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Abstract
Objective—Body dysmorphic disorder (BDD) is an often-severe disorder, but few treatment studies
have been done. This pilot study explored the efficacy and safety of the antiepileptic medication
levetiracetam for BDD.

Methods—Seventeen subjects with DSM-IV BDD participated in a 12-week open-label
levetiracetam trial. Subjects were assessed at regular intervals with standard measures.

Results—In intention-to-treat analyses, scores on the BDD-YBOCS, the primary outcome measure,
decreased from 32.5 ± 4.7 at baseline to 21.5 ± 11.0 at endpoint (p<.001). 52.9% (n=9) of subjects
were responders (greater than or equal to 30% decrease on the BDD-YBOCS). The mean time to
response was 4.6 ± 2.8 (range=2–10) weeks. Scores also significantly improved on the Brown
Assessment of Beliefs Scale, Hamilton Depression Rating Scale, Global Assessment of Functioning
Scale, and Social and Occupational Functioning Assessment Scale. Scores did not significantly
improve on the Quality of Life Enjoyment and Satisfaction Questionnaire, the Beck Anxiety
Inventory, or the Social Phobia Inventory. The mean endpoint dose was 2,044.1 ± 1,065.2
(range=250–3,000) mg/day. Levetiracetam was relatively well tolerated.

Conclusions—Randomized, double-blind placebo-controlled studies of levetiracetam for BDD
are needed to confirm these preliminary findings.

INTRODUCTION
Body dysmorphic disorder (BDD), a distressing or impairing preoccupation with an imagined
or slight defect in appearance, is an often severe and relatively common disorder, with a point
prevalence of 0.7%–2.4%.1–5 Common symptoms of BDD include excessive and repetitive
grooming, mirror checking, skin picking, reassurance seeking, and other behaviors. 6,7 Without
appropriate treatment, BDD appears to usually be chronic.8 Nearly all individuals with BDD
experience impairment in social functioning, and most have impaired academic and/or
occupational functioning, because of BDD symptoms.6,7,9 Mental health-related quality of life
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is markedly poorer than for the general population, and is poorer than norms for patients with
clinical depression (major depressive disorder and/or dysthymia).10,11 Quality of life and
psychosocial functioning in BDD also appear as poor as, or even poorer than, that in OCD.
12,13 Furthermore, available data indicate that individuals with BDD have high rates of lifetime
suicidal ideation, suicide attempts, and completed suicide.7,14–16

Knowledge of effective pharmacotherapy for BDD has substantially increased over the past
15 years.17 Both controlled and open-label studies have shown that serotonin-reuptake
inhibitors (SRIs) appear effective for a majority of patients with BDD.17,18 In a double-blind
cross-over trial, clomipramine was more efficacious than desipramine for BDD.19 In a double-
blind parallel-group study, fluoxetine was more efficacious than placebo.20 Four systematic
open-label studies (n=15 to n=30) have found fluvoxamine, citalopram, and escitalopram to
be efficacious and well tolerated.21–24 Of note, patients with delusional BDD (a type of
delusional disorder, somatic type, which is double coded with BDD in DSM-IV) also often
improve with SRI monotherapy.19,20,22–24 A recent open-label trial of venlafaxine (n=17)
suggests that this medication may also be efficacious for BDD,25 although controlled studies
are needed.

Additional treatment studies are needed, however, as relatively few pharmacotherapy studies
of BDD have been done. In addition, while the above studies indicate that a majority of patients
with BDD significantly improve with SRI treatment, response is often partial, and a substantial
minority of patients do not improve to a clinically significant degree.17

The present study obtained pilot data on the efficacy and safety of the antiepileptic medication
levetiracetam in patients with BDD. Levetiracetam is indicated as adjunctive therapy in the
treatment of partial onset seizures, myoclonic seizures, and primary generalized tonic-clonic
seizures. While levetiracetam’s precise mechanism of action is unknown, it has been shown
to bind to the presynaptic vesicle protein SV2A, which is thought to be involved in the
regulation of vesicle exocytosis.26 Levetiracetam also moderately blocks high-voltage calcium
channels and opposes the activity of the negative allosteric modulators zinc and β-carbolines
on GABA-A and glycine receptor-mediated responses.27

