Plastic Surgery Addiction in Patients
With Body Dysmorphic Disorder

by Eda Gorbis, Ph.D., M.F.C.C.,
and Yelena Kholodenko

Definition of the ideal body changes
over time and across cultures. In the
18th century, full-figured women were
considered attractive. Today, a woman
with a slim, long-legged figure is the

token of beauty. In different cultures,
different shapes of women are in style.
However, for people with body dysmor-
phic disorder (BDD), appearance is not
simply a matter of style. According to
the DSM-1V, people with BDD have a
pervasive distortion of their self-image
and a persistent preoccupation with a

particular part of their body or overall
appearance.

When Body Image
Becomes a Disorder

Body dysmorphic disorder is also
known as dysmorphophobia. It mani-
fests itself as an abnormal dissatisfac-

BRIEF SUMMARY. See package insert for full

Increased Mortality in Elderly Patients with Dementia-Related Psychosis: Elderly pati dementi: i
atypical antipsychotic drugs are : atan increased nsk of death compared to plauho Malyses of seventeen plmbn controlled trials
(modal durati d a risk of death in the drug-treated patients of between 1.6 0 1.7 times that seen
in placebo-treated patients. Ovenhe course of a typical 10 week controlled trial, the rate of death in drug-treated patients was about
4.5%, compared to a rate of about 2.6% in the placebo group. Ammnhmeumsotdoam'mevam most of the deaths appeared
1o be either cardiovascular (e.g., heart failure, sudden death) or infectious (e.g., pneumonia) in nature. GEODON (ziprasidone) is not
approved for the treatment of paliamswim Dementia-Related Psychosis.

treatment who are at risk of significant electrolyte disturbances should have baseline serum potassium and magnesium measurements.
Low serum potassium and magnesium should be repleted before treatment. Patients who are started on diuretics during GEODON therapy
need periodic monitoring of serum potassium and magnesium. Discontinue GEODON in patients who are found to have persistent QT
measurements >500 msec (sec WARNINGS). Drug Interactions: (1) GEODON should not be used with any drug that prolongs the QT
interval. (2) Given the primary CNS effects of GEODON, caution should be used when itis taken in combination with other centrally acting
drugs. (3) Because of its potential for inducing hypotension, GEODON may enhance the effects of certain antihypertensive agents. (4)
GEODON may antagonize the effects of levodopa and dopamine agonists. Effect of Other Drugs on GEODON: Carbamazepine, 200 mg bid
for21 days, resulted in adecrease of approximately 35% in the AUC of GEODON. Ketoconazole, a potent inhibitor of CYP3A4, 400 mg qd for
5 days, increased lhe AUC and Cma, of GEODON by about 35%-40%. Cimetidine, 800 mg qd for 2 days, did not affect GEODON

INDICATIONS—GEODON i d ixed episods

bipolar disorder with or without psychotic features. GEODON® (ziprasidone mesylate) for In]ocﬂnn Is Indlmed for acute aunatlun In
schizophrenic patients.

CONTRAINDICATIONS: —-OTPmInngatmn Because of GEODON's dose-related prolongation of the QT interval and the

p of 30 mL of Maalox did not affect GEODON pharmacokinetics. Population pharmacokinetic analysis

i lled clinical trials has not revealed any clinically significant pharmacokinetic interactions with benztropine,
propmnolol or Iomzepam ffect of GEODON on Other Drugs: In vitro studies revealed little potential for GEODON to interfere with the
of drugs cleared primarily by CYP1A2, CYP2C9, CYP2C19, CYP2D6, and CYP3A4, and little potential for drug interactions with

of fatal arrhythmias with QT prolongation by some otner drugs, GEODON is contraindicated in patients with a known history of QT
prolongation (including long QT sy ), with recent acute myocardial infarction, or with uncompensated heart failure (see
WARNINGS). Ph ineti ic studies between GEODON and other drugs that prolong the QT interval have not been
performed. An additive effect of GEODON and other drugs that prolong the QT interval cannot be excluded. Therefore, GEODON should not
be given with dofetilide, sotalol, quinidine, other Class la and Il anti-arrhy thioridazine, chlorp:

pimozide, sparfloxacin, gatifioxacin, moxifioxacin, halofantrine, mefloguine, penmmndme arsenic trioxide, levomethadyl acetate, dolasetron
mesylate, probucol, or tacrolimus. GEODON is also contraindicated with drugs that have demonstrated QT prolongation s one of their

pharmacodynamic effects and have this effect described in the full i asa aboxed or bolded warning
(see WARNINGS ). GEODON is contraindicated in individuals with a known h y to the product. WARNINGS —Increased
Mortality in Elderly Patients with Dementia-Related Psychosis: Eldemmentsmﬂldemerm-mlatedpsywostsneawdwmnyplul

