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ody dysmorphic disorder (BDD), a preoccupation
with an imagined or slight defect in appearance

Efficacy and Safety of Fluvoxamine
in Body Dysmorphic Disorder

Katharine A. Phillips, M.D.; Megan M. Dwight, M.D.;
and Susan L. McElroy, M.D.

Background: Body dysmorphic disorder
(BDD), a preoccupation with an imagined or slight
defect in appearance, has been noted in case reports,
retrospective studies, and clinical series to respond to
serotonin reuptake inhibitors (SRIs). These data fur-
ther suggest that the delusional variant of BDD (de-
lusional disorder, somatic type) may also respond to
SRIs. However, systematic pharmacologic treatment
studies of BDD and its delusional variant are needed.

Method: Thirty subjects with BDD or its delu-
sional variant (DSM-IV) were prospectively treated
in an open-label fashion with fluvoxamine for 16
weeks. Subjects were assessed at regular intervals
with the Yale-Brown Obsessive Compulsive Scale
Modified for BDD (BDD-YBOCS), the Clinical Glo-
bal Impressions (CGI) scale, the Hamilton Rating
Scale for Depression, the Brown Assessment of Be-
liefs Scale, and other measures.

Results: BDD-YBOCS scores (mean ± SD) de-
creased from 31.1 ± 5.4 at baseline to 16.9 ± 11.8 at
termination (p < .001). Nineteen (63.3%) subjects
were rated as responders on the BDD-YBOCS and
the CGI (10 [33.3%] were much improved, and 9
[30.0%] were very much improved). Delusional sub-
jects were as likely to respond to fluvoxamine as
nondelusional subjects, and delusionality signifi-
cantly improved. All 5 responders who were delu-
sional at baseline were no longer delusional at study
endpoint. The mean dose of fluvoxamine was
238.3 ± 85.8 mg/day, and mean time to response was
6.1 ± 3.7 weeks. Fluvoxamine was generally well
tolerated.

Conclusion: These results suggest that fluvox-
amine is a safe and effective treatment for BDD, in-
cluding its delusional disorder variant. Controlled
treatment trials are needed to confirm these findings.
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B
(e.g., “thinning” hair or a “large” nose), has been said to
be “extremely difficult” to treat.1 Many patients with this
disorder seek nonpsychiatric treatment, often surgical
or dermatologic, but are often dissatisfied with the re-
sults.2–4 Some think they look even worse after receiving
such treatment, and they may obtain multiple procedures
in an attempt to eradicate the perceived defect.4

Psychiatric approaches to the treatment of this
distressing and sometimes debilitating disorder have
received little investigation, even though BDD has been
recognized for more than 100 years and appears to be
relatively common.4–6 Early case reports noted mixed
but generally negative outcomes with a variety of
psychotropic agents, including tricyclic antidepressants,
neuroleptics, benzodiazepines, and mood stabilizers.4

However, several case reports noted improvement with
serotonin reuptake inhibitors (SRIs). One report
described a patient preoccupied with his “small” genitals
who responded to clomipramine,7 and subsequently
Hollander and colleagues8 reported that five patients
who had failed a variety of psychotropic agents
responded to clomipramine or fluoxetine. Subsequent
case reports have noted response to SRIs in adults,9

adolescents,10,11 and children12 with BDD, in many cases
after failure to respond to other medications,
psychotherapy, or surgery.

Uncontrolled retrospective data from a series of 130
patients suggest that SRIs may be preferentially
effective for BDD, with 42% of 65 SRI trials (fluoxe-
tine, clomipramine, fluvoxamine, sertraline, or paroxe-
tine) resulting in much or very much improvement on
the Clinical Global Impressions (CGI) scale, in contrast
to 30% of 23 trials with MAO inhibitors, 15% of 48 tri-
als with non-SRI tricyclics, 2% of 83 trials with neuro-
leptics, and 6% of 99 trials with a variety of other
medications (e.g., mood stabilizers).13 Similarly, in an-
other uncontrolled retrospective series of 50 patients
with BDD, 35 SRI trials resulted in mean improvement
on the CGI of 1.9 (much improved), whereas 18 non-
SRI tricyclic trials resulted in no overall improvement in
BDD symptoms.14 Among six patients who had received
fluvoxamine, the mean CGI change score for BDD



© Copyright 1998 Physicians Postgraduate Press, Inc.

One personal copy may be printed

166 J Clin Psychiatry 59:4, April 1998

Phillips et al.

symptoms was 1.8 (much improved), with all patients
rated as much or very much improved.15

Data from a prospective clinical series of 45 patients
also suggest that SRIs may be effective for BDD, with
70% (43 of 61) of SRI trials resulting in much or very
much improvement on the CGI.13 Similarly, in a 10-week
open-label study of fluvoxamine by Perugi and col-
leagues,16 10 (67%) of 15 patients were considered much
or very much improved on the CGI.