One reason to examine the efficacy of levetiracetam for BDD is that an open-label study
suggested that levetiracetam may be efficacious for social phobia,28 which has similarities to
BDD.29 Similarities include, in BDD, high levels of social anxiety, avoidance of social
interactions (related to perceived bodily “defects”), and a tendency to misinterpret ambiguous
social scenarios as threatening. 7,30–33 In addition, high rates of comorbid lifetime social phobia
in BDD (37%–39%)34,35 suggest that BDD and social phobia may be related disorders. While
a subsequent placebo-controlled study in social phobia did not find a statistically significant
difference between levetiracetam and placebo, the sample was very small, and the effect size
was .33 (small-medium; Cohen’s d).36 Another reason to examine the efficacy of levetiracetam
for BDD is that antiepileptic medications more generally have a broad range of efficacy for
psychiatric disorders.37 To our knowledge, this is the first investigation of an antiepileptic
medication in the treatment of BDD.

METHODS
Subjects

Seventeen outpatients participated in this 12-week prospective open-label study. The hospital
Institutional Review Board approved the study, and all subjects provided written informed
consent. All subjects met DSM-IV criteria for BDD, a distressing or impairing preoccupation
with an imagined or slight defect in appearance that is not better accounted for by another
mental disorder. Inclusion criteria were: 1) age 18–65; 2) current DSM-IV BDD or its
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delusional variant (delusional disorder, somatic type); 3) suitable for treatment in an outpatient
setting; and 4) total score of at least 20 on the Yale-Brown Obsessive Compulsive Scale
Modified for BDD (BDD-YBOCS).38 In our experience, scores lower than 20 reflect
subthreshold, rather than full-criteria, BDD as defined in DSM-IV. Exclusion criteria were: 1)
unstable medical illness, including renal failure or dialysis; 2) myocardial infarction within the
past 6 months; 3) current pregnancy or lactation, or inadequate contraception in women of
childbearing potential; 4) a need for prn benzodiazepines, another antiepileptic medication, or
an anticipated change in the dose of any concomitant psychotropic medication during the study;
5) clinically significant suicidality, including a suicide attempt within the past two months; 6)
lifetime history of DSM-IV dementia, schizophrenia, or any other DSM-IV psychotic disorder
that is not attributable to BDD; 7) current or recent (past 3 months) DSM-IV substance abuse
or dependence; 8) initiation of ongoing psychotherapy from a mental health professional within
3 months prior to study baseline; subjects could not receive cognitive-behavioral therapy (CBT)
during the study or begin any other type of psychotherapy during the study; 9) previous
treatment with levetiracetam; 10) treatment with investigational medication, depot
neuroleptics, or ECT within the past 3 months.

Subjects taking allowed concomitant psychotropic medications were required to have been on
a stable dose for at least 3 weeks before beginning levetiracetam, and the dose could not be
changed during the study. Subjects already taking an SRI were required to be on the highest
dose recommended by the manufacturer or tolerated by the patient before beginning
levetiracetam; a total SRI trial duration of at least 12 weeks, including at least 3 weeks on the
highest SRI dose, were also required. Of the 17 participants, 5 (29.4%) took a concomitant SRI
during the study: escitalopram (n=2), at doses of 30 mg/day and 40 mg/day; and fluvoxamine
(n=3), at doses of 250 mg/day, 350 mg/day, and 400 mg/day (the subject taking 250 mg/day
had previously taken 300 mg/day with no additional benefit). For these subjects, total SRI trial
duration before beginning levetiracetam ranged from 17 weeks to 10.3 years (mean = 5.7 ± 4.4
years); time on the current SRI dose ranged from 4.3 weeks to 5.0 years (mean = 1.4 ± 2.1
years). Other concomitant psychotropic medications were venlafaxine (n=3), Adderall (n=2),
lithium (n=1), buspirone (n=1), clonazepam (n=1), alprazolam (n=1), and trazodone (n=1).
Two subjects received non-CBT psychotherapy during the study.