=

gs are atan risk of death compared to placebo. GEODON (ziprasidone) is not approved for the treatment
of patients with dementia-related psychosis (see Boxed Waing). 0T Prolongation and Risk of Sudden Death: GEODON use should
be avoided in combination with other drugs that are known to prolong the QT interval. Additionally, clinicians should be alert to the
identification of other drugs that have been consistently observed to prolong the QT interval. Such drugs should not be prescribed with
GEODON. A study directly comparing the QT/QT,-prolonging effect of GEODON with several other drugs effective in the treatment of
schizophrenia was conducted in patient volunteers. The mean increase in QT; from baseline for GEODON ranged from approximately
9to 14 msec greater than for four of the comparator druus (nspendnna olanzapme quetlamna and haloperidol), but was
approximately 14 fGEODON on

augmented by the presence of a metabolic inhibitor (kmwnaznlo 200 mg bid). In placebo-controlled trials, GEODON increased the
QT interval compared to placebo by approximately 10 msec at the highest recommended daily dose of 1601 mg. In clinical trials the
electrocardiograms of 2/2988 (0.06%) GEODON patients and 1/440 (0.23%) placebo patients revealed QT intervals exceeding the
potentially clinically relevant threshold of 500 msec. Inthe GEODON patients, neither case suggested a role of GEODON. Some drugs
that prolong the QT/QT; interval have been associated with the occurrence of torsade de pointes and with sudden unexplained death.
The relationship of QT prolongation to torsade de pointes is clearest for larger increases (20 msec and greater) but it is possible that
smaller QT/QT; prolongations may also increase risk, or muem itin sumphblo mﬂmduals such as those with hypokalemia,
hypomagnesemia, or genetic predisposition. Alth d asnciaﬂnnwiﬂntnmoﬂimmu
atrecommended doses in premarketing studies, emeﬁm istoo limited to rule outan increased risk. Astudy evaluating the QT/QT,
prolonging effect of intramuscular GEODON, with intramuscular haloperidol as a control, was conducted in patient volunteers. In the
trial, ECGs were obtained at the time of maximum plasma concentration following two mlcﬂlons of GEODON (20 mg then 30 mg) or
haloperidol (7.5 mg then 10 mu) given four hours apart. Note that a 30 mg dose of intramuscular GEODON is 50% higher than the
recommended utic dose. Th from baseline was calculated for each drug using a sample-based correction
that removes the effect of heart rate on the QT interval. Tlle ‘mean increase in QT from baseline for GEODON was 4.6 msec following
the firstinjection and 12.8 msec following the second injection. The mean increase in QT; from baseline for haloperidol was 6.0 msec
following the first injection and 14.7 msec following the second injection. In this study, no patient had a QT interval exceeding 500
msec. As with other antipsychotic drugs and placebo, sudden unexplained deaths have been reported in patients taking GEODIJN at
recommended doses. The premarketing experience for GEODON y for GEODON

antipsychotic drugs or placebo, but the extent of exposure was limited, especially for the drugs used as active controls and placebo.
Nevertheless, GEODON's larger prolongation of QT, length compared to several other antipsychotic drugs raises the possibility that
the risk of sudden death may be greater for GEODON than for other available drugs for treating schizophrenia. This possibility needs
tobe considered in deciding among altemative drug products. Certain circumstances may increase the risk of the occurrence of torsade
de pointes and/or sudden death in association with the use of drugs that prolong the QT; interval, including (1) bradycardia; (2)
hypokalemia or hypomagnesemia; (3) concomitant use of other drugs that prolong the QT interval; and (4) presence of congenital
prolongation of the QT interval. GEODON should also be avoided in patients with congenital long QT syndrome and in patients with a
history of cardiac arrhythmias (see CONTRAINDICATIONS, and see Drug Inferactions under PRECAUTIONS). It is recommended that
patients being considered for GEODON treatment who are at risk for significant electrolyte disturbances, hypokalemia in particular,
have baseline serum potassium and magnesium measurements. Hypokalemia (and/or hypomagnesemia) may increase the risk of
QT prolongation and arrhythmia. Hypokalemia may result from dlumtcl!mpy diarrhea, and other causes. Patients with low serum
potassium and/or magnesium should be repleted with those electrolytes before proceeding with reatment. Itis essential to periodically
monitor during GEODON treatment. Persistently prolonged QT;
intervals may also increase the risk of further prolongation and: armythmla butitis not clearthat routine screening ECG measures are
effective in detecting such patients. Rather, GEODON should be avoided in patients with histories of significant cardiovascular llness,
eg, QT prolongation, recent acute myocardial infarction, uncompensated heart failure, or cardiac arrhythmia. GEODON should be
discontinued in patients who are found to have persistent QT >500 msec. (NMS):A
potentially fatal symptom complex sometimes referred to as Neuroleptic Malignant Syndrome (NMS) has been reported in association with
administration of antipsychotic drugs. The management of NMS should include: (1) immediate discontinuation of antipsychotic drugs and
other drugs not essential to concurrent therapy; (2) intensive symptomatic treatment and medical monitoring; and (3) treatment of any
concomitant serious medical problems for which specific treatments are available. If a patient requires antipsychotic drug treatment after
recovery from NMS, the potential reintroduction of drug therapy should be carefully considered. The patlem should b ly