These preliminary findings, as well as BDD’s phenom-
enological similarities to obsessive-compulsive disorder
(OCD),17,18 suggest that SRIs are promising for BDD. Of
interest, available data19 suggest that SRIs may also be ef-
fective for the delusional form of BDD, a type of delu-
sional disorder, somatic type. With the exception of the
Perugi study, however, patients in studies done to date
were not systematically assessed at regular intervals, and
no study has systematically evaluated treatment response
with a reliable and valid severity rating scale for BDD or
for delusionality.

In this study, we evaluate the efficacy and safety of the
SRI fluvoxamine in 30 patients with DSM-IV BDD, using
a reliable and valid severity rating scale for BDD. In addi-
tion, using a reliable and valid scale to evaluate delusion-
ality, we assess response of delusional patients to fluvoxa-
mine and whether delusionality (insight) improves with
fluvoxamine treatment.

METHOD

Subjects
The study subjects consisted of 30 outpatients (21

[70.0%] women, 9 [30.0%] men; mean age = 33.3 ± 9.0
years; range, 20–53). Subjects were recruited at two study
sites by newspaper advertisement and clinician referral.
All subjects met DSM-IV criteria for body dysmorphic
disorder,20 which are as follows: (1) preoccupation with
an imagined defect in appearance; if a slight physical
anomaly is present, the person’s concern is markedly ex-
cessive; (2) the preoccupation causes clinically signifi-
cant distress or impairment in social, occupational, or
other important areas of functioning; and (3) the preoccu-
pation is not better accounted for by another mental disor-
der (e.g., dissatisfaction with body shape and size in ano-
rexia nervosa). Patients with delusional preoccupations
(delusional disorder, somatic type) were included because
available data suggest that the delusional and non-
delusional forms of BDD may be variants of the same dis-
order,19 and these disorders may be double coded in
DSM-IV.20

Inclusion criteria for the study were the following: (1)
DSM-IV diagnosis of BDD or its delusional disorder vari-
ant for at least 6 months; (2) age 18–65 years; (3) mini-
mum score of 5 on the first three items of the Yale-Brown
Obsessive Compulsive Scale Modified for BDD (BDD-

YBOCS)21 (these items assess degree of preoccupation,
distress, and impairment due to BDD symptoms); and
(4) a minimum score of 7 on the NIMH Obsessive Com-
pulsive Scale.22 The NIMH Obsessive Compulsive Scale
was adapted to BDD, and a minimum score of 7 was re-
quired to ascertain that BDD symptoms were of adequate
severity for inclusion in the study.

Exclusion criteria were (1) unstable medical illness or
clinically significant abnormalities on prestudy labora-
tory tests, ECG, or physical examination; (2) history of
seizures; (3) current pregnancy or lactation, or inad-
equate contraception in women of childbearing poten-
tial; (4) requirement for a drug that might interact ad-
versely with or obscure the action of the study
medication; (5) recent clinically significant suicidality;
(6) lifetime history of DSM-III-R bipolar disorder type I,
schizophrenia, or dementia; (7) current or recent (past 6
months) DSM-III-R substance abuse or dependence; (8)
initiation of psychotherapy or behavior therapy from a
mental health professional within 3 months prior to
study baseline; (9) previous treatment with fluvoxamine;
and (10) treatment with investigational medication, de-
pot neuroleptics, or ECT within 3 months, with fluoxe-
tine within 6 weeks, or with other psychotropics within 2
weeks prior to study baseline. All subjects signed state-
ments of informed consent after the study was thor-
oughly explained.

The subjects’ demographic and clinical characteris-
tics were similar to those of other series of patients with
BDD.23 For example, the most common areas of bodily
concern were the skin (e.g., facial acne or scarring, in
63%), the hair (e.g., balding or hair texture, in 53%), and
the nose (30%). Subjects generally disliked more than
one body part (mean ± SD = 3.1 ± 2.1) over the course
of their illness. Twenty-eight (93.3%) subjects per-
formed associated compulsive behaviors such as exces-
sive mirror checking, skin picking, reassurance seeking,
or comparing with others. Mean ± SD age at onset of
BDD was 14.7 ± 6.8 years, with a mean duration of ill-
ness of 18.6 ± 11.0 years. The most common current co-
morbid Axis I disorders were major depression (19
[65.5%] of 29), social phobia (9 [31.0%] of 29), and ob-
sessive-compulsive disorder (9 [31.0%] of 29). Sixty-
nine percent (18 of 26) had a comorbid personality disor-
der, most frequently avoidant personality disorder (in 13
[50%] of 26).

