
Letters to the Editor

Tramadol-Induced Mania

TO THE EDITOR: Stimulants and antidepressants have been
shown to induce manic episodes in patients with bipolar dis-
order (1). Tramadol is a novel centrally acting synthetic anal-
gesic unrelated to opiates. Its proposed mechanism of action
is the binding of µ-opioid receptors and the inhibition of se-
rotonin and norepinephrine reuptake. To our knowledge, no
cases of mania associated with tramadol have been reported;
we report here a possible episode of tramadol-induced mania.

Ms. A was a 27-year-old woman with a 2-year history of
bipolar disorder. Her initial manic episode occurred while
she was taking prednisone, 20 mg/day, for an upper respi-
ratory infection. She was hospitalized for 4 weeks; her
manic symptoms were managed with a regimen of valproic
acid, 2000 mg/day; carbamazepine, 400 mg/day; and halo-
peridol, 8 mg/day. The valproic acid and haloperidol regi-
mens were tapered and discontinued 6 months after dis-
charge because of nausea, sedation, and concern about
extrapyramidal side effects. Ms. A was maintained on a
regimen of carbamazepine for 15 months and experienced
no manic or depressive symptoms. She subsequently discon-
tinued carbamazepine treatment because of mild sedation
and denial of illness. She remained asymptomatic for 5
months, during which time she received no mood stabilizers
or nonpharmacological therapy.

After a motor vehicle accident, Ms. A was prescribed
tramadol, 100 mg t.i.d., as needed for relief of lower back
pain. She had previously taken opioid analgesics and had
experienced no adverse effects. By the fourth day of tra-
madol treatment (200 mg/day), she had marked insomnia
that was characterized by only 3 hours of sleep each night.
In addition, she described feeling “hyper” and “keyed up.”
She also demonstrated rapid speech, euphoric mood, gran-
diose delusions, and greater psychomotor activity. She
agreed to discontinue the tramadol treatment and restart a
regimen of carbamazepine, 400 mg/day. Within 2 weeks,
she was completely euthymic.

It is possible that this patient experienced a natural recur-
rence of her mania. The temporal relationship of her symp-
toms to the tramadol use is intriguing, particularly since her
initial manic episode was apparently medication induced.
Pre-clinical studies have demonstrated that tramadol blocks
norepinephrine reuptake (2). In addition, the manufac-
turer’s product information indicates that tramadol is a se-
rotonin reuptake inhibitor. Thus, it is possible that tramadol
might induce mania in a manner similar to that of antide-
pressants. A recent open investigation suggested that trama-
dol may be a useful antidepressant augmentation agent, par-
ticularly in patients with pain syndromes (unpublished 1996
study of J. Fanelli and C. Montgomery). Although a recent
case report suggested that tramadol worsened depressive
symptoms in a patient who had been previously stabilized
with antidepressant medication (3), we believe the pharma-
cological effects of tramadol, including its potential to in-

duce mania, may be important when considering its use in
patients with mood disorders.
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Psychotic Episode Associated With Dexfenfluramine

TO THE EDITOR: Dexfenfluramine has recently been intro-
duced for the treatment of obesity. Dexfenfluramine exerts
its anorectic effect by causing a blockade of presynaptic se-
rotonin release and reuptake. Although other adverse cen-
tral nervous system effects such as fatigue, drowsiness, im-
paired concentration, insomnia, and headache have been
reported (1–5), a literature search revealed no cases of psy-
chotic episodes associated with dexfenfluramine use; we re-
port here such a case.

Mr. A was a white, 48-year-old man with major depres-
sion. He had a history of alcohol and cannabis abuse but
had been sober and drug free for 2 years. He had never
experienced major depression until 1 year earlier, at which
time he experienced feelings of hopelessness, impaired con-
centration, and severe fatigue. He also gained more than
35 pounds within several months. He was placed on a regi-
men of doxepin, 200 mg/day, to which he responded well,
without any side effects. Two months before admission to
our unit, Mr. A’s primary care physician had placed him
on a regimen of dexfenfluramine, 30 mg/day, for treat-
ment of obesity after several unsuccessful dieting attempts.
Although he initially experienced insomnia for about 2
weeks, Mr. A’s sleep pattern eventually had returned to
normal.

On the day that Mr. A was admitted to the psychiatric
emergency room, he had become increasingly paranoid. He
blamed family members and the government for taking part
in a conspiracy against him and the citizens of the United
States. He eventually walked into a federal building in the
neighborhood and asked to see the visitor’s log. When his
request was denied by the security personnel, he became
violent. Mr. A’s extreme agitation and combativeness at the
time of admission necessitated the use of four-point re-
straints. He was responding to internal stimuli and blaming
the medical staff for being a part of the conspiracy against
him. He had pressured speech and exhibited grandiose and
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paranoid delusions, e.g., “I knew the truth about what hap-
pened to that airplane.” He responded well to a 5-mg in-
tramuscular dose of droperidol that was administered
shortly after admission. A urine toxicology screen and a
blood alcohol test revealed that no alcohol or illicit drugs
had been ingested. No electrolyte imbalance was deter-
mined from routine laboratory tests. There was no history
of psychotic disorder in the family. Mr. A was given intra-
muscular haloperidol, 2 mg b.i.d., during the subsequent 24
hours of his hospital stay. He was discharged, and his symp-
toms resolved completely within 72 hours after dexfenflu-
ramine discontinuation. He was able to go back to work
within a week.

In this report we described a psychotic episode associated
with dexfenfluramine use in a patient with major depression.
The patient never had any psychotic disorder before the cur-
rent episode. This episode could have been a rare adverse ef-
fect of dexfenfluramine alone or the result of an interaction
between dexfenfluramine and doxepin, a tricyclic antidepres-
sant agent that inhibits the reuptake of norepinephrine into
the nerve terminals at the synaptic level. Considering the size
and the high motivation of the target population, the pharma-
cologic actions, drug interactions, and adverse effect profile
of dexfenfluramine need to be reevaluated. Even more impor-
tant is the responsibility of all physicians to closely follow their
patients after prescribing a newly approved drug.
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Treatment of Psychotic Depression

TO THE EDITOR: A number of case reports have suggested
that clozapine, with its broad pharmacological activity, may
be useful in the treatment of psychotic depression. Parsa et
al. (1) found clozapine to be useful and well tolerated in a
patient with Parkinson’s disease for whom the use of a
standard neuroleptic had been problematic. Likewise, Dassa
et al. (2) found that clozapine was effective in treating psy-
chotic depression in a 40-year-old patient for whom conven-
tional treatments, including ECT, had been ineffective.
Olanzapine shows many of the pharmacological properties
of clozapine but has a better side effect profile (3). We pre-
sent a case that suggests that, like clozapine, olanzapine
monotherapy may be an effective treatment for psychotic
depression.

Mr. A was a white, 59-year-old man whose approximately
6-year history of depression (characterized by despondency,
fatigue, anhedonia, crying bouts, and anorexia) followed the
death of his mother; he had never sought treatment. Ap-
proximately 2 months before seeking consultation, he began
to experience increasingly severe paranoid delusions that he
was being monitored by video cameras in his home, that his
food was being tampered with, that he was being followed,
and that his life might be in danger. His baseline scores on
the 21-item Hamilton depression scale and the Brief Psychi-
atric Rating Scale (BPRS) were 33 and 73, respectively.