GEODON duelodusplaoemem GEODON 40 mg bid administered concomitantly with fithium 450 mg bid for 7 days did notaffect the steady-
state level or renal clearance of lithium. GEODON 20 mg bid did not affect the of oral
contraceptives, ethinyl estradiol (0.03 mg) and (0.15mg). Consistentwith in vitro results, a study in normal heaithy vol
showed that GEODON did not ater the metabolism of aCYP206 model sub: to its major metabolite, dextrorphan.
There was no statistically significant change in the urinary dextromethorphan/dextrorphan ratio. Carcinogenesis, Mutagenesis,
Impairment of Fertility: Lifetime carcinogenicity studies were conducted with GEODON in Long Evans rats and CD-1 mice. In male mice,
there was no increase in incidence of tumors relative to controls. In female mice there were dose-related increases in the incidences of
pituitary gland adenoma and carcinoma, and mammary gland adenocarcinoma at all doses tested. Increases in serum prolactin were
observed ina 1-month dietary study in female, but not male, mice. GEODON had no effect on serum prolacun inratsin a S—week dnetary
study at the doses th study. The relevance for human risk of the findings of prolactin
tumors in rodents is unknown (see Hyperprolactinemia). Mutagenesis: There was a reproducible mutagenic response in the Ames assay
in one strain of S. fyphimurium n the absence of metabolic activation. Positive results were obtained in both the in vitro mammalian cell
gene mutation assay and the in vitro chromosomal aberration assay in human lymphocytes. Impairment of Fertility: GEODON increased
time to copulation in Sprague-Dawley rats in two fertility and early embryonic development studies at doses of 10 to 160 mg/kg/day (0.5 to
8 times the MRHD of 200 mg/day on a mg/m? basis). Fertility rate was reduced at 160 mg/kg/day (8 times the MRHD on a mg/m’ basis).
Therewasnoeffectonfemlﬂymwmglkg/day (2t|mx=,smeMRHDt)namq;/mz basis). The fertility of female rats was reduced.
Pregna C:The q well dies in pregnant women. GEODON should be used during pregnancy
only f the potential benefit justifies th ial risk to the fetus. Labor ry: The effect of GEODON on labor and delivery in humans
is unknown. Nursing Mothers: 1t is not known whether, and if so in what amount, 'GEODON or ts metabolites are excreted in human milk.
Itis recommended that women receiving GEODON should not breast feed. Pediatric Use: The safety and effectiveness of GEODON in
pediatric patients have not been established. Geriatric Use: Of the approximately 4500 patients treated with GEODON in clinical studies,
2.4% (109) were 65 years of age or over. In general, there was no indication of any different tolerability for GEODON or of reduced clearance
of GEODON in the elderly compared to younger adults. Nevertheless, the presence of multiple factors that might increase the
pharmacodynamic response to GEODON, or cause poorer tolerance or orthostasis, should lead to consideration of a lower starting dose,
slower itration, and careful monitoring during the initial dosing period for some elderly patients. ADVERSE REACTIONS — Adverse Findings
Observed in Short-term, Placebo-Controlled Trials: The following findings are based on the short-term placebo-controlled premarketing
trials for schizophrenia (a pool of two 6-week, and two 4-week fixed-dose trials) and bipolar mania (a pool of two 3-week flexible-dose trials)
in which GEODON was administered in doses ranging from 10 to 200 mg/day. Adverse Events Associated with Discontinuation:
Schizophrenia: Approximately 4.1% (29/702) of GEODON-treated patients in short-term, placebo inued treatment
due to an adverse event, compared with about 2.2% (6/273) on placebo. The most common event associated with dropout was rash,
including 7 dropouts for rash among GEODON patients (1%) compared to no placebo patients (see PRECAUTIONS). Bipolar Mania:
Approximately 6.5% (18/279) of GEODON-treated patients in short-term, placebo: studies discontinued treatment due to an
adverse event, compared with about 3.7% (5/136) on placebo. The most common events associated with dropout in the GEODON-treated
patients were akathisia, anxiety, depressaon dizziness, dystonia, rashand vomiting, wmzum!araammmmamongGEODON

patients (1%) bo patient each for dystoniaand rash (1%) and no pk patients for the

mmaanmma%mmmmmmum Themosicommonryobservedadversewemsassommd
with GEODON in schi (14%) and respiratory tract (8%).Th observed adverse
events assoctatedwvmmeuseo!GEODONmbnpolarmamamalswere (31%), idal (31%), dizziness

