of four or more of the followingwesymptoms:

(1) impaired memory or concentration

(2) sore throat

(3) tender lymph nodes



(4) muscle pain

(5) pain in several joints

(6) new pattern of headaches

(7) unrefreshing sleep

(8) postexertional malaise lasting more than 24$ou

Since the time of the original CDC definition théi@ve been a few minor revisions in
criteria. The debate continues on whether chraatigde syndrome is a psychiatric
illness or a somatic one with emotional components.

The prevalence of chronic fatigue syndrome is gdtda determined. In one recent
primary care clinic study, of 686 patients speailfic examined for fatigue, 77
patients were identified as having chronic fatignd 17 cases met criteria for chronic
fatigue syndrome. To date, there has been no conyresed epidemiological
investigation of this condition, only studies fr@mmary-care practices. Hence there
is no data of this condition that is not biasecblp-seeking and access to health
care.

In the absence of a clear cause, chronic fatigndreyne has been disparagingly
called "the yuppie flu," neurasthenia, and maskegatession. Viral or postviral
etiologies have also been considered, with diaghsseh as myalgic
encephalomyelitis and chronic Epstein-Barr virodier being in vogue for a while.
Studies of these viral etiologies have not seemédxbtrelevant to a large segment of
those with chronic fatigue syndrome, but recendissinote a persistent enterovirus
or herpes virus 6 in some cases. An overlap witfofitis or fioromyalgia has also
been considered, but this is not particularly ilimating because it only links a poorly
understood rheumatic condition with another eves dearly defined, fatigue-
defined condition of unclear etiology.

Medical anthropologists have seen chronic fatiguelsome as a vehicle for
negotiation of change in interpersonal worlds. Agblogist recently suggested that
there might be a nasal fatigue reflex, akin toataistic but well-documented diving
reflex. According to this hypothesis, the nasabia¢ reflex could produce the
debilitating fatigue that would in turn give thdlited individual the time to heal
before having to face a hostile environment. Braagnetic resonance imaging (MRI)
studies of 43 patients with chronic fatigue syndepgompared to controls,
demonstrated that no MRI pattern of white matteroatmalities is specific.
Psychiatric factors have been strongly associat¢hde etiology of chronic fatigue
syndrome. For example, certain clinical sampleshaported that almost half of
their cases have had antecedent psychiatric disosdeh as depression, phobias, or
other anxiety disorders. In a recent matched stdid14 subjects with chronic fatigue
syndrome from a nonspecialist, nonreferral settingst of the index subjects were at
considerably greater risk of current psychiatrgodder than were control subjects.
The likelihood of psychiatric disorder was six tergreater in these chronic fatigue
syndrome patients than in the matched controls velvafuated either by interview or
by questionnaire. Other studies of subjects whe handergone neuropsychological
testing indicate that at least a subset of patwittschronic fatigue syndrome
experience significant impairments in learning ameimory. However, a primary
psychiatric etiology for chronic fatigue syndronseypically stoutly denied by
patients with this syndrome, especially by those ate members of the chronic
fatigue syndrome national peer support groups.



Chronic fatigue syndrome is most likely to be aehegenous condition, with fatigue
being only a final common pathway. At this phaseeskarch on the condition, it is
not possible to speak with certainty about thel@gip of this complicated condition.
Whether chronic fatigue syndrome should be consitlas a special class of mood
disorder with somatic symptoms (specifically fagyuor a somatoform disorder not
otherwise specified, or a combination of a psychuatisorder with an unidentified
infectious agent, or even some combination of tlteselitions, remains to be
clarified. Using strict DSM-III-R criteria, a recestudy demonstrates that very few
chronic fatigue syndrome patients have somatizatisorder.

Treatments for a presumably heterogenous condititman unknown cause typically
should involve a multidisciplinary approach invelgipsychological, physiological,
and social factors. Possible concomitant psychiaisorders could most likely
benefit from a psychopharmacological trial. Mangesttypes of treatments are being
used for this debilitating illness, with even etecplum blossom needle therapy
having its adherents in the literature. Two randmdicontrolled trials of cognitive-
behavioral therapy (compared with relaxation themproutine practitioner care)
indicate that cognitive behavioral therapy has &wutigal impact on the disability and
symptoms of patients with this disorder.

Miss J. was a 35-year-old single white librariathva benign medical past and no
psychiatric symptoms prior to developing a flu-likeess. After 10 days the acute
episode passed, but she continued to feel lethargiaeadily fatigued. Two weeks
after the onset of this illness, she returned tokvibnit was unable to complete her
usual 8-hour days because of increasing exhaustidra newly developed set of
symptoms: gradually evolving, diffuse muscle andtjpain.

Her primary care physician suggested naproxen @$3p) and gave her
encouragement while counseling patience. The piaysiwoted nothing unusual about
her mood, and prescribed hypnotic agents to imphevesleep. There was no
improvement, however, on 10 mg of zolpidem (Ambi&t)e then started having
squeezing bitemporal headaches. After 3 monthsywakaeferred to a rheumatologist
who tried to start her on amitriptyline (Elavil) B@g at night. The patient protested
vehemently, denying that she was depressed, jypstim

Previously she had been a conscientious employe&bahrarely taken leave or
missed work because of illness. After 3 monthdf iliness, however, she was
forced to take a leave of absence, returning ®with her mother since she no longer
had any income. She continued to "hurt all oveg$vethargic and irritable, and slept
poorly because of pain. When she slept, she reptra she no longer awoke
refreshed.

Six months after the onset of her original symptoshe self-referred to an academic
health center's rheumatology clinic where she prtesieas an afebrile and otherwise
healthy woman who was angry about her protractedss and her living situation.
She admitted to difficulty with concentration. Joaxamination revealed full range of
motion with no red, hot, or swollen joints; tengeints were present at all 18 sites.
Her rheumatologist prescribed amitriptyline 25 magight for 4 days and then told to
increase the dose by one tablet until she achibetdr sleep or reached a dosage of
150 mg. Still protesting that she was not depresssgltook the antidepressant
medication because she was desperate for religforth later she returned to the
rheumatology clinic, still hostile and impatientthvittle change, and she was then
prescribed 20 mg of fluoxetine in the morning imidéidn to the amitriptyline at night.



Within a month of this regimen, she was somewharaved in her mood, sleep, and
joint symptoms. However, she still continues todapisodes of fatigue, usually
related to stressful life events. She had notgtetrned to the work force.