Assessments
Subjects were assessed with the Structured Clinical Interview for DSM-IV, Patient Version.
39 The BDD Form, used in many previous BDD studies,e.g.,7,8 obtained data on demographic
characteristics, clinical features of BDD, and treatment history. The following measures were
completed at the baseline visit and periodically throughout the study (details of the assessment
schedule are provided below). The Yale-Brown Obsessive Compulsive Scale Modified for BDD
(BDD-YBOCS) was the primary outcome measure. This reliable and valid 12-item semi-
structured clinician-administered scale assesses BDD severity during the past week.38 Items
are rated from 0 (no symptoms) to 4 (extreme symptoms), with a total score of 0 to 48. The
scale assesses preoccupation with the perceived appearance defects (time occupied,
interference with functioning due to the preoccupation, distress, resistance, and control),
associated compulsive behaviors such as mirror checking or excessive grooming (time spent,
interference with functioning, distress if the behaviors are prevented, resistance, and control),
insight, and avoidance. A ≥ 30% decrease in total score indicated response.38 The Clinical
Global Improvement Scale (CGI) is a widely used 7-point scale that assesses global
improvement or worsening of symptoms, with ratings ranging from “very much worse” to
“very much improved.”40 Ratings of much improved (score of 2) or very much improved (score
of 1) defined improvement in BDD. Separate CGI ratings were done by the clinician rater and
the patient. Separate CGI ratings were also done for BDD symptoms and for global
psychopathology including BDD. The 7-point Clinical Global Severity Scale assessed current
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illness severity at study baseline (score of 1 = normal, not at all ill, and score of 7 = among the
most extremely ill patients).40

The Brown Assessment of Beliefs Scale (BABS) is a 7-item semi-structured clinician-
administered scale that assesses seven components of delusionality (insight) during the past
week.41 Scores range from 0 to 24, with higher scores indicating greater delusionality. Beliefs
are also categorized as delusional or nondelusional using an empirically derived cutpoint. The
BABS is reliable, valid, and sensitive to change.41 At study baseline, patients were asked to
describe their belief about the disliked body areas – for example, “I look deformed.” At study
endpoint, the same belief was reassessed. The BABS could not be completed for one subject
who declined to answer the questions because she found them upsetting. The Hamilton Rating
Scale for Depression (24 item)(HAM-D) is a widely used reliable and valid clinician-
administered measure of current severity of depressive symptoms.42 The Social Phobia
Inventory (SPIN) is a 17-item self-report questionnaire that assesses fear, avoidance, and
physiological arousal associated with social anxiety during the past week. This scale is reliable,
valid, and sensitive to change.43 Scores range from 0 to 68, with a score of 19 or higher
distinguishing patients with social phobia from both healthy controls and psychiatric controls
without social phobia. No special instructions were used for the SPIN; therefore, SPIN scores
reflect social anxiety from any source (e.g., BDD, comorbid social phobia). The Beck Anxiety
Inventory (BAI) is a reliable, valid, and widely used 21-item self-report measure of anxiety
during the past week which focuses on somatic symptoms.44 The BAI has been shown to be
sensitive to change.45 Scores range from 0 to 63. On all of the above symptom measures, higher
scores reflect greater symptom severity.

Three measures assessed psychosocial functioning/quality of life. The Global Assessment of
Functioning (GAF) is a global measure of symptom severity and psychological, social, and
occupational functioning.46 The Social and Occupational Functioning Assessment Scale
(SOFAS) is similar to the GAF but assesses only psychosocial functioning.46 Scores on both
scales range from 0 to 100, with lower scores denoting more severe illness and/or poorer
functioning. The Quality of Life Enjoyment and Satisfaction Questionnaire (Q-LES-Q), a
reliable and valid measure that is sensitive to change, assessed current quality of life.47 The
Short Form transformed score is reported. Lower scores reflect poorer quality of life.