(16%), akathisia (10%), abnormal vision (6%), asthenia (6%), and vomiting (5%). The following list enumerates the treatment-emergent
adverse events that occurred during acute therapy, mcludmg only those events that occurred in 2% of GEODON patients and at a greater
incidence than in placebo. Schizophrenia: Body as a Whole—asthenia, accidental injury, chest t pain. Cardiovascular—tachycardia.
Digestive—nausea, constipation, dyspepsia, diarrhea, dry mouth, anorexia. Nervous — akathisia,
diziness. Respiratory—respiratory tract infection, rhinitis, cough increased. smmm;mm—msh fungal dermatitis. Special
Senses— abnormal vision. Bipolar Mania: _M_a_qg— eadacne asmema accidental injury. Cardiovascular— hypertension.
Digestive—nausea, diarrhea, dry mouth, vomiting, i d Musculoskeletai—myalgia. Nervous—
dizziness, akathisia, anxiety, hypwhesla smcn disorder. Respiratory—pharyngitis, dyspnea.
Skin and Appendages—fungal dermatitis. Special Senses— abnonna] vision. Dose Dependency: An analysis for dose response in the
schizophrenia trials revealed an apparent relation of adverse event to dose for the following: asthenia, postural hypotension, anorexia, dry
mouth, increased salivation, anhralqna anxmy diziness, dystonia, hypertonia, somnolence, tremor, rhinitis, rash, and abnonnal vision.
reported EPS for GEODON the short-term, placebo-C

malswasM%vsB%forplacebo Ob;ectrveiywllected datafrom those trials on the Simpson- AngusRanngSwleandﬁwBamesMsua
Scale did not generally show a difference between GEODON and placebo. Vital Sign Changes: GEODON is associated with orthostatic
hypotension (see PRECAUTIONS). Weight Gain: In short-term schizophrenia trials, the proportions of patients meeting a weight gain
riterion of 27% of body weight revealing a statistically significantly greater incidence of weight gain for GEODON patients
(10%) vs placebo patients (4%). A median weight gain of 0.5 kg was observed in GEODON patients vs 0.0 kg in placebo patients. Weight
gain was reponed as an adverse eventin 0.4% of both GEODON and placebo patients. During long-term therapy with GEODON, a
the basis of body mass index (BMI) ighestincidence

of clinically si weight gain (>7% of body weight) in patients with a low BMI (<23) compared to normal (23-27) or overweight (>27)

since recurrences of NMS have been reported. Tardive Dyskinesia (TD): A d of i
movements may develop in patients treatment with antipsych gs. Although the prevalence of TD appears to be highest
among the elderly, especially eldenywomen itis lmDOSSIble to rely upon prmlenoe estimates to predict, at the inception of antipsychotic
treatment, which patients: pTD. If p TDappeannapanemon GEODON, drug discontinuation should
be considered. Hyperylmmlnndﬂl:bmsﬂelllm Hyperg! imes serious, have been reported in
treated with atypical antipsychotics. There have been few reports of hypergwcemla or diabetes in patlents treated with GEODON,

panenrsﬂ\erewasameanwe»gmgamoﬂ A kg for patients with a “low” baseline BMI, 0.0 kg for patients with a “normal” BMI, anda 1.3
kg mean welom loss for patients with a *high” BMI. ECG Changes: GEODON is assocnated with an increase in the QT interval (see
WARNINGS). | P trials, GEODON iated witha rate of 1.4 beats per minute compared toa0.2
beats per minute decrease among placebo patients. WMWMDWMMMPMMMMEW of GEODON:
Frequent adverse events are those occurring in at least 1/100 patients; infrequent adverse events are those occurring in 1/100 to 1/1000
patients; rare events are those occurring in fewer than 1/1000 patients. Schizophrenia: Body as a Whole — Frequent: abdommal pain, fiu

patients

and itis not known if GEODON is associated with these events. Patients treated with an atypical antipsy should be monitored for
symptoms of hyperglycemia. PRECAUTIONS — General: Rash: In premarketing trials, about 5% of GEODON patients developed rash
and/or urticaria, with discontinuation of treatment in about one-sixth of these cases. The occurrence of rash was dose related, ahhougn the
finding might also be explained by longer exposure n higher-dose patients. Several patients with rash had si

fever, wudemaltall face edema, chills, photosensitivity reaction, flank pain, nypomermla motorvehicle accident.