Results of routine laboratory analyses revealed no ab-
normality, and the medical history was unremarkable.
Various treatment options were reviewed, and olanzapine
was suggested for treatment of the prominent psychotic
symptoms because of its favorable side effect profile. The
plan was to initiate olanzapine treatment and subsequently
add an antidepressant as needed. Mr. A had been reluctant
to take medication but consented to start a regimen of
olanzapine, 5 mg/day. There was no significant change in
the depressive or psychotic symptoms after 1 week, so the
dose was increased to 10 mg/day. The drug was well tol-
erated, with only mild dizziness and nausea noted at the
higher dose. Orthostatic blood pressure was within normal
limits. Four weeks later, Mr. A began to question if he was
really being monitored by other people or whether it was
all in his mind. He was less motorically retarded and more
verbal and reported feeling better. By week 6, his Hamilton
depression scale score had dropped to 13, and his BPRS
score fell to 38. Beck Depression Inventory scores fell ap-
proximately 34% during this period. His family confirmed
substantial improvement in Mr. A’s activity level, mood,
and paranoia.

There are several possible explanations for the efficacy of
olanzapine monotherapy in this patient. Olanzapine’s phar-
macological properties include antagonism of dopamine (D1–
D4) receptors, as well as serotonin (5-HT2), muscarinic, α-1,
and histamine receptors (3). It is conceivable that olanzapine,
with its moderate 5-HT2 antagonism and broad dopamine
antagonism, has both primary antidepressant effects and anti-
psychotic effects.

On the other hand, the marked improvement in depression
may have been largely secondary to the improvement in psy-
chotic symptoms. As the paranoia gradually subsided, the pa-
tient became less anxious and more hopeful and generally felt
better. In contrast to the rater’s assessment, the patient felt
that “thinking” had benefited more than mood but endorsed
improvement in both areas. It is conceivable that continued
benefits will result with longer treatment. Given its broad
pharmacological activity and relatively benign side effect pro-
file (4), olanzapine appears to warrant further research in the
treatment of psychotic depression.
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High-Dose Olanzapine for Treatment-Refractory Schizophrenia

TO THE EDITOR: Olanzapine, an atypical antipsychotic, has
been found superior in efficacy to haloperidol for the treatment
of schizophrenia, with fewer extrapyramidal side effects (1, 2).
The current guidelines for olanzapine use in schizophrenic pa-
tients suggest a maximum dose of 20 mg/day; the safety of doses
above this level have not yet been evaluated in clinical trials.
However, many patients, including those classified as having
responded to olanzapine, continue to have substantial psycho-
pathology after 6 weeks of treatment. The primary purpose of
this letter is to describe the treatment-emergent side effects that
result from the administration of high doses of olanzapine to
patients with treatment-refractory schizophrenia.

Eight male patients with chronic schizophrenia and refrac-
tory symptoms were treated with a regimen of olanzapine that
began at 5 mg/day and was titrated up to 30 mg/day in five
patients and to 40 mg/day in three patients. The patients’
mean age was 43 years (range=29–61), and the mean length
of the current hospitalization was 96 months (range=9–211).
Before assessment, patients had been receiving high-dose olan-
zapine for at least 12 days. Extrapyramidal side effects were
assessed by using the Modified Simpson Angus Scale (3); other
side effects, including blood dyscrasias, were assessed by pa-
tient interview and chart review.

Of these eight patients, five were found to have acute extra-
pyramidal side effects (akathisia [N=1], parkinsonism [N=2],
both akathisia and parkinsonism [N=2]). All symptoms were
mild; only one patient required treatment with benztropine and
propranolol. One additional patient had questionable parkin-
sonism. Mild daytime drowsiness and dry mouth were reported
by five and three patients, respectively. No other side effect was
reported by more than one patient. When questioned about how
side effects with olanzapine compared with all previous stand-
ard antipsychotic medications, four patients reported feeling
better, three felt the same, and one felt worse.

The treating psychiatrists reported that all patients continued
to manifest prominent psychotic symptoms at these doses.
However, social functioning improved in four of the eight pa-
tients, with two being markedly more organized in thought and
behavior.

Overall, olanzapine treatment at doses greater than 20
mg/day was well tolerated, although a greater prevalence of
extrapyramidal side effects was found at these doses (4). The
efficacy of olanzapine at high doses for some refractory schizo-
phrenic patients is suggested by these cases but remains to be
firmly established.
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Androgenic Activity in Autism

TO THE EDITOR: In four of 12 prepubertal autistic children
(6–10 years old) in our inpatient child psychiatry department,
we have observed precocious secondary sexual characteristics
(growth of pubic hair, increase of testis volume) that suggest
high androgenic activity in infantile autism. In addition, there
are four times more male than female autistic patients (1).
These observations are consistent with Geschwind and Gala-
burda’s theory (2): excess testosterone in the fetus may cause
anomalies in the development of the left hemisphere, which in
turn provoke cognitive dysfunction such as that found in sub-
jects with autism.

To test our hypothesis of a hyperandrogeny and autism asso-
ciation, we measured plasma testosterone and adrenal androgen
in nine drug-free inpatients with DSM-IV autism and 62 normal
subjects of same age, sex, weight (within 2 kg), and stage of
puberty. Written informed parental consent was obtained for
all subjects. The autistic group consisted of five prepubertal boys
and two prepubertal girls (8–10 years old), one pubertal boy (17
years old), and one pubertal girl (13 years old). Some studies
have shown a positive correlation between testosterone and ag-
gression (3). In order to control for this variable, we divided the
nine children into three groups according to their aggressive
behavior exhibited during the several months before the blood
drawing. Three of the children had exhibited explosive aggres-
sion against others (anger, broken objects, violence toward oth-
ers). Three engaged in self-mutilations, and three demonstrated
no aggression and were in a severe state of autistic withdrawal.
The appearance of aggression against others was associated
with having fewer of the main symptoms of autism (autistic
withdrawal, stereotypies, language dysfunctions).

The comparison group, chosen from a pediatric unit, con-
sisted of 21 prepubertal boys and 19 prepubertal girls (9–10
years old), nine pubertal boys (16–17 years old), and 13 pu-
bertal girls (12–13 years old). All blood samples were collected
at 10:00 a.m. Measures of plasma testosterone concentration
and adrenal androgen were made by immunoradiometry.

Results showed that three of the nine autistic subjects had an
abnormally high plasma testosterone concentration (over two
standard deviations above the mean for the comparison sub-
jects), with values above that of the highest in the comparison
subjects. Among the autistic subjects, plasma testosterone con-
centration values (ng/ml) were 0.64 for a prepubertal 10-year-
old boy, 8.8 for the pubertal 17-year-old boy, and 0.5 for the
pubertal 13-year-old girl, whereas the appropriate comparison
group means were 0.06 (SD=0.03, range=0.01–0.15), 5.51 (SD=
1.27, range=0.27–7.50), and 0.12 (SD=0.09, range=0.01–0.25),
respectively. These three children all showed aggression against
others. Thus, high plasma testosterone concentrations were
present in all autistic subjects who exhibited aggression against
others. The 10-year-old boy exhibited pubic hair growth. The
13-year old girl had a level of adrenal androgen (4.40 ng/ml)
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that was 500% higher than the mean level of the comparison
subjects (mean=0.88, SD=0.39, range=0.36–1.70). The other
autistic subjects showed normal adrenal androgen levels.