Procedures
After completing a urine pregnancy test (in females of childbearing potential) and the baseline
evaluation, subjects received unblinded levetiracetam for 12 weeks. A fixed-flexible dosing
regimen was used. The starting dose was 250 mg qhs for 1 week, which was increased to 250
mg twice a day for 1 week. The dose was then raised by 500 mg/day each week to a maximum
dose of 1,500 mg twice a day, as tolerated. Subjects were evaluated with the BDD-YBOCS,
CGI, and HAM-D at baseline, weekly for 4 weeks, and then every other week. The other
measures were completed at baseline and endpoint. Medication compliance was assessed by
tablet count. At each study visit, pulse, blood pressure, concomitant medications, and adverse
events were assessed.

Data analyses
Descriptive statistics are provided for demographic variablesand baseline clinical
characteristics. All primary treatment analyses are intention-to-treat with last observation
carried forward. Intention-to-treat analyses include all subjects who took at least one dose of
study medication, including those who withdrew early from the study. Several secondary
completer analyses were also conducted where indicated. Scale scores on continuous study
measures were analyzed using paired t-tests or analysis of variance with time of measurement
as a within-subjects factor. The Huynh–Feldt correction was applied when the sphericity
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assumption was not met. The alpha level for all analyses was p<.05, and t-tests were two-tailed.
For the primary outcome measure (the BDD-YBOCS), ηp

2 (partial Eta squared) was calculated.
Following the recommendation of Cohen,48 partial eta squared is reported as an index of effect
size: large effects, ηp

2 > .14; medium effects, ηp
2 = .06; and small effects, ηp

2 = .01. Correlations
were examined with the Pearson correlation coefficient. Adverse events were tabulated by
type, incidence, and likelihood that the event was related to the study medication. Reported
adverse events are those considered possibly, probably, or almost certainly related to the
medication in at least 10% of subjects.

RESULTS
Table 1 shows the sample’s demographic and baseline clinical characteristics. Eleven (64.7%)
subjects completed the study. In intention-to-treat analyses, BDD-YBOCS scores decreased
from 32.5 ± 4.7 at baseline to 21.5 ± 11.0 at endpoint, F(2.71, 43.28) = 12.27, p<.001, ηp

2 = .
43 (see Table 2 and Figure 1). The mean decrease in BDD-YBOCS scores among the entire
sample was 33.8%. On the BDD-YBOCS, 52.9% (n=9) of subjects were responders. Among
subjects not taking an SRI, 58.3% (n=7/12) were responders. Among subjects who had
levetiracetam added to stable ongoing SRI treatment, 40.0% (n=2/5) responded. Among
responders, the mean decrease in BDD-YBOCS score was 58.9%. The mean time to response
of BDD was 4.6 ± 2.8 weeks (range, 2–10 weeks). Response to levetiracetam was not predicted
by baseline BDD severity, BDD duration, or current comorbid major depressive disorder.

Among the 11 subjects who completed the full 12 weeks of levetiracetam treatment, BDD-
YBOCS scores decreased from 32.9 ± 5.1 to 19.6 ± 11.8, F(3.49, 34.85) = 11.54, p<.001,
ηp

2 = .54. Of the 11 completers, seven (63.6%) were responders on the BDD-YBOCS.

As shown in Table 2, on the clinician BDD-CGI, BDD improved for 8 (47.1%) subjects: 7
(41.2%) were very much improved, and 1 (5.9%) was much improved. On the clinician global
CGI, 9 (52.9%) of subjects improved: 4 (23.5%) were very much improved and 5 (29.4%) were
much improved. Patient CGI scores were similar (Table 2).

The delusionality of appearance beliefs significantly decreased on the BABS (p=.003). Mean
scores indicated poor insight at study baseline and fair insight at study endpoint. Two of 3
subjects who had delusional BDD beliefs at baseline responded to levetiracetam, and 6 of 13
subjects who had nondelusional BDD beliefs at baseline responded. Depressive symptoms
significantly improved on the HAM-D (p=.012). The correlation between change in BDD-
YBOCS scores and HAM-D scores was .64 (p=.006). In intention-to-treat analyses, mean
scores on the HAM-D suicidal ideation item decreased at a trend level: F(4.09, 65.37) = 2.11,
p=.088; scores on this item decreased significantly among study completers: F(4.45, 44.54) =
2.99, p=.025. Scores did not significantly improve on the BAI or the SPIN.