System— Frequent ia, angina pectoris, atrial fibrillation; Rare first-

degree AV block, bundle  branch block, phlebms pulmonary embolus, cardiomegaly, cerebral mfarm cerebrovascular accident, deep
Digestive System—

systemic illness, e.g., elevated WBCs. Most patients improved promptly upon treatment with antihistamines or steroids and/or upon
discontinuation of GEODON, and all patients were reported to recover: Uj of rash for whi qy

is, myocarditis, thrombophlebitis. m— Frequent: anorexia, vomiting; /nfrequent: rectal hemorrhage,
dysphagia, tongue edema; Rare: gum hemorrhage, jaundice, fecal impaction, gamma glutamy transpeptidase increased, hematemesis,

cannot be identified, GEODON should be discontinued. Orthostatic Hypotension: GEODON may i

jaundice, hepatitis, hepatomegaly, Ieukoplakla of mouth, fatty liver deposit, melena. Endocrine— Rare: hypothyroidism,

with dizziness, tachycardia, and, in some patients, syncope, especially during the initial dose-titration period, probably reﬂecnng its oy~
adrenergic antagonist properties. Syncope was reported in 0.6% of GEODON patients. GEODON should be used with particular caution in
patients with known cardiovascular disease (history of myocardial mfarctlon orischemic heart disease, heart failure or conduction
abnormalities), cerebrovascular disease or conditions that would predispose patients to h ia, and
treatment with antihypertensive medications). Seizures: In clinical trials, seizures occurred in 0.4% of GEODON patlems There were
confounding factors that may have contributed to seizures in many of these cases. As with other antipsychotic drugs, GEODON should be
used in patients with a history of sei ‘with conditions that potentially lower the seizure threshold. Hyperprolactinemia: As
with otherdrugsmat antagonize dopamine D, receptors, GEODON elevates prolactin levels in humans. Tissue culture experiments indicate
mat appro;umately one third of human breast cancersare prolamn dependent n vitro, a factor of potentialimportance if the prescription of
Neither clinical studies nor epidemiologic studies conducted
todate have sh iation by i fthis class of drugs and tumorigenesis in humans; the available evidence
ive at this time. Potential for Cognitive and Motor Impairment: Somnolence was acommonly reported

adverse event in GEODON patients. In the 4- and 6-week placebo-controlled trials, somnolence was reported in 14% of GEODON patients
vs 7% of placebo patients. Somnolence led to discontinuation in 0.3% of patients in short-term clinical trials. Since GEODON has the potential
toimpair judgment, tmnklnq o motor skills, patients should be cautioned about performmg activities requiring mental alertness, such as
motor iles) or operating certain that GEODON therapy

does notaffect them adversely. Pt mms m: One case of priapism was reported in the premarke‘ung database. Body Temperature Requlation:
Although not reported with GEODON in premarketing trials, disruption of the body’s ability to reduce core body temperature has been
attributed to antipsychotic agents. Dysphagia: Esophageal dysmotility and aspiration have been associated with antipsychotic drug use.
Aspiration pneumonia is a common cause of morbidity and mortality in elderly patients, in particular those with advanced Alzheimer's
dementia, and GEODON and omer antipsychotic drugs snould be used cautiously in patients at risk. Suicide: The possibility of a suicide
attemptisinherentin p: f high-risk patients should accompany drug therapy. GEODON prescriptions
should be written for the smallest quantity of capsul% consistent with good patient management to reduce overdose risk. Use in Patients
with Concomitant lliness: Clinical experience with GEODON in patients with certain concomitant systemic llnesses is limited. GEODON has
not been evaluated or used to any appreciable extent in patients with a recent history of myocardial infarction or unstable heart disease.
Patients with these diagnoses were excluded from premarketing clinical studies. Because of the nsk of (]Tc prolongation and orthostatic
hypotensonwm GEODON, caution should be observed in cardiac patients (see QT Prolongation and Risk of Sudden Deathin WARNINGS
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limited 0

hyperthyroidism, thyroiditis. Hemi quent:anemia,

lymphadenopathy; Rare: mrombot.ylopema I is, basophilia, lymphedema, polycythemia,
thrombocythemia. —Infrequenrmlrst transammase mcreased penpheml edema, hyperglycemia,
creannephosphohmsemcreased alkalme increased, lactic deht increased,

albuminuria, hypokalemia; Rare: BUN increased, creatinine increased, hypempemua hypocholesteremn hyperkalemﬁ hypochloremia,

hypogtyoemua hyponatremia, hypoproteinemia, glucose tolerance gout , hypocalcemia,
ypogly reaction, hyp ia, ketosis, y alkalosis. _\LS_QU_O_SLQ_MS_{L Frequem myalgia;
Infrequent:tenosynovitis; Rare:myopathy. Nervous System — Frequent agitation, tremor, dystonia, hyp 3

dyskinesia, hostility, twitching, paresthesia, confusion, vertigo, hypok inesia, abnormal gait, gyric crisis,
ataxia, amnesia, ooqvmeemgidﬂy delirium, hypotonia, akinesia, dysarthria, withdrawal syndrome,

diplopia, incoordination, paralysis; Rare: igmus, torticollis, ci ia, opi
reflexes increased, trismus. R —Fi uentdyspne& lnfrequentpneumona epistaxis; Rare: hemoptysis, laryngismus.
Sl(l_nam_Amemagg_s—lnlrequem maculopapular rash, urticaria, alopecia, eczema, exfoliative dermatitis, contact dermatitis,
vesiculobullous rash. —Frequent: fungal dermatitis; /nfrequent: conjunctivitis, dry eyes, tinnitus, blepharitis, cataract,
photophobia; Rare: eyehemonhaoe visualfield defect, keratitis, keratoconjunctivitis. Urogenital System — nrrequentumpoteme abnormal
ia, female lactation, polyuria, urinary retention, , male se;