Assessments
BDD was diagnosed with a reliable semistructured di-

agnostic instrument for DSM-IV BDD24 that is modeled
after the Structured Clinical Interview for DSM-III-R
(SCID).25,26 Data on the clinical features of BDD (e.g.,
number of body areas of concern) were obtained with a
semistructured instrument (Phillips KA, unpublished
data). Associated psychopathology was assessed with
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the SCID for DSM-III-R25,26 and the Structured Clinical
Interview for DSM-III-R for Axis II.27,28

The major outcome measures were the BDD-
YBOCS21 and the CGI.29 The BDD-YBOCS is a 12-item
semistructured clinician-administered scale that as-
sesses severity of BDD during the past week. This scale,
adapted from the Yale-Brown Obsessive Compulsive
Scale (Y-BOCS),30,31 assesses obsessional preoccupation
with the perceived defect (time occupied, interference
with functioning due to the preoccupation, distress, re-
sistance against the preoccupation, and control over the
preoccupation), associated compulsive behaviors (time
spent, interference, distress if the behavior is prevented,
resistance of the behaviors, and control over the behav-
iors), insight, and avoidance. The BDD-YBOCS has ad-
equate interrater and test-retest reliability, internal con-
sistency, and factor structure; preliminary data also
support its convergent and discriminant validity. Scores
range from 0 to 48. Response on the BDD-YBOCS was
defined a priori as a 30% or greater decrease in total
score, which corresponded to our clinical impression of
significant improvement in BDD symptoms and is in the
middle of the range typically used with the Y-BOCS in
studies of OCD.

Delusionality was assessed with the Brown As-
sessment of Beliefs Scale,32 a 7-item semistructured
clinician-administered scale that assesses delusionality
during the past week. Available data indicate that the
scale has adequate interrater and test-retest reliability,
internal consistency, factor structure, convergent and
discriminant validity, and sensitivity to change. Items
are conviction, perception of others’ views, explanation
of differing views, fixity, attempt to disprove beliefs, in-
sight (recognition that the belief has a psychiatric etiol-
ogy), and ideas/delusions of reference. The scale pro-
vides a dimensional rating of delusionality and also
categorizes patients as delusional or nondelusional;
scores range from 0 to 24. The 24-item Hamilton Rating
Scale for Depression (HAM-D)33 and the Montgomery-
Asberg Depression Rating Scale (MADRS)34 were used
to measure current severity of depressive symptoms.
Response on the depression instruments was defined a
priori as a 50% or greater decrease in total score. The
Y-BOCS30,31 was used to measure severity of OCD in
subjects with current OCD; data were obtained for six of
nine subjects with current OCD. Response of OCD was
defined a priori as a 30% or greater decrease in total
score.

Side effects were assessed by asking study subjects at
each visit whether they had experienced any adverse
physical symptoms while taking the study medication.
Side effects were classified using the COSTART side ef-
fect rating system35 and were rated for severity, action
taken, outcome, seriousness, and likely relationship to
the study medication. Side effects judged as possibly,

probably, or almost certainly related to the study medica-
tion are included in the reported rates.

All subjects were evaluated at study baseline with an
ECG, a physical examination, and screening laboratory
tests (complete blood count, chemistry screen, thyroid
function tests, urinalysis including drug screen, and β-
HCG pregnancy test). At the end of the study or at the ter-
mination visit for subjects who did not complete the study,
a physical examination and laboratory tests were per-
formed.

Procedures
After completing all baseline evaluations, subjects

began receiving unblinded fluvoxamine 50 mg/day in
this 16-week study. A fixed/flexible dosing schedule was
used, with an attempt made to increase the dose to 50
mg b.i.d. on Day 5 and to 150 mg/day on Day 9 for 6
days. The dose was then further increased weekly by 50-
mg/day increments to a maximum dose of 150 mg b.i.d. if
tolerated. Subjects took no other psychotropic medica-
tions during the study except chloral hydrate 0.5–2.0
g/day if needed for insomnia. Psychotherapy of any form
(including cognitive-behavioral therapy) was not initiated
during the study.

Subjects were evaluated with the BDD-YBOCS, CGI,
HAM-D, and MADRS at baseline and weekly for the first
4 weeks of the study, then every other week for the re-
mainder of the study. The Y-BOCS (for subjects with cur-
rent comorbid OCD) and the Brown Assessment of Be-
liefs Scale were completed at baseline and at Weeks 4, 8,
12, and 16. Medication side effects, vital signs, and weight
were evaluated at each study visit. A tablet count was kept
for each dose of medication taken. A study duration of 16
weeks was selected on the basis of data from clinical se-
ries, in which mean time to SRI response was 7 to 9
weeks,13,15 with occasional patients requiring as long as 14
weeks.13

Statistical Analyses
Baseline and subsequent scores on continuous study

measures were compared with paired t tests, two-tailed.
Fisher’s exact test was used for comparisons of categori-
cal variables. Pearson correlation was used to assess the
relationship between degree of change on various study
measures. Mean values are accompanied by SD.