This is the first report of an association between abnormally
high androgenic activity and aggression in subjects with autism.
Although a previously reported study did not find group mean
elevations in plasma testosterone in prepubertal autistic subjects
(4), it appears here that in certain autistic individuals, especially
those in puberty, hyperandrogeny may play a role in aggressive
behaviors. Also, there appear to be distinct clinical forms of
autism that are based on aggressive behaviors and are not clas-
sified in DSM-IV. Our preliminary findings suggest that abnor-
mally high plasma testosterone concentration is associated with
aggression against others and having fewer of the main autistic
symptoms. Obviously, further studies are required with larger
samples and longitudinal assessments.
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Compliance Complications in Cardiac Patients

TO THE EDITOR: The article by Ranjit C. Chacko, M.D., and
colleagues (1) on psychiatric and psychometric predictors of
heart transplant survival confirms and extends findings that
we reported in 1995 (2). By using prospectively rated psychi-
atric, social, and demographic data obtained before the trans-
plant, we evaluated the impact of a number of psychosocial
variables on mortality, rejection episodes, and compliance in
75 heart transplant recipients followed for a mean of 13.9
months. We identified substance abuse history, personality
disorder, and the psychiatrist’s global rating of risk for post-
transplant psychosocial problems that affect management (a
measure that incorporated qualitative dimensional ratings of
coping and social support along with a number of other items)
as factors strongly associated with posttransplant noncompli-
ance and the number of rejection episodes. However, mortal-
ity was not significantly associated with any of the variables
we studied, which was not surprising given the limited cumu-
lative mortality in a study with brief follow-up and limited
group size.

Because of its design the study by Chacko et al. might be
characterized as hypothesis generating rather than hypothesis
testing. A prospective study of the identified coping, support,
and psychiatric diagnostic factors in a new cohort would be
invaluable. Nevertheless, as the authors note, the results to
date provide important confirmation for the “medical” value
of psychiatric and psychosocial assessment of heart transplant

candidates. In doing so, they also heighten the need to estab-
lish that targeted psychosocial interventions with high-risk pa-
tients can have a beneficial effect on outcome. Otherwise, be-
cause of the societal pressures on transplant programs to
maximize outcomes, these findings may be used punitively to
exclude some dying patients who might benefit from life-sav-
ing treatment. Many patients already view the psychiatric
evaluation before the transplant as a test that must be passed
to gain access to the procedure. We can hardly expect candor
from our patients if we are not in the position of trying to help
them in their struggle to survive.
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Dr. Chacko and Colleagues Reply

TO THE EDITOR: We welcome the opportunity to discuss
Shapiro et al.’s findings in relation to ours. Both investigations
linked psychiatric morbidity (e.g., personality disorder and
substance abuse) with compliance behavior and demonstrated
that clinician judgment of compliance behavior and psychoso-
cial risk and support can be related to different aspects of
health behavior. We share a common view that identification
of risk should lead to interventions to enhance outcome and
prolong life. Our philosophy is that certain candidate behav-
iors (e.g., smoking or drinking during end-stage lung and liver
disease) may preclude transplant but only until behavior
change can be demonstrated. Patients remain in control of
their own destiny provided that they demonstrate responsibil-
ity and seek help in overcoming serious personal obstacles
destructive of the organs they seek to replace.

We are puzzled by Shapiro et al.’s characterization of our
study as “hypothesis generating.” We would reserve hypothe-
ses for experimental manipulations or groundbreaking theo-
retical formulations, not verification of relationships properly
credited to the earlier research that we cited in our article.
Shapiro et al. also cite a briefer follow-up interval as a possible
reason for the failure to relate their variables to mortality.
However, they appear to have inappropriately used correla-
tion analysis rather than proportional hazard model statistics
to evaluate this relationship. They actually identified a larger
group (125 cases) than we studied but obtained ratings on
only 75. They did not report what portion of the 33 survivors
were included in their analysis, nor did they describe needed
comparisons between survivors and nonsurvivors for illness
severity before transplant. It is also notable that axis I condi-
tions were not considered or mentioned. We would encourage
the authors to consider this variable and reanalyze their data
by using survival analysis.

In addition to identifying treatable psychiatric conditions,
our findings suggest that evaluation needs to go beyond psy-
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chiatric diagnosis and consider other psychological behavioral
risk factors in order to properly forecast treatment outcome,
including health care utilization and survival time. Beyond
encouraging replication investigations, we hoped that our
study demonstrated the feasibility of routine evaluation of all
relevant (medical and behavioral health) factors with this
population as part of a continuous outcomes management
process integral to the clinical service. Our findings and those
of our predecessors should make a persuasive case for contin-
ued coverage of consultation evaluation and treatment efforts,
since psychiatric and behavioral health factors are clearly im-
portant components of the “major medical” condition (organ
failure) and treatment intervention (transplant). While mental
health services may have only recently gained parity with
other medical conditions, legislators, health benefit adminis-
trators, and our own medical brethren still need to recognize
that there is a continuum of behavioral and psychosocial as-
pects of health and illness that are, in fact, inseparable from
physical illness.
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Consistency of Traumatic Memories

TO THE EDITOR: We commend Steven M. Southwick, M.D.,
and colleagues on their empirical investigation of the consis-
tency of retrospective reports of combat-related traumatic
events (1). We concur that the field of traumatic stress all too
often treats retrospective reports as objective measures of ex-
posure, despite a lack of evidence to support their accuracy.
We have conducted similar research and have also found sys-
tematic inconsistencies over time in the retrospective accounts
of war-zone events among Somalia veterans (2). These find-
ings challenge the validity of the assumption that a significant
association between degree of combat exposure and posttrau-
matic symptoms represents a unidirectional relationship in
which exposure predicts posttraumatic stress disorder
(PTSD). In addition to emphasizing the need to show caution
when using retrospective reports of events as necessarily ob-
jective measures of exposure, these studies point to the impor-
tance of expanding the simple dose-response theory that de-
picts the relationship between exposure and symptoms in
causal models of PTSD (3).

Dr. Southwick and colleagues appropriately frame their
study within the larger context of current debate in the field
regarding the accuracy or inaccuracy of traumatic memory.
They conclude accurately that their findings “do not support
the notion that memory for traumatic events is fixed, indelible,
or stable over time.” However, given the enormous attention
and furor surrounding issues of recovered memories and false
memories, we feel it is important to clarify that neither these
findings, nor the findings from our research, speak directly to
the issue of recovered memories. As Southwick et al. note,
memories of events may have been “repressed” during the first
assessment and then recalled for the second one. Conversely,
reports of occurrence might have been inflated by sympto-
matic individuals. Also, Southwick et al. assessed reports of
exposure among individuals who were verifiably exposed to
a stressful situation. Thus, although these data confirm that
the reported frequency and intensity of known exposure may
change over time, they do not at all address the issue of

whether the occurrence of a potentially traumatic event might
be falsely reported by an individual. Finally, a statistical dif-
ference in reports of the frequency of events at different time
periods does not necessarily correspond to a clinically signifi-
cant difference in the total impact of exposure to potentially
traumatizing events. We hope that researchers will continue
careful investigation of the nature of inconsistencies in mem-
ory for potentially traumatizing events and the functional im-
pact of these inconsistencies.
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TO THE EDITOR: The finding by Dr. Southwick and col-
leagues that PTSD is not directly related to the memory of
traumatic events does not surprise me. After working with
Vietnam veterans and adult survivors of child abuse for more
than 20 years, I have become convinced that PTSD and disso-
ciative disorders arise in response to confusion, shame, isola-
tion, and possibly survivor guilt rather than trauma, pain, and
abuse.