GAF and SOFAS scores significantly improved. In intention-to-treat analyses, Q-LES-Q
scores improved at a trend level (p=.087); among study completers, Q-LES-Q scores
significantly improved (t=−2.46, df=10, p=.034).

The mean endpoint levetiracetam dose for the entire sample was 2,044.1 ± 1,065.2 mg/day
(range = 250 – 3,000 mg/day). Among study completers, the mean endpoint dose was 2,568.2
± 791.3 mg/day (range = 750 – 3,000 mg/day). Among those subjects who responded to
levetiracetam, the mean endpoint dose was 2,083.3 ± 935.4 mg/day (range = 750 – 3,000 mg/
day).

Adverse events occurring in 10% or more of subjects that were considered possibly, probably,
or almost certainly related to the medication were fatigue (n=8), irritability (n=4), insomnia
(n=4), headache (n=3), anxiety (n=3), nausea (n=2), and dizziness (n=2). Nearly all adverse
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events were mild or moderate. In four patients, possible or probable side effects prevented a
planned dose increase or led to a dose decrease: anxiety and dizziness in one patient, nausea
and fatigue in another, fatigue in the third, and irritability in the fourth.

Two serious adverse events occurred. One subject, a 56-year-old married African American
woman, was withdrawn from the study and hospitalized at week 8 due to increased depression
and suicidal ideation, which appeared attributable to substantially worsening psychosocial
stressors. A 20-year-old single white woman was withdrawn from the study and hospitalized
before beginning levetiracetam (at her second screening assessment) because she was actively
suicidal; she attributed her suicidality to BDD symptoms.

In addition to the above subject who was withdrawn from the study at week 8, five subjects
dropped out of the study after the baseline visit. One subject dropped out after taking only one
dose of levetiracetam because she “wanted to get better on [her] own,” and another dropped
out at week 3 because she felt that “talking about [her] symptoms was making them worse.”
One subject dropped out at week 6 due to lack of improvement in depressive symptoms, and
another dropped out at week 10 due to a lack of improvement in depressive symptoms and
worsening anxiety. Another subject discontinued the medication at week 8 because she was
convinced it was making her hair fall out and look too thin; there was no objective evidence
for this, and this concern was considered a symptom of BDD.

DISCUSSION
This pilot study provides preliminary evidence that levetiracetam may be efficacious for BDD.
In the more conservative intention-to-treat analyses (the study’s primary analyses), BDD-
YBOCS scores significantly decreased, and 52.9% of subjects responded to levetiracetam. The
response rate was higher (63.6%) in a secondary analysis of those subjects who completed the
study. The effect size was large for these analyses.

In published open-label studies of SRIs, response rates in intention-to-treat analyses based on
the BDD-YBOCS were 73% for escitalopram (n=15),24 73% for citalopram (n=15),23 and 63%
for fluvoxamine (n=30).22 However, comparisons of response rates across studies must be
made very cautiously, because levetiracetam was not directly compared to an SRI and because
samples were small. Compared to previous open-label SRI trials, the levetiracetam study
sample had somewhat more severe BDD symptoms and poorer scores on functioning/quality
of life measures at baseline, although BDD severity has not been found to predict medication
response, either in the present study or in prior SRI studies.20,22 It is also possible that the
levetiracetam study sample may have been relatively treatment refractory. Sixteen of the 17
subjects had received an SRI in the past; of the 18 total SRI trials received that were considered
at least minimally adequate for BDD, 49 subjects reported that only 28% (n=5) were efficacious
for BDD.