Ral ia, vaginal nocturia, oliguria, female sexual dysiunc'aon utenne hemorrhage.

Mvomﬁndlnﬂmuinmal:mmmmhminmn Inthe dies, the most

with the use of intramuscular GEODON (5%) and observed at a rate on intramuscular GEODON (inthe: htghev dose groups) at least twice
that of the lowest intramuscular GEODON group were headache (13%), nausea (12%), and somnolence (20%). Adverse Events at an
Incidence >1% in Short-Term Fixed-Dose Intramuscular Trials: The following list enumerates the treatment-emergent adverse events
that occurred in 21% of GEODON patients (in the mgher dose groups): and at ieust twsce that of the lowest mmmuscular GEODON group.
BodyasaWhole—nheadache, i pain. Cardiovascular—postural hypotension,
hypertension, bradycardia, vasodilation. D_mm—nausea mmalhemormaoe dlanhea vommnq dyspepsia, anorexia, constipation,
tooth disorder, dry mouth. Nervous—diziness, anxiety, insomnia, somnolence, akathisia, agitation, extrapyramidal syndrome, hypertonia,

rigidity, paresthesia, p ity disorder, p speech disorder. Respiratory—rhinitis. Skin and Appendages—
furunculosis, sweating. Urogenital —dysmenorrhea, priapism. DRUG ABUSE AND DEPENDENCE— Controlled Substance Class:
GEODON s notacontrolled substance. OVERDOSAGE —In premarketing trialsin over5400panems accidental orintentional overdosage
of GEODON ived without sequelae. In thy amount (3240

in PRECAUTIONS). Information for Patients: To ensure safe and eﬂecnve use of GEODON, the information
and' ions in the Pati Laboratory Tests: Patients being considered for GEODON

Al iaking
mg), the only reportedwe inimal sedation, slurring of speech, andtransdoryhypeﬂensmn(BPZﬁOﬂS)

References: 1. Data on file. Pfizer Inc., New York, NY. 2. Keck PE, Versiani M, Potkin S, West SA, Giller E, Ice K, and the Ziprasidone in Mania Study Group. Ziprasidone in the treatment of acute bipolar mania: a three-week,
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tion with one’s physical appearance and
concerns with one’s appearance from
three to eight hours a day (Phillips,
2001). Of Americans, 30% to 40% have
minor concerns with their appearances
(Watkins, 2004). However, those minor
concerns are transient and do not inter-
fere with their functioning or social/
occupational performance. In the
United States, BDD affects about 2%
of the population (Phillips, 2001),
which is equivalent to 5 million Amer-
icans and strikes males and females
equally (Phillips and Diaz, 1997). In
one study, the onset occurred before
age 18 in about 70% of the cases
(Albertini and Phillips, 1999). People
with BDD often change their social and
professional lifestyles to avoid appear-
ing in public and spend excessive time
trying to look presentable (Phillips and
Castle, 2001).

Surgery and Dermatological
Treatment: Signs of the Disease

It is estimated that about 50% of BDD
sufferers seek some sort of the profes-
sional medical help in the form of plas-
tic surgery or dermatological treatment
(Phillips et al., 1993). In one study, out
of 268 patients presenting for derma-
tological treatment, 11.9% screened
for BDD (Phillips et al., 2000). In
another study of 289 people (250 adults
and 39 children) who met DSM-IV
diagnostic criteria for BDD, 76.4% of
them were looking for nonpsychiatric
treatment and 66.0% of adults received
it (Phillips et al., 2001). Because BDD
is not typically recognized by plastic
surgeons and general practitioners,
these patients can undergo a succes-
sion of invasive procedures. Veale
(2000) reported on 25 patients with
BDD who had undergone a total of 46
cosmetic procedures before they were
diagnosed with BDD. The same arti-
cle indicated that nine of those 25

patients had performed self-surgery.
Plastic surgery provides no benefit
for patients with BDD because it is
never good enough, and the obsession
persists. In all cases obsession might
move from one body part to another.
Surgeries and dermatological treat-
ments rarely to almost never improve
BDD symptoms and oftentimes worsen
them (American Society for Der-
matologic Surgery, undated). Another
study showed that a majority of the
BDD sufferers received nonpsychiatric
treatments, but responded poorly to
them (Phillips and Castle, 2001; Phillips
etal., 1993). About 63% of patients get
treatment in both surgery and derma-
tology. In a survey of cosmetic surgeons,
7% replied that patients with BDD stop
requesting surgery after one procedure,
13% that they stop sometimes, and 63%
of cosmetic surgeons replied that
patients with BDD continue asking for
repeated surgeries (Knorr et al., 1967).
(Please see Plastic Surgery Addiction, page 80)
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Plastic Surgery Addiction

