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Objective: The authors evaluated the relative efficacy and safety of pimozide and haloperidol
in the treatment of Gilles de la Tourette’s syndrome in children and adolescents. Method: A
double-blind, 24-week, placebo-controlled double crossover study of equivalent dose formu-
lations of haloperidol and pimozide was conducted with 22 subjects, aged 7–16 years, with
Tourette’s disorder who were randomly assigned to first one active drug treatment and then
the other. Biweekly assessment and flexible dose titration mimicked clinical practice. The
primary outcome variable was total score on the Tourette Syndrome Global Scale. Final out-
come was determined after 6 weeks of each treatment (placebo, pimozide, haloperidol), with
a 2-week placebo baseline period and intervening 2-week placebo washout periods between
treatments. Results: Pimozide proved significantly different from placebo in affecting the pri-
mary outcome variable, whereas haloperidol failed to have a significant effect. Haloperidol
exhibited a threefold higher frequency of serious side effects and significantly greater extrapy-
ramidal symptoms relative to pimozide. Haloperidol-associated treatment-limiting adverse
events were experienced by 41% of the patients. The therapeutic doses of pimozide and halo-
peridol were equivalent (mean=3.4 mg/day, SD=1.6, and mean=3.5 mg/day, SD=2.2, respec-
tively). Conclusions: At equivalent doses, pimozide is superior to haloperidol for controlling
symptoms of Tourette’s disorder in children and adolescents.
 (Am J Psychiatry 1997; 154:1057–1062)

G illes de la Tourette’s syndrome is a neurobehav-
ioral disorder with childhood onset that is char-

acterized by involuntary, stereotyped motor and phonic
tics (1). The prevalence rate in the child and adolescent
population is estimated at 2.8–4.3/10,000 (2). While
Tourette’s disorder is rare, it afflicts children in sizable
proportion, with considerable morbidity. Neuroleptics
(e.g., haloperidol, pimozide, fluphenazine) are standard
therapy, and haloperidol is the neuroleptic of first
choice (3). Approximately 84% of haloperidol-treated
patients experience adverse events during the course of
treatment, and only a minority (20%–30%) continue
haloperidol for extended periods (3, 4). Among the
commonly occurring adverse events, extrapyramidal
symptoms (e.g., akathisia, bradykinesia, dystonia, and
parkinsonism) are particularly troublesome for chil-
dren and adolescents (5). Parkinsonism in this popula-

tion interferes with age-specific neuromuscular activi-
ties (e.g., running, swimming), peer acceptance, and
cognitive functioning (6). The prevalence of severe
extrapyramidal symptoms in hospitalized children and
adolescents treated with neuroleptics is estimated to be
34% and to be associated with length of treatment ex-
posure (5). Samples of outpatient children with Tour-
ette’s disorder have relatively high cumulative expo-
sures to neuroleptics, and discontinuation of these
medications because of extrapyramidal symptoms is
commonly observed (4).

When pimozide was first introduced as a treatment
for Tourette’s disorder, there was hope that side effects,
particularly extrapyramidal symptoms, could be mini-
mized (7, 8). In vitro pimozide is fivefold more potent
than haloperidol with regard to dopamine D2 receptor
blockade, yet it has dopamine-releasing properties (9)
that should limit the occurrence of withdrawal dyskine-
sia and extrapyramidal symptoms. Pimozide has the ca-
pacity to down-regulate D2 receptors after chronic
treatment, while haloperidol up-regulates D2 receptor
numbers (10). Pimozide also decreases serotonin turn-
over in the hippocampus (11), which may indirectly
modulate dopamine transmission (12). Recent evidence
suggests that the therapeutic and extrapyramidal-symp-

Received Aug. 23, 1996; revision received Feb. 3, 1997; accepted
March 27, 1997. From the Institute of Psychiatry. Address reprint
requests to Dr. Sallee, Institute of Psychiatry, 67 Presidents St., Room
246, Charleston, SC 29425.
 Supported by NIMH grant MH-46673 and a grant from Gate Phar-
maceuticals for reformulation of drug tablets. The study medications,
pimozide and haloperidol, were provided by Gate Pharmaceuticals
and McNeil Laboratories, respectively.