It is worth noting that among those subjects who were improved on the BDD-CGI, a high
proportion (7 of 8) were “very much improved,” rather than only “much improved” (1 of 8).
The proportion of the entire sample whose BDD was very much improved (41.2%) is in the
range reported in open-label studies of SRIs (30%,22 40%,23 and 47%24). When comparing
these rates, however, the small sample sizes of these studies must be kept in mind.

A placebo response cannot be ruled out in an open-label study such as this, and placebo-
controlled studies are needed. In the only placebo-controlled study of BDD to date, the placebo
response rate was only 18%.20 In this regard, it is worth noting that after completing the study,
four patients who responded to levetiracetam continued to be treated in the first author’s clinic,
all of whom stopped the medication and relapsed in terms of BDD symptoms, comorbid
disorders, and (in two cases) suicidal ideation. One patient discontinued the medication twice,
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and both times experienced relapse of severe depression, OCD, and (on one occasion) BDD.
Another patient decreased or stopped the medication three times, and each time experienced
relapse of BDD, anxiety, depression, and social phobia symptoms. In all cases, symptoms
worsened within several days to several months after stopping the medication. Levetiracetam
was restarted following five of these discontinuations, with subsequent marked improvement
in BDD and comorbid symptoms in all five cases within several days to several months. Three
of four patients remained on levetiracetam, with improved symptoms and good tolerability,
for up to two years. These clinical observations suggest that these patients’ improvement on
levetiracetam was unlikely to reflect a placebo response.

It is worth highlighting that study participants had markedly poor functioning and quality of
life at study baseline. Baseline scores on the GAF and SOFAS indicated “serious” symptoms
or “serious” impairment in social, occupational, or school functioning. Q-LES-Q scores were
2.1 standard deviation units poorer than published norms and were poorer than scores reported
in treatment studies of anxiety and depressive disorders.50 In intention-to-treat analyses, GAF
and SOFAS scores significantly improved, and Q-LES-Q scores improved at a trend level.
However, scores on these measures at study endpoint reflected continued impairment. This
study was only 12 weeks long, and more time than this may be needed for patients to make
life changes such as getting a job or starting to socialize. Future studies are needed to determine
whether functioning/quality of life might further improve with longer-term treatment.

While levetiracetam’s precise mechanism of action is unknown, it has been shown to enhance
the effects of GABA by opposing activity of the negative allosteric modulators zinc and β-
carbolines on GABA-A receptors. 27 This is interesting in light of very preliminary data
showing an association for the GABA-A-γ2 (5q31.1-q33.2) receptor gene in a preliminary
candidate gene study in a different BDD sample.51 Despite its GABAergic effects,
levetiracetam did not significantly improve anxiety as measured by the BAI or social anxiety
as measured by the SPIN (although among levetiracetam responders the decrease in SPIN
scores was statistically significant [p=.039] and BAI scores decreased at a trend level [p=.080]).
Other preliminary open-label and retrospective chart-review studies suggest that levetiracetam
may be efficacious for anxiety symptoms and certain anxiety disorders.28,52–55 Anxiety is an
understudied aspect of BDD that needs to be examined in future treatment studies. In the present
study levetiracetam significantly improved depressive symptoms, as was found in an
uncontrolled study of patients with epilepsy and concomitant depressive symptoms.53

Levetiracetam was relatively well tolerated. Only one subject dropped out of the study in part
because of an adverse event (increased anxiety). In four subjects, however, the dose was
reduced or not raised as planned because of symptoms that were considered possible or
probable side effects. It is possible that fewer adverse events may have occurred with slower
dose titration or a lower final target dose.

Only 64.7% of participants who took at least one dose of levetiracetam completed this 12-week
study; this dropout rate is similar to or somewhat higher than that in other BDD
pharmacotherapy studies. As detailed in the results section, subjects dropped out for a variety
of reasons, which in two cases was due to BDD symptoms themselves (distress caused by
discussing BDD symptoms in one case and an erroneous belief that the medication made the
patient look uglier in another). In our experience it can be challenging to engage and retain
some patients with BDD in treatment because of BDD symptoms themselves.