In one case a Vietnam veteran related his PTSD to an inci-
dent in which he thought he would be point man on a patrol.
However, because of events outside his control this assign-
ment was given to another member of his unit, who was then
killed during the patrol. The subject felt that he was a coward
because he had not insisted on retaining the point assignment,
but he was too ashamed to share his feelings with other mem-
bers of his unit. He felt isolated through the rest of his service
time; PTSD subsequently developed. When the sequence of
events and their connection to his PTSD became clear to him,
he was able to share his memories with members of a PTSD
group that he was attending. His level of functioning sub-
sequently returned to normal.

Similarly, survivors of child abuse have told me again and
again that they could have dealt with the actual abuse but
could not deal with the sense of shame and guilt, the confusing
physical sensations that result from sexual abuse, and the con-
fusing multiple binds in which they were placed.

I postulate that there is a strong sense of shame associated
with events during which PTSD symptoms arise. As a conse-
quence, persons exposed to such events will not or cannot
share these experiences with anyone, especially those closest
to them (e.g., parents, other members of a combat unit). The
fear of exposing a shameful secret makes these people feel that
social situations are dangerous to them. They become hyper-
alert for fear that another might discover their secret.

The findings of Litz and colleagues (1) that generic rewards
of military service negatively predict PTSD could be reinter-
preted by using the aforementioned hypothesis. I suspect that
the positive feeling is not protective but, rather, can be devel-
oped only because the soldier was not exposed to any incidents
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that made him or her feel ashamed and consequently isolated.
Of course, people who can deal with their shame and guilt by
disclosing actions of which they are ashamed—as occurs in
psychotherapy, especially in groups—would not develop
PTSD or would be able to emerge from it. This may explain
Litz and colleagues’ finding that adult women, who are more
prone to discuss their feelings with other women, do not suffer
from PTSD as often as men (1).

Finally, if my views are correct, memory of a traumatic in-
cident is immaterial to the development of PTSD, dissociative
identity disorder, or dissociative identity disorder not other-
wise specified, since these conditions are the result of feelings,
not memories. Indeed, since confusion plays a major role in
the genesis of these conditions, memories may well be con-
fused, distorted, or absent at some time and present at others.
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Dr. Southwick and Colleagues Reply

TO THE EDITOR: We read with interest the letter by Dr. Roe-
mer and colleagues that described systematic inconsistency in
retrospective accounts of combat-related events among So-
malia veterans that resembled our findings among Desert
Storm veterans. We agree with Roemer et al.’s observation
that the findings in both studies do not directly address the
issue of recovered memories. As we noted in our article, there
were multiple possible explanations for the observed incon-
sistencies in memory. Further, because the study involved ret-
rospective accounts, it was not possible to know whether
events recalled at 1 month were more or less accurate than
events recalled at 2 years. However, in both our study and in
the study by Roemer et al., it is clear that memory changed or
was inconsistent over time. Such inconsistencies suggest that
recall at any one time point may be inaccurate.

Dr. French’s comments also were of interest. In several dif-
ferent veteran populations we too have found confusion,
shame, isolation, and guilt to be major concerns for combat
veterans with PTSD. However, we do not agree that PTSD
arises in response to these concerns “rather than” in response
to trauma, pain, and abuse. Further, we do not believe that
memories of a traumatic incident are immaterial to the devel-
opment of PTSD. Instead, we agree with Roemer et al. who
note that a simple dose-response model of the relationship
between trauma experiences and symptoms is insufficient. It
appears that multiple factors, including degree of traumatic
exposure, are related to level of PTSD symptoms.

STEVEN M. SOUTHWICK, M.D.
C. ANDREW MORGAN III, M.D.

DENNIS S. CHARNEY, M.D.
West Haven, Conn.

Borderline-Dissociation Comorbidity

TO THE EDITOR: The recent article by James J. Hudziak,
M.D., and colleagues (1) reported that female patients with
borderline personality disorder had high rates of comorbid

Briquet’s syndrome (hysteria), somatization disorder, anti-
social personality disorder, and substance abuse disorders.
Somatization disorder was emphasized, since patients were
evaluated by using both the DSM-III-R criteria for somatiza-
tion disorder and the criteria for Briquet’s syndrome (2),
which formed the basis for the DSM-III-R definition of somat-
ization disorder. Not surprisingly, all patients with somatiza-
tion disorder also met the criteria for Briquet’s syndrome.

However, the authors failed to mention possible comorbid-
ity with dissociative disorders. Both borderline personality
disorder and dissociative disorders tend to occur in female
patients who have experienced severe physical, emotional, or
sexual abuse during childhood. Saxe et al. (3) described a high
rate of comorbidity with borderline personality disorder in
psychiatric inpatients with dissociative disorders. It would
therefore have been of considerable interest if Hudziak et al.
had evaluated their patients with borderline personality dis-
order for the presence of dissociative symptoms.

Dissociative disorders are often underrecognized (3), and
studies such as that by Hudziak et al. that ignore the range of
psychopathology present in patients with borderline person-
ality disorder further contribute to this lack of recognition.
Correct diagnosis and appropriate treatment of dissociative
disorders have been shown to be effective, both in reducing
the high levels of distress experienced by these patients and in
achieving substantial savings in social welfare and mental
health service expenditure (4).
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Urge to Splurge

TO THE EDITOR: We read with interest the article on uncon-
trolled buying by Michel Lejoyeux, M.D., Ph.D., and col-
leagues (1). They review a topic of growing importance but
failed to note our previous work in the area (2). In a group of
46 persons with compulsive buying, we found substantial co-
morbidity (mood, anxiety, substance use, and impulse control
disorders). Over one-half met criteria for a personality disor-
der, but a special personality profile as suggested by Lejoyeux
et al. was not found. We believe that “primary” uncontrolled
buyers (i.e., without comorbidity) must be rare.

Lejoyeux and colleagues will be interested to learn that we
have recently presented preliminary data from an uncontrolled
trial in which 10 nondepressed subjects were treated with flu-
voxamine (mean dose=205 mg/day) (3). Nine subjects had
greater than 50% improvement in scores on the Yale-Brown

LETTERS TO THE EDITOR

Am J Psychiatry 154:11, November 1997 1629



Obsessive Compulsive Scale—Shopping Version, a modifica-
tion of the original instrument that we have shown to have ex-
cellent reliability and validity (3, 4). A randomized, double-blind
trial of fluvoxamine versus placebo is now underway. On the
basis of prior case reports, Lejoyeux et al. suggest that the effect
of antidepressant treatment is “especially marked when uncon-
trolled buying was associated with a depression.” In fact, these
medications have a variety of effects that have little to do with
mood, and, as we have shown, improvement with fluvoxamine
was unrelated to mood state.
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STEVE SCHLOSSER, B.A.
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Dr. Lejoyeux and Colleagues Reply

TO THE EDITOR: We completely agree with Dr. Black and
colleagues’ suggestion that “primary” uncontrolled buyers are
rare. The effect of serotonergic agents on compulsive buying
in nondepressed subjects raises very interesting clinical and
phenomenological questions. This effect can be understood as
an “anti-obsessive-compulsive action.” It corroborates a pre-
viously expressed hypothesis that suggests compulsive buying
is related to the obsessive-compulsive disorder spectrum (1).
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Repetitive Behaviors and D8/17 Positivity

TO THE EDITOR: Susan E. Swedo, M.D., and colleagues re-
cently reported that a trait marker for rheumatic fever (D8/17)
could identify children with pediatric autoimmune neuropsy-
chiatric disorders (obsessive-compulsive disorder [OCD] and
tic disorders) associated with streptococcal infections (PAN-
DAS) and Sydenham’s chorea (1). Eighty-five percent of chil-
dren with PANDAS, 89% of children with Sydenham’s cho-
rea, and only 17% of healthy comparison subjects were D8/17
positive (≥12% D8/17+ cells).