Continued from page 79

Patients who are dissatisfied with their
operations feel guilty and angry with
themselves or the surgeon for not
making their appearance better, or in
some cases, for making it worse. Men
with BDD who received plastic surgery
tend to direct their anger at the surgeon
(Phillips, 2001). Nevertheless, even
after “unsuccessful” procedures, BDD
sufferers continue getting repeated plas-
tic surgeries in pursuit of correcting their
perceived ugliness. Ironically, all of
those people would be considered of
above-average attractiveness.

The average time frame to diagno-
sisforBDD s 10to 15 years after onset,
due in part to the secretiveness of
patients about their preoccupation, but
also due to inadequate training and
experience in diagnosing BDD for
internists, dermatologists, plastic sur-
geons and even health care profes-
sionals (Sarwer et al., 2003). Body
dysmorphic disorder is considered a
significantly more difficult and compli-
cated disorder than any other anxiety
disorder due to the attendant delusion
and distortions, which can cause clin-
ical depression accompanied, in more
than 80% of the cases, with suicidal
ideation (Phillips, 1998; Phillips et al.,
2004). In 20% of the cases, completed
suicide results in the endangered lives
of about 1 million Americans.

The course of the illness starts at
around age 18, oftentimes during the
first year of college. Onset can be sparked
by drastic changes in one’s life. Body
dysmorphic disorder may be as signif-
icantas chronic depression, social phobia
or substance abuse, all three of which
can be secondary to BDD (Phillips,
2001). Patients with BDD are often
misdiagnosed with having substance
abuse disorders or depression.

Challenges of Treating
an Image Disorder

Current successful treatments for BDD
include cognitive-behavioral therapy
(CBT) and medication (selective sero-
tonin reuptake inhibitors or clomip-
ramine [Klonopin]) (Patterson et al.,
2003; Slaughter and Sun, 1999). Due
to their recent development, these treat-
ments are only beginning to show signs
of effectiveness. Although some stud-
ies indicate different degrees of success
of medication treatment for BDD, CBT
still should be considered. The great-
est challenge is convincing patients
their condition is a result of distorted
mental imagery. When patients accept
areferral to a mental health care profes-
sional and receive medication only,
58% of patients show partial or com-
plete symptom resolution (Patterson et
al., 2003). It is often the combination
of medication and CBT that brings the
best results (Neziroglu and Yaryura-

Tobias, 1997).

At the beginning of treatment,
patients face several significant chal-
lenges. First, patients need to be
educated about the nature and course
of BDD. Second, patients often have
difficulty coping with their disease and

BDD paradox. The patient believes
that their defect is real and visible. The
therapist does not see it and does not
agree that the defect exists. Maybe it
is real and then maybe it is not. What
matters is what patients with BDD
“do” with their belief. And what they

In the United States, BDD affects about
2% of the population ... which is
equivalent to 5 million Americans

and strikes males and females equally.

the fear related to the beliefs and ritu-
als arising from their preoccupation
(Phillips, 2001). Self-esteem needs to
be addressed due to the fact that BDD
sufferers have distorted vision of them-
selves. Finally, patients often have to
deal with family members and health
care professionals who lack under-
standing or knowledge regarding the
extent of BDD.

Patients with BDD are a particular
challenge to CBT practitioners. Patients
suffer from a body image distortion that
is internalized through social factors
(such as peer pressure and parental
critique) and an as yet undefined neuro-
logical deficit (Slaughter and Sun,
1999). The internalized perception
prompts them to ritualize their behav-
ior by constantly checking the prob-
lem part in mirrors and reflective
surfaces. Itis difficult for a mental health
care practitioner to habituate such a
patient to the internalized irrational
stimuli. Exposure to external referents
is usually preferable. Because each
patient with BDD is concerned about
different body parts, individually
tailored treatments are required. Such
a task requires highly developed skills
and intuition.

‘Crooked Mirrors’:
a New Treatment Method

Recently a new standardized treatment
technique has been developed and
adopted by the Westwood Institute for
Anxiety Disorders. The method
involves the use of distorted mirrors to
counter the false beliefs and ritualistic
obsessions associated with BDD. A set
of distorted mirrors made from highly
reflective (anodized) aluminum
surfaces bent in different directions are
practical in clinical settings because
they are inexpensive, easily concealed
behind curtains and occupy little space.