This study has a number of limitations, most notably its lack of a comparison/control group,
unblinded assessment of treatment outcome, and small sample size. Given these limitations,
and the fact that this is to our knowledge the only study of levetiracetam in BDD, these findings
should be considered preliminary. Additional studies – in particular, placebo-controlled studies
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-- are needed to more definitively evaluate the efficacy of levetiracetam both as monotherapy
and as an SRI augmentation agent for BDD.

CONCLUSION
BDD is an often-severe mental illness that is associated with high rates of disability and
suicidality, and efficacious treatments are greatly needed. However, treatment studies are still
very limited. This pilot study provides preliminary data suggesting that levetiracetam may
diminish BDD symptoms, BDD-related delusionality, and depressive symptoms, and may also
improve psychosocial functioning/quality of life (although findings for the latter were mixed).
Levetiracetam was generally well tolerated. Given this study’s small sample size and open-
label design, these findings are preliminary and need to be confirmed in randomized, double-
blind placebo-controlled studies.

Focus Points

Serotonin-reuptake inhibitors are currently considered the first-line medication for body
dysmorphic disorder (BDD), but additional treatment strategies are needed for this often-
severe disorder.

Levetiracetam, a novel antiepileptic medication, was efficacious for BDD symptoms in 9
of 17 patients (52.9%) and was generally well tolerated in this open-label pilot study.

Randomized, double-blind, placebo-controlled studies are needed to further investigate the
efficacy of levetiracetam for BDD.

Learning Objectives

Upon reading this articles, readers will be able to:

• Define body dysmorphic disorder and list common symptoms.

• List medications that have been shown in previous controlled or open-label studies
to be efficacious for body dysmorphic disorder.

• List symptoms that significantly improved in this pilot study of levetiracetam.

Needs Assessment

Although body dysmorphic disorder (BDD) is a relatively common and often-severe
disorder, treatment data are limited. This paper reports the results of a pilot study on a novel
treatment -- the antiepileptic medication levetiracetam -- for BDD.
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FIGURE. Mean BDD-YBOCS Scores Over 12 Weeks of Treatment with Levetiracetam
BDD-YBOCS = Yale Brown Obsessive Compulsive Scale Modified for Body Dysmorphic
Disorder. Scores over time in 17 subjects. There was a significant time effect [F(2.71, 43.28)
=12.27, P<0.001]; all observations represent last observation carried forward. Bars represent
1 SE.
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TABLE 1

Baseline Demographic and Clinical Features of 17 Subjects with Body Dysmorphic Disorder Treated with
Levetiracetam

Variable % (n) or Mean ± SD

Gender (% female) 64.7% (n=11)

Age 36.8 ± 10.2 (range = 23–56)

Race/ethnicity (% minority) 23.5% (n=4)

Marital status (% single) a 82.4% (n=14)

Duration of BDD (years) 20.6 ± 12.9

Number of body areas of concern (current) 4.5 ± 2.6

Current body areas of concern (most common)

 Skin 76.5% (n=13)

 Hair 58.8% (n=10)

 Weight 41.2% (n=7)

 Teeth 35.3% (n=6)

 Breasts 35.3% (n=6)

Number of compulsive BDD behaviors (current) 6.3 ± 2.2

Current compulsive BDD behaviors (most common)

 Comparing one’s appearance with that of other people 100% (n=17)

 Checking mirrors and other reflecting surfaces 88.2% (n=15)

 Camouflaging the perceived flaws (e.g., with a hat) 88.2% (n=15)

 Excessive grooming 70.6% (n=12)

 Excessive clothes changing to improve one’s appearance 64.7% (n=11)

Current comorbidity

 Major depressive disorder 41.2% (n=7)

 Social phobia 29.4% (n=5)

 Obsessive compulsive disorder 17.6% (n=3)

 Panic disorder with agoraphobia 11.8% (n=2)

 Specific phobia 11.8% (n=2)

 Dysthymia 11.8% (n=2)

 Post-traumatic stress disorder 5.9% (n=1)

 Generalized anxiety disorder 5.9% (n=1)

a
Includes 12 never married and 2 divorced subjects.
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