All analyses are intent-to-treat with last observation
carried forward. A decision was made before beginning
the study to include in intent-to-treat analyses only those
subjects (N = 30) who returned for the first study visit af-
ter beginning fluvoxamine and who took the medication
for at least 1 week. Three subjects (two female and one
male) are not included in data analyses because they did
not meet these criteria (one did not return for the Week 1
visit and could not be contacted; one returned after 2
weeks and had discontinued the study medication; and
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one did not take the medication and was hospitalized for
increasing symptoms of BDD, depression, and suicidal
ideation).

RESULTS

Of the 30 subjects, 18 (60%) completed the 16-week
study. Scores on the BDD-YBOCS decreased from
31.1 ± 5.4 at baseline to 16.9 ± 11.8 at termination
(t = 6.7, df = 29, p < .001), a decrease of 45.6% (see Fig-
ure 1 and Table 1). Scores significantly decreased on all
12 items of the BDD-YBOCS. BDD-YBOCS scores de-
creased by at least 30% in 19 (63.3%) subjects. Similarly,
on the CGI, 19 (63.3%) subjects were considered re-
sponders, with 10 (33.3%) rated as much improved and 9
(30.0%) as very much improved (Figure 2).

Mean time to response (30% or greater decrease in
BDD-YBOCS score) was 6.1 ± 3.7 weeks (range, 1–16
weeks). Of the 19 responders, 3 (15.8%) were much or
very much improved on the CGI by Week 2; an additional
5 subjects (26.3%) responded by Week 4, 5 (26.3%) at
Week 6, 2 (10.5%) at Week 10, 3 (15.8%) at Week 12, and
1 (5.3%) at Week 14. The mean dose of fluvoxamine at
termination was 238.3 ± 85.8 mg/day (range, 50–300
mg/day).

Subjects with delusional BDD (delusional disorder, so-
matic type) were as likely to respond to fluvoxamine as
those who were not delusional. Five (71.4%) of 7 delu-
sional subjects responded, with a mean decrease in BDD-
YBOCS scores in this group of 47.3%, from 34.1 ± 3.3 to
17.7 ± 12.4 (t = 3.3, df = 6, p < .05). Fourteen (60.9%) of
23 nondelusional subjects responded, with BDD-YBOCS
scores in this group decreasing by 45.0%, from 30.2 ± 5.7
to 16.6 ± 11.9 (t = 5.7, df = 22, p < .001). In addition,
delusionality significantly improved with fluvoxamine
treatment, with total score on the Brown Assessment of
Beliefs Scale decreasing from 14.5 ± 4.4 at baseline to
9.5 ± 5.8 at termination (t = 5.0, df = 29, p < .001) (Table
1). More specifically, all 5 of the delusional patients who
responded to fluvoxamine were no longer delusional at
study termination.

Depression scores also significantly improved, with
scores on the HAM-D decreasing from 21.9 ± 7.3 to
12.4 ± 7.3 (t = 5.5, df = 29, p < .001), a mean decrease of
38.8%, and scores on the MADRS decreasing from
24.4 ± 8.8 to 12.7 ± 9.3 (t = 5.5, df = 29, p < .001), a
mean decrease of 38.4% (Table 1). Change in BDD-
YBOCS and depression scores were significantly corre-
lated for the HAM-D (r = .40, p < .05) and the MADRS
(r = .39, p < .05). Nonetheless, 6 subjects experienced re-
sponse of BDD but not depression, and, conversely, 1 ex-
perienced response of depression but not BDD. Subjects
without major depression at study baseline were as likely
to experience response of BDD symptoms as those with

Figure 2. CGI Scores Over Time for 30 Patients Receiving
Fluvoxamine for Body Dysmorphic Disorder*

*Abbreviation: CGI = Clinical Global Impressions scale.
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Figure 1. BDD-YBOCS Scores Over Time for 30 Patients
Receiving Fluvoxamine for Body Dysmorphic Disorder*†

*Abbreviation: BBD-YBOCS = Yale-Brown Obsessive Compulsive
Scale Modified for Body Dysmorphic Disorder.
†Significant difference between Week 0 and Week 16 (p < .001).
aLast observation carried forward.
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Table 1. Mean ± SD Scores for the BDD-YBOCS, BABS, HAM-D, and MADRS*
Week 16/