This is an important finding that has potentially far-reach-
ing consequences with respect to identification of subtypes of

OCD (2), understanding the relationship between Sydenham’s
chorea and OCD (3), defining the role of poststreptococcal
autoimmune factors in OCD (4), and developing new thera-
peutic strategies for these disorders (2). However, alternative
theoretical perspectives and additional methodological de-
scriptions may be helpful in gauging the full impact of these
important findings.

The childhood-onset variants of obsessive-compulsive and
tic disorders are known to have a marked male predominance
(5). Thus, gender may conceivably be a factor in the expres-
sion of D8/17 positivity. Since the groups appear to differ by
sex, with more male subjects in the PANDAS group (70.4%,
N=19 of 27) than in the healthy comparison group (29.2%,
N=7 of 24) (χ2=8.63, df=1, p=0.003), exploration of an over-
all sex effect on D8/17 positivity would be of interest. Like-
wise, mention of the prevalence of antistreptococcal antibod-
ies (i.e., anti-streptolysin O and anti-DNase B) in the groups
would be helpful in determining the relative rates of recent
streptococcal infection in each of the groups.

It is unknown whether D8/17 positivity is specific for PAN-
DAS, Sydenham’s chorea, and rheumatic fever or if it also
occurs in other neuropsychiatric disorders. Studies of psychi-
atric disorders without poststreptococcal symptom exacerba-
tion would help clarify whether D8/17 either is involved in an
autoimmune response or serves as a genetic marker for select
neuropsychiatric disorders. If D8/17 level were found to be
correlated with repetitive behaviors as measured by Yale-
Brown Obsessive Compulsive Scale severity, this might sup-
port a dimensional approach to D8/17 mediation of compul-
sive symptoms across traditional diagnostic boundaries.
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ERIC HOLLANDER, M.D.
GINA DELGIUDICE-ASCH, M.D.

LORRAINE SIMON, M.A.
CONCETTA M. DECARIA, PH.D.

BONNIE ARONOWITZ, PH.D.
SERGE MOSOVICH, M.D.
GREGORY ELDER, M.D.

New York, N.Y.

Dr. Swedo Replies

TO THE EDITOR: My colleagues and I appreciate the com-
ments of Dr. Hollander and his colleagues and welcome the
opportunity to provide clarification of the results described in
our recent article.
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As we reported, D8/17 was first identified as a trait marker
of rheumatic fever susceptibility and has been widely tested in
a variety of patient groups and in various epidemiologic sam-
ples throughout the world. There is no evidence to suggest
that attack rates of acute rheumatic fever differ between gen-
ders (although Sydenham’s chorea is slightly more common
among female adolescents with rheumatic fever than among
male adolescents). Similarly, there has been no evidence for
male-female differences in the rates of D8/17 positivity in pre-
vious investigations (1–3), nor did we find differences in rela-
tive rates of D8/17 positivity among male and female patients
in our study. Thus, at present, there is no evidence to suggest
that gender is related to D8/17 status.

In interpreting the results of recent neuropsychiatric inves-
tigations (4), it is important to remember that D8/17 was de-
veloped as a trait marker of rheumatic fever susceptibility.
Numerous rheumatic fever investigations and our increasing
experience with longitudinal D8/17 assessments in patients
with OCD and tic disorders (including Tourette’s disorder)
clearly demonstrate that D8/17 is not a state marker of strep-
tococcal reactivity. Subjects who are initially identified as be-
ing D8/17 positive remain in that category even when their
antistreptococcal titers fall to normal levels; conversely, nu-
merous subjects have been found to be D8/17 negative despite
markedly elevated antistreptococcal antibody titers, as seen in
the patients with well-documented acute poststreptococcal
glomerulonephritis, in which all patients had decreased com-
plement, high anti-streptolysin O or anti-DNase B titers, and
urinary signs of disease, yet had low D8/17 values (1). Because
the relative percentage of D8/17+ cells remains constant
among individuals across time, it is highly unlikely that the
percentage of D8/17+ cells will be found to correlate with
symptom severity. In fact, since D8/17 status is reported as a
dichotomous variable (positive or negative), it is difficult to
envision how it might be used as a “dimensional” variable.

We agree with Dr. Hollander and colleagues that D8/17 is
an interesting biologic marker worthy of further investigation.
Studies that examine rates of D8/17 positivity in various
neuropsychiatric disorders will help determine whether the
marker is related only to poststreptococcal immune dysfunc-
tion (as postulated) or if it may also serve as a marker of
neuropsychiatric vulnerability. The recent report by Dr. Mur-
phy and colleagues suggests that at the least, D8/17 is able to
identify an unselected group of patients with childhood-onset
obsessive-compulsive disorder (4).
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SUSAN E. SWEDO, M.D.
Bethesda, Md.

High Sucrose Preference in Alcoholic Men

TO THE EDITOR: Alexey Kampov-Polevoy, M.D., Ph.D., and
colleagues (1) demonstrated an enhanced preference for sweet
solutions in alcoholic men and suggested that this may indi-
cate a generalized alteration in rewarding response to hedonic
stimuli in those with alcohol dependence. Instead, their find-
ings may reflect a chemosensory adjustment to the effect of
alcohol on the olfactory system. Both acute alcohol intoxica-
tion (2) and chronic alcoholism (3) are associated with an
impaired olfactory ability. Smell is approximately 90% of
what is described as “taste” or flavor; hyposmic individuals
perceive food as bland or tasteless (4). In order to compensate,
spices and enhanced true taste (e.g., sugar) are added to food
(5). Therefore, through a learned response paradigm, these
alcoholic men may have developed preference for a higher
concentration of sugars, even in the absence of other foods.
Alternatively, because of chronic excess daily use of sugars,
they may have induced an up-regulation of their sweet taste
receptors, raising their sucrose threshold, and the associated
sucrose hedonic curve (6).

Thus, preference for higher sucrose concentration in alco-
holic men may just represent a behavioral compensatory re-
sponse for those with alcohol-induced olfactory loss.
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Dr. Kampov-Polevoy and Colleagues Reply

TO THE EDITOR: We would like to thank Dr. Hirsch for the
interesting suggestion that alcoholics’ preference for stronger
sucrose solutions may result from chemosensory adjustment
of the olfactory system to excessive alcohol intake. Although
we did not have the opportunity to review this issue in our
article, we agree that it is an important consideration.

The main finding of our pilot study was that a majority
of alcoholic subjects have a preference for stronger sucrose
concentrations, significantly more than what we found in
nonalcoholic comparison subjects. We analyzed several
mechanisms that may underlie this phenomenon, including
the possibility that it may be a “consequence of heavy drink-
ing that has altered taste sensitivity.” Although this factor,
including possible alterations in smell and taste, needs to be
further evaluated, we cited evidence in support of the hy-
pothesis that sweet liking in alcoholism may represent an
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underlying neurobiological trait. First, animal experiments
have indicated an association between preference for con-
centrated sweets and alcohol use in rats known to have a
genetically determined propensity to prefer or reject alcohol
before exposure to it (1). Second, 35% of our alcoholic sub-
jects showed a preference for lower sucrose concentration,
but there was no difference in the pattern or duration of
alcohol intake between “sweet-liking” and “sweet-dislik-
ing” alcoholics. Finally, 16% of our nonalcoholic subjects
had a preference for the most concentrated sucrose solu-
tion despite their minimal alcohol consumption. This last
observation is in agreement with the results from work in
healthy subjects, which indicated that sweet liking or sweet
disliking are psychophysical traits that are relatively stable
over time (2–4).