The theoretical underpinnings of
our method, which we call “external-
ization therapy,” are the time-tested
ideas of exposure and response preven-
tion that work so well in treating OCD
and posttraumatic stress disorder (Foa,
1996; Foa and Kozak, 1986). The typi-
cal exposure involves the guided
controlled introduction of the internal
irrational stimuli—and this is the basic

do is truly fascinating: the internalized
(mis)perception prompts these patients
to ritualize their behavior by either
constantly checking the “problem part™
in the mirrors and reflective surfaces
or by avoiding mirrors altogether. Either
strategy results in major levels of
distress and anxiety. It would be coun-
terproductive for a mental health prac-
titioner to habituate such a patient by
exposure to the internalized irrational
stimuli for then anxiety would only
increase further. Exposure to external
referents thus becomes the only choice.

By using mirrors that grotesquely
distort the patient’s “real” image, we
reverse the process of habituation.
Through exposure to the exaggeratedly
distorted image, patients externalize
reactions to their own physical defor-
mity. The key is in the gradual initia-
tion of outside processes through which
patient gains control of concurrent anxi-
ety. The therapist’s role is to teach
patients how to control this anxiety
when they face their distorted images
in the crooked mirrors. Gradually,
patients habituate to the anxiety pres-
ent when they are faced with the “ugly”
part of their body for it is not the “ugli-
ness” that is being attacked but the
“shame.” Exposures are done in a grad-
ual hierarchical order starting with the
least difficult one and moving up to the
most feared one.

This distorted mirror exposure inter-
vention involves 15, 90-minute ther-
apy sessions. While the small sample
size does not allow for any significant
generalizations regarding efficacy, five
of the seven treated patients with BDD
improved. One of the two patients failed
to demonstrate treatment gains, whereas
the second nonresponder is still receiv-
ing services.

A successful case involved a 45-
year-old female with BDD who had 17
plastic surgeries prior to participating in
this distorted mirror exposure (Gorbis,
2003). She had not responded to several
prior treatments for OCD and BDD,
including a variety of SSRIs. The patient
was demoralized because her condition
had persisted for many years, and she
met criteria for severe BDD and OCD.
She scored 32 on the Yale-Brown
Obsessive-Compulsive Scale for Body

Dysmorphic Disorder (BDD-YBOCS).

The patient was afraid of getting old,
looking ugly and being imperfect. She
established rituals in an effort to protect
herself from aging and becoming ugly.
She performed 20 to 30 facial wraps a
day, washed her face 40 times daily,
scrutinized the symmetry of her body
parts, put cosmetics on in a particular
order, and frequently looked into
mirrors seeking reassurance that she
was attractive. Her facial rubs and other
rituals of perfection required more than
eight hours. In one instance she missed
her 35th birthday party and appeared
at the party location 32 hours later
because she was so absorbed in perfect-
ing the look of her face.

During treatment she was exposed to
the distorted mirrors, instructed to wear
mismatching jewelry and clothes, and
put makeup on one eye but not the other.
The distorted mirrors exaggerated her
perceived imperfections. By the end of
treatment, scores on the BDD-YBOCS
had decreased from 32 to 10. Five-year
follow-up revealed that she had not
undergone any further surgeries.

Distorted mirrors were used to assist
three additional patients in under-
standing the exaggerated nature of their
perceived imperfections. One patient
had undergone two plastic surgeries
and, like most others with BDD, was
not satisfied with the results. Another
patient never had plastic surgery, but
did need a number of surgeries to recon-
struct body parts that were destroyed
and distorted by her obsessive-compul-
sive behavior (e.g., obsessively work-
ing out to the point of injury). The last
patient was treated before having plas-
tic surgery. In total, patients exposed
to the distorted mirror intervention
initially obtained an average score of
33 on the BDD-YBOCS scale and an
average score of 7.29 at termination.
Follow-up interviews conducted with
patients who were successfully treated
revealed no posttreatment plastic

surgery.
Conclusion

In our social and cultural environment
that focuses solely on external beauty
without any regard to our self-worth,
society solidifies obsession with
appearance. The lack of cooperation
from plastic surgeons, lack of infor-
mation available to the general public
and lack of knowledge about BDD
exhibited by the medical community
may contribute to the 20% suicide rate
among sufferers of BDD.

Itis our goal to make the initial signs
of BDD recognizable to the public and
make sure that differential diagnoses
and referrals are made properly and
appropriately by physicians. Statistics
show that 5 million Americans are
afflicted by BDD, but at this point we
can recognize the sufferers only due to
the actual manifestation of this disease,
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whichis plastic surgery. This means that
only people with financial means to
afford plastic surgery are becoming visi-
ble. Although we do not know the exact
statistics yet as studies are still in
progress, it is our suspicion that there
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