Scale Baseline Week 4 Week 8 Week 12 Termination†
BDD-YBOCS 31.1 ± 5.4 24.7 ± 7.4a 19.0 ± 9.6a 12.8 ± 10.2a 16.9 ± 11.8a

BABS 14.5 ± 4.4 14.6 ± 4.6 10.8 ± 6.4c 8.9 ± 5.5a 9.5 ± 5.8a

HAM-D 21.9 ± 7.3 16.8 ± 7.5b 13.4 ± 7.2a 10.5 ± 6.3a 12.4 ± 7.3a

MADRS 24.4 ± 8.8 19.2 ± 8.1b 13.7 ± 7.2a 11.7 ± 10.1b 12.7 ± 9.3a

*Abbreviations: BDD-YBOCS = Yale-Brown Obsessive Complusive Scale Modified for Body
Dysmorphic Disorder, BABS = Brown Assessment of Beliefs Scale, HAM-D = Hamilton
Rating Scale for Depression, MADRS = Montgomery-Asberg Depression Rating Scale.
†Last observation carried forward.
ap < .001; bp < .01; cp < .05, between baseline and study week.
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current major depression (6 [60.0%] of 10 and 12 [63.2%]
of 19, respectively). Mean time to response of depressive
symptoms was 6.3 ± 4.7 weeks, similar to that for BDD.

OCD symptoms did not significantly improve in sub-
jects with current comorbid OCD (mean Y-BOCS score
of 23.8 ± 4.7 at baseline, 22.2 ± 3.5 at endpoint; change in
mean BDD-YBOCS score in these 6 subjects, 3 of whom
were early dropouts, was not significant either: 32.3 ± 4.7
at baseline, 21.2 ± 11.5 at endpoint). Change in BDD-
YBOCS and Y-BOCS scores was not significantly cor-
related (r = .22). Two subjects experienced response
of BDD but not OCD, none had response of OCD but
not BDD, 3 had response of neither disorder, and 1 had
response of both disorders. Subjects without current co-
morbid OCD were as likely to experience response of
BDD symptoms as those with current comorbid OCD (13
[65.0%] of 20 and 5 [55.6%] of 9, respectively).

Response to fluvoxamine was not related to illness se-
verity as assessed by the CGI. The 1 subject rated as
mildly ill on the CGI did not respond, whereas response
occurred in 10 of the 15 subjects rated moderately ill, 7 of
the 11 rated markedly ill, 1 of the 2 rated severely ill, and
in the 1 subject rated among the most extremely ill pa-
tients. Similarly, neither baseline BDD-YBOCS scores
nor baseline NIMH Obsessive Compulsive Scale scores
were significantly correlated with magnitude of improve-
ment on the BDD-YBOCS.

Six of the 19 fluvoxamine responders discontinued the
medication after completing the study, all of whom re-
lapsed. One subject discontinued fluvoxamine several
times and relapsed each time. Relapse occurred within 4
days to approximately 2 months, with four of six subjects
relapsing within a month. BDD symptoms significantly
improved each time an SRI was restarted (fluvoxamine in
three cases and sertraline in one case). One of these pa-
tients failed to respond to subsequent trials of clomipra-
mine and paroxetine but then responded to reinitiation of
fluvoxamine; another failed to respond to a subsequent
trial of nefazodone but then responded to sertraline.

The most common adverse events were drowsiness,
fatigue, or sedation (N = 12 [40.0%]); insomnia (N = 11
[36.7%]); jitteriness or agitation (N = 8 [26.7%]); nausea
(N = 8 [26.7%]); headache (N = 6 [20.0%]); decreased
libido or sexual dysfunction (N = 5 [16.7%]); tremor
(N = 3 [10.0%]); dizziness (N = 3 [10.0%]); constipation
(N = 2 [6.7%]); anxiety (N = 2 [6.7%]); anorexia (N = 2
[6.7%]); teeth clenching (N = 2 [6.7%]); sweating (N = 1
[3.3%]); and indigestion (N = 1 [3.3%]). Side effects
were generally fairly mild, well tolerated, and often tran-
sient. Regarding use of concomitant medication, 2 sub-
jects required chloral hydrate for insomnia, and 1 subject
who had taken clonazepam prior to the study restarted it at
study Week 10 (0.5 mg b.i.d.) for anxiety.