Nevertheless, we agree with Dr. Hirsch that further stud-
ies are needed to fully explain the mechanism of our ob-
served association between alcoholism and a preference for
stronger sweet solutions and that investigations of olfactory
and taste sensitivity are important. One strategy that we are
currently using to address the potentially confounding ef-
fects of heavy drinking is to study subjects at high risk or
low risk for alcoholism.
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Compulsive Sexual Behavior Characteristics

TO THE EDITOR: We commend Donald W. Black, M.D., and
colleagues (1) for their publication of empirical data that de-
scribe the phenomenology and axis I and II comorbidity asso-
ciated with “compulsive sexual behavior.” The authors over-
looked, however, our prior report that described DSM-III-R
axis I comorbidity in 60 male subjects with paraphilias (N=34)
and paraphilia-related disorders (N=26) who were seeking
psychiatric treatment (2). Our study both complements and
contrasts with the Black et al. findings.

As Black et al. noted, nonparaphilic sexual impulsivity dis-
orders are understudied, and uniform operational criteria to
characterize them are lacking. Their study used Coleman’s
compulsive sexual behaviors typology (3), which includes
some behaviors that are not clearly genital or sexual but are
more relational and romantic (e.g., compulsive fixation or
erotomania, multiple love relationships). We propose that the
term “paraphilia-related disorders” be used to describe non-
paraphilic sexual disorders, since this term does not implicitly
characterize the form of these disorders (e.g., as impulsive,
compulsive, or addictive). Paraphilia-related disorders are

sexual disorders that, like paraphilias, are repetitive, intrusive,
persist at least 6 months, and are accompanied by psychoso-
cial distress and impairment, but the specific behaviors are not
currently considered as socially anomalous or deviant. In our
research, the predominant paraphilia-related disorders are
ego-dystonic compulsive masturbation, protracted promiscu-
ity, and dependence on pornography. Less prevalent forms
include phone sex dependence, severe sexual desire incompati-
bility, and dependence on sexual accessories such as objects
(e.g., dildos) or drugs (e.g., amyl nitrate, cocaine) (2, 4). Al-
though it is not clearly noted in Black et al.’s report, our stud-
ies have consistently found that male subjects with para-
philias, including sex offenders, commonly have paraphilia-
related disorders as well.

In our comorbidity study, 28% of male subjects with
paraphilias and paraphilia-related disorders described a his-
tory of physical or sexual abuse, and the lifetime prevalence
of mood disorders (76.7%) (especially early-onset dysthymic
disorder [53.3%]), psychoactive substance abuse (46.7%) (es-
pecially alcohol abuse [40%]), and anxiety disorders (46.7%)
(especially social phobia [31.6%]) did not readily distinguish
the paraphilic from the nonparaphilic group. The different
prevalence rates of specific axis I disorders in our report, in
contrast with Black et. al., could be related to differing meth-
odologies used to establish axis I diagnoses and differing
methods of subject ascertainment.
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HIV and Depression

TO THE EDITOR: I appreciated reading the article by Judith
G. Rabkin, Ph.D., M.P.H., and colleagues (1). Their finding,
that HIV-infected men were not more depressed as their illness
progressed, is consistent with research on the relationship be-
tween negative life events and depression. As Kendler and col-
leagues have shown (2), the relationship is complex and
modulated by genetic predisposition. To that equation, Kler-
man would add such variables as early life experiences, per-
sonality traits, coping styles, and social supports (3). Rabkin
et al.’s cohort was predominantly white, well educated, gen-
erally middle class, and part of a supportive community. Thus,
these subjects were probably less likely to be predisposed to
depression.

As Rabkin and Struening have previously shown (4), the
association between negative life events and various illnesses
is generally weak. Perhaps we are getting beyond the stage of
looking for simple cause and effect relationships between life
stress and mood. We might instead look at HIV cohorts at
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greatest risk for depression: the poor, substance abusers, and
women. In our experience, baseline rates of depression in these
groups are quite high, and we are investigating how HIV prog-
ression affects these premorbid factors.

Treating depression in HIV groups at risk is important. De-
pression is a critical variable when one considers compliance
with treatment and immune system functioning (5). These is-
sues are particularly important given recent data on the need
for strict compliance when using protease inhibitors (in which
viral resistance can result from intermittent dosing). Thus, the
importance of treating depression in this population may go
beyond issues of quality of life. It may be critical to the pre-
vention and management of HIV progression.
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Dr. Rabkin and Colleagues Reply

TO THE EDITOR: Dr. Boland suggests that our finding that
HIV-positive men were not more depressed as their illness
progressed was related to their being predominantly white,
well educated, and in relatively secure economic and social
circumstances. He proposes that study of groups at greater
risk for depression among HIV-positive patients, such as the
poor, substance abusers, and women, might produce different
results.

During the years that we conducted our longitudinal study
of HIV seropositive and seronegative gay white men, we con-
ducted a parallel longitudinal study of HIV seropositive and
seronegative minority substance-abusing men and women (1).
We modified measures to accommodate the possibility of
shorter attention spans and lower literacy levels but otherwise
used parallel assessments and design.

We followed 121 men (69 HIV-positive, 52 HIV-nega-
tive) and 66 women (36 HIV-positive, 30 HIV-negative)
semiannually for seven visits. Attrition, unrelated to sex or
serostatus, was 33%. At study baseline, rates of major de-
pression and dysthymia ranged from 15% (HIV-negative
men) to 33% (HIV-negative women). Global impairment at
baseline was in the range found among psychiatric patients.
Rates of syndromal disorders did not show any consistent
variation over time by HIV status, although HIV-positive
men had higher levels of distress and greater impairment
than HIV-negative men. Serostatus did not predict distress
levels among women.

These rates of psychopathology and impairment are much
higher than we found among the gay cohort but did not in-

crease over time. In fact, all groups showed statistically sig-
nificant but clinically modest reductions in measures of dis-
tress, rates of psychopathology, and drug use over time. Al-
though all indices remained elevated, this is true for both
HIV-negative and HIV-positive men and women; HIV status
is therefore not the primary determinant.

In studying the roles of social support and stress in this
cohort, we found that higher levels of social support and lower
levels of social conflict were independently associated with
less distress and improved global functioning among both
men and women. For men, more social support and less social
conflict was associated with less stress, independent of time
and HIV status or their interaction. For women, stress de-
clined over time and was exacerbated by social conflict, inde-
pendent of HIV status.

As in the gay cohort, no correspondence was observed be-
tween laboratory markers of HIV progression and distress
severity. However, we did observe an interaction between
HIV symptoms and distress level: with the passage of time,
those with fewer HIV symptoms showed more psychological
improvement than those with more HIV symptoms.

Although both of our cohort studies had limitations in
terms of relatively small group sizes, nontrivial attrition, and
relatively modest HIV disease progression, their results are
similar and support our fundamental point that depression is
not an inevitable or even probable consequence of living with
a progressive, incurable, and possibly fatal disease.

Additional studies of such questions and further work with
HIV-positive minority populations are certainly indicated,
and we are pleased to hear that Dr. Boland’s group is pursuing
such research.
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Disputing Psychiatry’s Redefinition

TO THE EDITOR: The APA Commission on Psychotherapy
by Psychiatrists has major points of disagreement with the
redefinition of psychiatry put forward by Jeffrey A. Lieber-
man, M.D., and A. John Rush, M.D. (1). Drs. Lieberman and
Rush outline a residency that would eliminate substantive
training in skills essential to the basic psychological under-
standing and management of patients, as well as the complexi-
ties of psychotherapy.