Am J Psychiatry 154:8, August 1997 1057



tom-related effects of haloperidol and pimozide can be
pharmacologically dissected in children with Tourette’s
disorder through a surrogate marker for dopamine
transmission (13).

While Tourette’s disorder—and its aggressive man-
agement—usually begins during school age (4), no
study has specifically investigated the efficacy of neuro-
leptics and their benefits versus their risks in children
with Tourette’s disorder. Clinical trials of pharma-
cotherapy for Tourette’s disorder have included mixed
populations of children and adults and were biased to-
ward adult patients (14). In a pivotal study comparing
the use of haloperidol with that of pimozide in adults
with Tourette’s disorder, pimozide was reported to be
less efficacious, with no advantage in the side effect
spectrum or benefit-to-risk ratio (14). That study, how-
ever, had two major limitations: 1) a systematic bias
through the use of nonequivalent dose formulations
and 2) a lack of subgroup analysis by age. These issues
were addressed in the present study by focusing exclu-
sively on children and adolescents with Tourette’s dis-
order and through reformulation of pimozide into 1-mg
tablets identical to haloperidol tablets.

The hypothesis of this study was that at equivalent
doses, pimozide would be superior to haloperidol in
relative efficacy for treating Tourette’s disorder in chil-
dren and adolescents. Any difference in efficacy would
likely be based on differential side effect profiles and
not necessarily on a difference in absolute efficacy.

METHOD

The study included 22 children and adolescents (five female and 17
male) whose mean age was 10.2 years (SD=2.5, range=7–16) with a

primary diagnosis of Tourette’s disorder as defined by the DSM-III-R
criteria. Subjects recruited in this study were outpatients of the Tic
and Tourette Clinic of the Medical University of South Carolina,
Charleston. After complete description of the study, all subjects gave
assent, and guardians or parents gave written informed consent, be-
fore participation.

Suitability for participation was determined after a comprehensive
medical, psychiatric, and neurologic evaluation. The comprehensive
psychiatric examination was guided by a structured interview, the
Schedule for Affective Disorders and Schizophrenia for School-Age
Children—Present Episode Version (15). Severity criteria were used
for inclusion, and severity warranting the clinical use of neuroleptic
medication was required (appendix 1). Demographic and clinical
characteristics of the subjects are listed in table 1. Notable clinical
characteristics were the presence of comorbid attention deficit hyper-
activity disorder and obsessive-compulsive disorder as well as the pre-
vious neuroleptic treatment of five patients (23%). Two of the five
had had previous treatment with subtherapeutic doses of haloperidol;
the remainder had had treatment of a past exacerbation with halo-
peridol (N=1, a responder), pimozide (N=1, a partial responder), or
fluphenazine (N=1, a nonresponder). All patients had been medica-
tion free for a minimum of 2 weeks at study entry.

The study was designed as a double-blind, three-period, three-
treatment crossover comparison. An initial 2-week placebo baseline
period was followed by three 6-week treatment periods and two in-
tervening 2-week placebo washout periods. Two-week washouts
were chosen on the basis of previous open-label and controlled stud-
ies that demonstrated a return to control tic values after both active
drugs during such a period. In total, each subject completed a 24-
week trial. The placebo baseline was followed by random assignment
to one of three orders of treatment, with the restriction that each
treatment be represented at least once in each period. The random
assignment to treatment order was performed by the research phar-
macy, and only the research pharmacist (C.J.) was not blind to these
assignments. A randomization schedule maintained a balanced distri-
bution with respect to initial treatment and drug order. Endpoint rat-
ings for each treatment period were made at week 6; the major de-
pendent outcome variables encompassed tic control, behavior, and
side effects (particularly extrapyramidal symptoms).