Of the 12 subjects who terminated early from the
study, 1 dropped out at Week 2 because of sedation and

another at Week 10 because of moderate fatigue and lack
of efficacy. Two subjects were terminated early because
they required hospitalization, 1 at Week 10 for increasing
symptoms of depression and suicidal ideation in the con-
text of multiple life stressors, although her BDD was
much improved and fluvoxamine was continued. The
other subject was hospitalized after overdosing with 10–
12 fluvoxamine tablets (50 mg each) over 6 hours and
then 5.0 mg of lorazepam over 8 hours, without adverse
sequelae. Another subject was terminated at Week 3 be-
cause she developed homicidal ideation due to the belief
that others were mocking her appearance. The remaining
7 subjects were terminated early for the following rea-
sons: protocol violation (missing the medication) (N = 3),
protocol violation and lack of improvement (at Week 4)
(N = 1), stopping the medication for unclear reasons
(N = 1), not attending the study visits and inability to be
contacted (N = 1), and pregnancy (N = 1).

DISCUSSION

To our knowledge, this is the first open-label medica-
tion study of BDD using a reliable and valid outcome
measure for this disorder. The findings, while preliminary,
suggest that fluvoxamine is a safe and effective treatment
for BDD, including its delusional variant. Response to
medication usually resulted in decreased distress and time
preoccupied with the perceived defect, as well as dimin-
ished compulsive behaviors, such as mirror checking, skin
picking, and excessive grooming. Avoidance of social
situations usually decreased, and functioning usually im-
proved. In some cases, functioning improved dramati-
cally; one patient, for example, started to go out of his
house, socialize, and applied for a job for the first time in
6 years.

It is notable that fluvoxamine was as effective for delu-
sional patients as for nondelusional patients, similar to re-
sults with a variety of SRIs from our clinical series.19

While delusionality and associated delusions of reference
are generally thought to respond only to neuroleptics,
these findings suggest that at least some types of psycho-
sis may respond to SRIs. An unanswered question is
whether patients with delusional BDD respond to neuro-
leptics; available data are limited to a small number of
cases and are inconclusive.1,4,19 The efficacy of neurolep-
tics for BDD, especially its delusional variant, needs to be
studied.

In addition to the frequent response of delusional BDD
to fluvoxamine (as assessed by the BDD-YBOCS and the
CGI), delusionality (insight) also often improved (as as-
sessed by the Brown Assessment of Beliefs Scale); that is,
many patients became aware that the defect was not as
ugly or abnormal in appearance as they had previously
considered it to be. Improvement in delusionality oc-
curred in all of the delusional subjects who responded to
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fluvoxamine, so that none of them were still delusional at
study endpoint. Similarly, ideas and delusions of refer-
ence (i.e., thinking that others were taking special notice
of, talking about, or mocking the defect) also improved
with response to fluvoxamine. It is our clinical impression
that, in some subjects, the basis of improved insight was
resolution of a likely visual illusion, as some fluvoxamine
responders reported that the defect was improved or even
no longer visible after treatment. One subject, for ex-
ample, said that he had discovered that fluvoxamine
makes hair grow (stating that he actually saw more hair on
his head). This observation is interesting, given that the
visual system is modulated by serotonin.36

Another interesting observation is that, in two subjects,
preoccupation with an actual and noticeable physical “de-
fect” decreased, suggesting that fluvoxamine may also be
effective for appearance preoccupations that would not be
diagnosed as BDD because the defect is not imagined or
slight. These two subjects, who were considerably over-
weight, were preoccupied with their weight (in addition to
nonexistent or slight appearance flaws that qualified for
the diagnosis of BDD). This observation raises the ques-
tion of whether fluvoxamine and other SRIs might be
helpful for individuals with “real” and obvious defects
(e.g., secondary to congenital defects or accidents) who
are overly preoccupied with and distressed or impaired by
their concern with the defect.

While major depression tended to improve with flu-
voxamine treatment, some subjects had improvement in
BDD but not major depression and vice versa. In addition,
subjects without major depression were as likely to expe-
rience improvement in BDD as those with major depres-
sion. These findings suggest that improvement in BDD
symptoms is not dependent on improvement of depressive
symptoms and furthermore suggests that BDD is not sim-
ply a symptom of major depression. Our findings in sub-
jects with current OCD, while limited by the small num-
ber of subjects and high dropout rate in this subgroup,
similarly suggest that improvement in BDD is not depen-
dent on improvement of OCD and that BDD is not simply
a symptom of OCD.

It is worth noting that the more severely symptomatic
patients in this study were as likely to respond to fluvox-
amine as those who were less ill. The study subjects as a
group had BDD symptoms in the moderate-to-severe
range (the mean BDD-YBOCS score at baseline
[31.1 ± 5.4; range, 19–40] being higher than that obtained
in our series of 188 patients with DSM-IV BDD
[28.6 ± 7.6]). It is our impression that illness severity, the
high rate of Axis II disorders, and the length of the study
may have been largely responsible for the relatively high
dropout rate.