Drs. Lieberman and Rush have highlighted the economic
forces driving many of today’s medical decisions. We are all
struggling to do more with less. The authors have seen in this
struggle a need to redefine our specialty and our patient popu-
lation by extending our specialty to include all patients, in-
cluding those in neurology and internal medicine who have
behavioral disturbances. Residents would spend 1 year in gen-
eral medicine and a second year focused on neurological dis-
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orders—and a third year might combine inpatient and outpa-
tient experience in psychiatry. Starting a psychiatric residency
with 2 full years in other medical specialties strikes us as an
extremely poor way to facilitate identification with the dis-
tinctive role of the psychiatrist.

The strength of psychiatry lies largely in its expertise in
the integration of the biological and the psychological in
diagnosis and treatment. Drs. Lieberman and Rush lean
heavily on the biological side of the balance, and their rec-
ommendations would almost certainly result in producing
residents who were poorly prepared in such areas as the
psychodynamics of prescribing, the art of forming a thera-
peutic alliance, and the necessary expertise to conduct com-
petent psychotherapy.

A recent study (2) demonstrated that psychotherapy
changes brain function. Psychotherapy is no less a “medi-
cal” treatment than pharmacotherapy. The great strength of
psychiatry and its appeal to future trainees lie in the emerg-
ing possibilities for integrating psychological and biological
knowledge in an exciting new science of mind/brain unity.
If psychiatry abdicates psychotherapy to nonmedical profes-
sions, there will be no discipline that can carry out this in-
tegration.

We foresee that in the future psychiatrists will need to be
increasingly knowledgeable about every aspect of their spe-
cialty. They will be dealing with the most difficult and chal-
lenging patients. They will be delegating, supervising, and or-
ganizing. One cannot supervise a treatment in which one has
no experience or competence.

If psychiatrists are to remain leaders in the treatment of the
mentally ill, psychiatric training and education must be com-
prehensive. The foundation must include a solid under-
standing of the most current information about “mind”
(learning theory, psychoanalytic theory) and “brain” (mo-
lecular neurobiology, neurotransmitters). From this basis, the
fundamentals of diagnosis, psychopharmacology, and psy-
chotherapy must be taught and clinically applied.

In order to become a specialist, rather than a technician with
only cookbook knowledge, residents must learn psychother-
apy firsthand. Psychodynamic, cognitive/behavioral, family,
and group theories and treatments provide the fundamental
elements for the interpersonal and communication skills that
psychiatrists use in every clinical situation. Extensive clinical
experience over several years is necessary in order to incorpo-
rate this knowledge base fully into the matrix of psychiatrists’
clinical armamentarium.

Residents choose the field of psychiatry for a mélange of
humanitarian, intellectual, and philosophical reasons. Our
tradition works uniquely at gaining understanding of the hu-
man condition by using all of our available perspectives in the
service of healing. Our residents do not enter psychiatry to
become partially trained internists or neurologists—thereby
doing neither well and blurring their primary professional
identities for themselves and for colleagues in the other medi-
cal specialties.

In Lieberman and Rush’s model, psychiatry’s wealth of
well-founded knowledge of human psychology and psycho-
therapy would be lost to our future residents, and with it
would be lost much that attracts physicians to our field.
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Drs. Lieberman and Rush Reply

TO THE EDITOR: We appreciate the comments by the APA
Commission on Psychotherapy by Psychiatrists—especially in
light of our desire to construct a dialogue around critical issues
that need urgent attention by the field. It is particularly grati-
fying that this letter should come from distinguished col-
leagues who serve on a component of the APA and whose
leadership is sorely needed. Although we respect their opinion
of our article, we were disappointed that it focused solely on
the proposed training model and did not address the main
issue of the article (which was its major impetus): the current
crisis in academic psychiatry. Moreover, their disputation of
our proposed training program did not provide any alterna-
tive ideas (in terms of policy, training, or service) for how to
deal with the challenges that confront our field as did a re-
cently published article by distinguished colleagues (1), which
proposed modifications in psychiatry’s orientation that were
similar to ours.

In terms of the proposed training model, we must admit that
there is a disagreement between us and the Commission with
regard to conceptualizing and specifying education that antici-
pates the role of psychiatric graduates in the next millennium.
Our proposal calls for psychiatrists to continue to have sufficient
training in the fundamentals of psychotherapy and human psy-
chology to be able to conduct psychotherapeutic intervention
should they so desire. It is our contention, however, that psy-
chotherapy already is and certainly can be conducted by non-
physicians at a level of competence equal to that of psychiatrists
for the so-called “worried well” patients and the general (but
not severely ill or comorbidly complicated chronic) patients. In
these circumstances, residents should learn how to do these
therapies in a briefer and more efficient time interval than is
currently provided. In fact, their identity as psychiatrists would
be strengthened rather than weakened by our proposal, since
they would avoid the common internal debate that typically
occurs in the second year of residency: “Am I a social worker?
Am I a psychologist? Am I a doctor? What is a psychiatrist?”
We view psychiatry as a subspecialty of internal medicine and
a specialty that deals with psychopathology and all forms of
disturbed affect behavior, cognition, and motivation whether
from genetic, environmental, general medical, or other etiolo-
gies. In this context we feel that the greater time that trainees
would spend in neurology and general medicine recommended
in our proposal would facilitate the identification of trainees as
physicians, rather than impair their identification as psychia-
trists. The art of forming the doctor-patient relationship, a
therapeutic alliance, and the psychodynamics and psychology
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of managing people with psychiatric symptoms or syndromes
can and should be learned in general medical, neurological, and
psychiatric patients.

We recommended that the first 2 years of residency should
not be restricted to inpatients, since length of stay is remarkably
short and not expected to increase, but should include outpa-
tient experiences in general medical and neurological practices,
with appropriate psychiatric supervision to provide learning of
the key elements suggested by Dr. Clemens and colleagues.

Clemens et al. also state that psychotherapy is no less a
medical treatment than pharmacotherapy. If that were true,
that would mean that social workers, psychologists, and oth-
ers are performing medical treatments. We respectfully dis-
agree with this point. Psychotherapy is a treatment that can
be provided by physicians and nonphysicians alike. It is medi-
cal in that psychotherapeutic methods have been used and
should be used to treat various general medical as well as psy-
chiatric conditions. However, there is nothing inherently
medical in its theory or methods.

Our recommendations certainly do not preclude a continu-
ing emphasis and experience in the psychological aspects of
psychopathology—including learning psychotherapy first-
hand by doing it. It is our contention, however, that trainees
can still learn “the fundamental elements” of psychodynamic,
cognitive, behavioral family, and group theories and treat-
ments while increasing emphasis is placed on neurobiological,
neuroanatomic, neuroscientific, and general biological sys-
tems as they affect learning and psychopathology. We also
recommended a specialty track option for residents who wish
to concentrate specifically and become in-depth experts on the
conduct of psychotherapy and psychosocial rehabilitation
programs for the severe, complex, or chronically mentally ill
patients. Dr. Clemens and colleagues note that psychiatrists
of the future will be dealing with the most difficult and chal-
lenging patients—a prediction with which we agree.