Despite the relatively rapid titration schedule used in
this study, the mean time to response was fairly long and
more similar to that generally found for OCD than for de-

pression. This finding is consistent with data on fluvox-
amine from Hollander and colleagues’ clinical series15 and
from Perugi and colleagues’ study, which reported a time
to response of 6 to 10 weeks and noted that more than 10
weeks may be required.16 Thus, it appears that a relatively
long treatment trial (up to 12 or even 16 weeks) is needed
before concluding that an SRI is ineffective for BDD.

The mean dose of fluvoxamine at study endpoint was
relatively high and similar to that reported elsewhere,15,16

suggesting that doses higher than those typically effective
for major depression may often be necessary for BDD.
However, an attempt was made in this study to raise the
dose to 300 mg/day, and dose-finding studies are needed
to ascertain the optimal dose of fluvoxamine and other
SRIs in the treatment of BDD.

The relatively high rate of presumed side effects may
be attributable to the fairly rapid rate of medication titra-
tion used and the relatively high mean final dose. The
medication was generally well tolerated, however, similar
to the findings of Perugi and colleagues16; only one subject
dropped out of the study primarily because of side effects.

While promising, the results of this study should be
considered preliminary because of their uncontrolled na-
ture and require confirmation in controlled trials. Our
finding that six patients relapsed with fluvoxamine dis-
continuation and that four of four improved again with
medication reinitiation suggests but does not prove that
fluvoxamine was responsible for improvement in BDD
symptoms. In particular, studies are needed in which SRIs
are compared with placebo and with other medications
(e.g., non-SRI tricyclics) to determine whether SRIs are
preferentially effective for BDD. Response of a broader
range of comorbid disorders, such as social phobia, needs
to be assessed in future treatment trials. Studies are also
needed to confirm our finding that fluvoxamine is effec-
tive for delusional BDD and can lead to improved insight
and decreased referential thinking. Finally, an intriguing
question for future study is whether other types of delu-
sional disorder (e.g., the jealous type or other variants of
the somatic type) might respond to SRIs such as fluvox-
amine.

Drug names: clomipramine (Anafranil), chloral hydrate (Noctec and
others), clonazepam (Klonopin), fluoxetine (Prozac), fluvoxamine
(Luvox), lorazepam (Ativan and others), nefazodone (Serzone), paroxe-
tine (Paxil), sertraline (Zoloft).

REFERENCES

  1. Munro A, Chmara J. Monosymptomatic hypochondriacal psychosis: a di-
agnostic checklist based on 50 cases of the disorder. Can J Psychiatry
1982;27:374–376

  2. Cotterill JA. Dermatological non-disease: a common and potentially fatal
disturbance of cutaneous body image. Br J Dermatol 1981;104:611–619

  3. Fukuda O. Statistical analysis of dysmorphophobia in out-patient clinic.
Japanese Journal of Plastic and Reconstructive Surgery 1977;20:569–577

  4. Phillips KA. Body dysmorphic disorder: the distress of imagined ugliness.
Am J Psychiatry 1991;148:1138–1149

  5. Simeon D, Hollander E, Stein DJ, et al. Body dysmorphic disorder in the

170



© Copyright 1998 Physicians Postgraduate Press, Inc.

One personal copy may be printed

172 J Clin Psychiatry 59:4, April 1998

Phillips et al.

DSM-IV field trial for obsessive-compulsive disorder. Am J Psychiatry
1995;152:1207–1209

  6. Phillips KA, Nierenberg AA, Brendel G, et al. Prevalence and clinical fea-
tures of body dysmorphic disorder in atypical major depression. J Nerv
Ment Dis 1996;184:125–129

  7. Sondheimer A. Clomipramine treatment of delusional disorder, somatic
type. J Am Acad Child Adolesc Psychiatry 1988;27:188–192

  8. Hollander E, Liebowitz MR, Winchel R, et al. Treatment of body-
dysmorphic disorder with serotonin reuptake blockers. Am J Psychiatry
1989;146:768–770

  9. Brady KT, Austin L, Lydiard RB. Body dysmorphic disorder: the rela-
tionship to obsessive-compulsive disorder. J Nerv Ment Dis 1990;178:
538–540

10. Phillips KA, Atala KD, Albertini RS. Body dysmorphic disorder in adoles-
cents. J Am Acad Child Adolesc Psychiatry 1995;34:1216–1220

11. El-Khatib HE, Dickey TO. Sertraline for body dysmorphic disorder [let-
ter]. J Am Acad Child Adolesc Psychiatry 1995;34:1404–1405

12. Albertini R, Phillips KA, Guvremont D. Body dysmorphic disorder in
a young child [letter]. J Am Acad Child Adolesc Psychiatry 1996;35:
1425–1426

13. Phillips KA. Body dysmorphic disorder: diagnosis and treatment of imag-
ined ugliness. J Clin Psychiatry 1996;57(suppl 8):61–64

14. Hollander E, Cohen LJ, Simeon D. Body dysmorphic disorder. Psychiatric
Annals 1993;23:359–364

15. Hollander E, Cohen L, Simeon D, et al. Fluvoxamine treatment of body
dysmorphic disorder [letter]. J Clin Psychopharmacol 1994;14:75–77

16. Perugi G, Giannotti D, Di Vaio S, et al. Fluvoxamine in the treatment of
body dysmorphic disorder (dysmorphophobia). Int Clin Psychopharmacol
1996;11:247–254

17. Hollander E, Phillips KA. Body image and experience disorders: body
dysmorphic and depersonalization disorders. In: Hollander E, ed. Obses-
sive Compulsive-Related Disorders. Washington, DC: American Psychiat-
ric Press; 1993

18. Phillips KA, McElroy SL, Hudson JI, et al. Body dysmorphic disorder: an
obsessive compulsive spectrum disorder, a form of affective spectrum dis-
order, or both? J Clin Psychiatry 1995;56(suppl 4):41–52

19. Phillips KA, McElroy SL, Keck PE Jr, et al. A comparison of delusional
and nondelusional body dysmorphic disorder in 100 cases. Psychophar-
macol Bull 1994;30:179–186

20. American Psychiatric Association. Diagnostic and Statistical Manual of
Mental Disorders, Fourth Edition. Washington, DC: American Psychiatric
Association; 1994

21. Phillips KA, Hollander E, Rasmussen SA, et al. A severity rating scale for
body dysmorphic disorder: development, reliability, and validity of a

modified version of the Yale-Brown Obsessive Compulsive Scale. Psy-
chopharmacol Bull 1997;33:17–22

22. Insel TR, Murphy DL, Cohen RM, et al. Obsessive-compulsive disorder: a
double-blind trial of clomipramine and clorgyline. Arch Gen Psychiatry
1983;40:605–612

23. Phillips KA, McElroy SL, Keck PE Jr, et al. Body dysmorphic disorder: 30
cases of imagined ugliness. Am J Psychiatry 1993;150:302–308

24. Phillips KA, Atala KD, Pope HG. Diagnostic instruments for body dys-
morphic disorder. In: New Research Program and Abstracts of the 148th
Annual Meeting of the American Psychiatric Association; May 24, 1995;
Miami, Fla. Abstract NR375:157

25. Spitzer RL, Williams JBW, Gibbon M, et al. The Structured Clinical Inter-
view for DSM-III-R (SCID), I: history, rationale, and description. Arch
Gen Psychiatry 1992;49:624–629

26. Williams JBW, Gibbon M, First MB, et al. The Structured Clinical Inter-
view for DSM-III-R (SCID), II: multisite test-retest reliability. Arch Gen
Psychiatry 1992;49:630–636

27. First MB, Spitzer RL, Gibbon M, et al. The Structured Clinical Interview
for DSM–III–R Personality Disorders (SCID–II), I: description. J Per-
sonal Disord 1995;9:83–91

28. First MB, Spitzer RL, Gibbon M, et al. The Structured Clinical Interview
for DSM-III-R Personality Disorders (SCID-II): multi-site test-retest reli-
ability study. J Personal Disord 1995;9:92–104

29. National Institute of Mental Health. Rating scales and assessment instru-
ments for use in pediatric psychopharmacology research [special feature].
Psychopharmacol Bull 1985;21

30. Goodman WK, Price LH, Rasmussen SA, et al. The Yale-Brown Obses-
sive Compulsive Scale, I: development, use, and reliability. Arch Gen Psy-
chiatry 1989;46:1006–1011

31. Goodman WK, Price LH, Rasmussen SA, et al. The Yale Brown Ob-
sessive Compulsive Scale, II: validity. Arch Gen Psychiatry 1989;46:
1012–1016

32. Eisen JL, Phillips KA, Baer L, et al. The Brown Assessment of Beliefs
Scale: reliability and validity. Am J Psychiatry 1998;155:102–108

33. Hamilton M. A rating scale for depression. J Neurol Neurosurg Psychiatry
1960;23:56–62

34. Montgomery SA, Asberg MC. A new depression scale designed to be sen-
sitive to change. Br J Psychiatry 1979;134:382–389

35. US Food and Drug Administration. COSTART: Coding Symbols for a
Thesaurus of Standard Adverse Reaction Terms. 2nd ed. Rockville, Md:
US Food and Drug Administration; 1985

36. Spoont MR. Modulatory role of serotonin in neural information process-
ing: implications for human psychopathology. Psychol Bull 1992;112:
330–350

171


	Table of Contents