Finally, the Commission contends that our recommenda-
tions to increase general medical and neurological perspec-
tives and to reduce (but not, it is important to add, eliminate)
emphasis on psychological, psychotherapeutic, and psychody-
namic factors in understanding psychopathology or proce-
dures in dealing with those conditions would reduce the at-
traction of psychiatry to medical students. Clemens et al. state
that psychiatric residents would be partially trained internists
and neurologists, which would blur professional identity and
potentially attract fewer physicians to our field. To this point
we suggest that the degree to which applications to psychiatric
training programs would be affected by the proposed changes
is at best speculative. Moreover, the current situation is al-
ready worrisome with numbers of medical students who
choose careers in psychiatry being at near historic lows (2).
One could say that the level of current training is such that we
already are turning out partially trained psychologists. Fi-
nally, we would foresee a time much as Dr. Shore has sug-
gested (3) in which the general medical and neurological
problems of psychiatric patients would be managed by psy-
chiatrists as their principal caregivers.

To put this argument succinctly into context, we would view
psychiatry as standing on three pillars of knowledge: general
medicine, neurology, and psychology. We see the current em-
phasis in training to be largely on psychology with too little on
general medicine and neurology. We are not proposing the re-
moval of one of the three pillars on which the field rests but
rather are recommending a modest shift in the emphasis in train-
ing and a subsequent shift in practice that psychiatrists would
be undergoing, which is not to be dictated by economic forces
but rather by optimal treatment for our patients.
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Obsessive-Compulsive Symptoms in Schizophrenia

TO THE EDITOR: When does the presence of symptoms
warrant a diagnosis? This is an important question raised by
Jane L. Eisen, M.D., and colleagues (1). Obsessive-compul-
sive symptoms occur in schizophrenia, as do depressive symp-
toms, manic symptoms, and phobic symptoms among others.
The emergence of obsessive-compulsive symptoms after in-
fections and other processes that may impinge on brain func-
tion makes it reasonable to hypothesize that the same could
be the case with schizophrenia. Identification of obsessive-
compulsive symptoms in schizophrenia allows treatment to
be modified accordingly. However, we need to address the
implications of making a second diagnosis, establishing ob-
sessive-compulsive disorder (OCD) as a comorbid condi-
tion rather than considering the symptoms as associated with
schizophrenia.

DSM-III-R addressed this issue through the concept of
diagnostic hierarchies. Relevant to this article, it stated: “When
a more pervasive disorder, such as Schizophrenia, com-
monly has associated symptoms that are defining symptoms
of a less pervasive disorder . . . only the more pervasive dis-
order is diagnosed.”

It would be conceptually more sound to have an obsessive-
compulsive symptom modifier to add to the schizophrenia di-
agnosis than have a separate diagnosis of OCD. Obsessive-
compulsive behavior may represent a final common pathway
for disorders with multiple etiologies, and for that reason
splitting off this symptom complex when it is associated with
a pervasive disorder may be unwise. Parsimony in diagnosis
has its logic.
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Dr. Eisen and Colleagues Reply

TO THE EDITOR: Dr. Werner’s letter raises a question about
the usefulness of assigning an additional diagnosis of OCD to
schizophrenic patients who also have obsessions or compul-
sions. While a discussion of the relative benefits of a hierarchical
nosological system is beyond the scope of this reply, we would
like to comment on the difficulties that might arise from Dr.
Werner’s suggestion to add an obsessive-compulsive symptom
modifier to the diagnosis of schizophrenia. There has been much
interest recently in ascertaining the frequency with which obses-
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sive-compulsive symptoms co-occur in psychotic disorders such
as schizophrenia. It has been suggested that as many as 40% of
patients with schizophrenia or schizoaffective disorder have ob-
sessive-compulsive symptoms. Our concern is that using an ob-
sessive-compulsive symptom modifier without clearly defined
criteria may lead to nonhomogeneous populations for study
(e.g., patients who are overly preoccupied or “obsess” about
their delusions or patients who check repeatedly to make sure
their phones are not being tapped).

We may have underestimated the frequency of obsessive-
compulsive symptoms in the patients with schizophrenia
whom we assessed because we required patients to meet the
clearly defined DSM-IV criteria for OCD. However, ensuring
a homogeneous patient population allows further investiga-
tion of important questions such as treatment response, course
of illness, and prognosis. Pursuit of these questions may be
muddied by the use of an obsessive-compulsive symptom
modifier that does not have specific criteria.
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Religion and Psychopathology

TO THE EDITOR: The article by Kenneth S. Kendler, M.D.,
and colleagues (1) examines the relationship among dimen-
sions of religiosity and current psychiatric symptoms, current
substance abuse, lifetime psychiatric disorders, and lifetime
substance dependence and explores the stress-buffering prop-
erties of religiosity.

Subjects studied varied in their religious preference, and
affiliations were ranked into five groups of decreasing con-
servatism. The ordering of institutional affiliations was then
cross-validated with self-report measures of personal devo-
tion and personal conservatism. The authors found that
“high levels of personal devotion were associated with less
of a response to the depressogenic effects of stressful life
events.” However, they also reported that “neither personal
conservatism . . . nor institutional conservatism . . . were
associated with a significant change in sensitivity to the de-
pressogenic effects of stressful life events.” Finally, Kendler
et al. state that they found “little overall evidence for a re-
lationship between religiosity and current psychiatric symp-
toms or lifetime psychopathology.”

We studied a homogeneous group of “returnees” to the
Lubavitch sect of Orthodox Judaism (2). Members of this
community adhere closely to the strict interpretation of Jewish
law and enjoy an intensive supportive social network.
Twenty-nine subjects who were referred by a community men-
tal health clinic were interviewed. Fifteen were in active treat-
ment for a major affective disorder or psychosis, while 14 were
receiving “supportive counseling” for adjustment disorders.
Additional data were obtained by interviewing the clients’
therapists. Instruments used included the Self-Image Ques-
tionnaire (3), which explored a wide range of subjective feel-
ings including items that pertain to adolescent turmoil and
self-image, and the Personal Resources Inventory (unpub-

lished questionnaire by P. Clayton and N.M.A. Hirschfeld),
which rated behaviors reflective of social interaction patterns,
job and role functioning, and use of community supports.

Information was gathered from subjects’ therapists, who
rated the subjects’ use of defenses (flexible, neurotic, or primi-
tive), use of ritual (flexible, somewhat rigid, or extremely
rigid), adherence to religious rules (just adhering or ego-grati-
fying), and degree of internalization of religious values (rote,
variable, or internalized).

Subjects with a DSM-III diagnosis of major mood disorder
or psychosis used more primitive defenses, adhered to rules in
a rote-like way, and used ritual more rigidly and with less ego
gratification. Despite seemingly high levels of “personal devo-
tion,” religiosity in these subjects did not serve as a buffer
against stressful life events. Members of this group were re-
ceiving one or more public benefits, were less involved in com-
munity efforts, and were less adaptive in their household re-
sponsibilities.

For subjects in whom a major DSM-III diagnosis was not
present, household income was much higher, subjects were
more likely to be happily married, community involvement
was greater and less need serving, and religious ritual was
more flexible and ego enhancing.

Our conclusion was that subjects’ ability to internalize re-
ligion and make effective use of a close community support
system to buffer them against stressful life events appeared to
have been influenced by genetic or environmental factors be-
fore their religious conversion.
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Dr. Kendler and Colleagues Reply

TO THE EDITOR: We appreciate the thoughtful observations
and comments by Drs. Trappler and Endicott. It is difficult to
directly compare the conclusions that they reached with their
clinically ascertained cohort with those taken from our epi-
demiologic samples. We would, however, concur that it is
highly likely that the degree of stress-buffering provided by
personal religious devotion is dependent upon a range of per-
sonal and historical characteristics. The work of Trappler and
Endicott further demonstrates how much more we in the field
of mental health have to learn about the role of religion in
dealing with adversities.
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