The study medications were haloperidol (1 mg), pimozide (1 mg),
and lactose placebo in look-alike tablets. Subjects were given coded
bottles at each biweekly visit. All medication was administered at bed-
time. Subjects were asked to return all unused medication for pill
counting. Patients who returned over 30% of their prescribed dose
were judged noncompliant. Patients and their families were contacted
by phone between appointments, primarily to monitor adverse
events. Concomitant medications were excluded, with the exception
of diphenhydramine hydrochloride for nasal congestion. Anticho-
linergic medication and adjunctive treatment were not used through-
out the study period. Medication titration was initiated at 1 mg and
increased on a flexible dosage schedule (2 mg/week) within a 4-week
time frame, so the dose at endpoint (week 6) would be optimal. The
goal of dose titration was to produce a 70% reduction in tic symp-
toms from placebo baseline on the basis of all available clinical data.

An evaluation of the effect of each treatment on tic symptoms,
behavior, and side effects was performed four times during the pro-
tocol, the first taking place at the end of the placebo baseline period
and the remainder at the end of each treatment period. Each evalu-
ation was performed by the same clinician (F.R.S.) and took ap-
proximately 2 hours to complete. Physician-rated efficacy items
were from standardized and validated instruments, the Tourette
Syndrome Global Scale (16) and the Clinical Global Impression
(CGI) tic severity scale (17). Subject self-ratings of tic symptoms on
a daily basis were obtained with the Tourette’s Syndrome Symptom
List (18). Behavioral assessment was accomplished with clinician,
self, and parent report instruments, including the behavioral sub-
scales of the Tourette’s Syndrome Symptom List and the Tourette
Syndrome Global Scale. Broad general functioning was assessed by
means of the physician-rated Children’s Global Assessment Scale
(19). Side effects were assessed with a semistructured review at
each visit. Abnormal involuntary movements were assessed for-
mally with the Abnormal Involuntary Movement Scale (AIMS)
(20), and extrapyramidal symptoms by the Extrapyramidal Symp-

TABLE 1. Demographic and Clinical Characteristics of 22 Children
and Adolescents With Tourette’s Disorder

Variable Value

Mean SD Range

Age at onset of illness (years)  8.0  2.1  3–12
Duration of illness (years)  2.4  1.5 —
Socioeconomic status (Hollingshead

 index score) 34.8 10.7 —
Tourette Syndrome Global Scale score 28.5 14.5 18–58
Children’s Global Assessment Scale score 61.4  9.8 35–80

N %
Comorbid diagnosis

Attention deficit hyperactivity disorder 13 59
Obsessive-compulsive disorder  5 23

Family history
Tic disordera  5 23
Attention deficit hyperactivity disorder  6 27
Obsessive-compulsive disorder  5 23

Previous treatment
Neuroleptic  5 23
Stimulant  3 14
Clonidine  2  9
Other  4 18

aTourette’s disorder, chronic motor tic disorder.
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toms Rating Scale (21). ECGs were performed at baseline and at
the end of each treatment period.

In the preliminary statistical analysis, all data were checked for vio-
lation of normality assumption by plotting the points on a normal prob-
ability paper. Bartlett’s test of homogeneity of group variances was then
applied to the data as follows: 1) to the placebo scores of all three peri-
ods, 2) to the pimozide scores of all three periods, and 3) to the haloper-
idol scores of all three periods. There was no significant difference
among the variances for all three treatments and any of the variables
analyzed. Bartlett’s test was applied to the scores for placebo, pimozide,
and haloperidol irrespective of period and for each period separately.

In the primary analysis, for continuous-type data including the pri-
mary outcome variable (total score on the Tourette Syndrome Global
Scale), a separate analysis of variance (ANOVA) was performed for
each variable as follows. The scores of all three periods taken together
were analyzed, with sources of variation being 1) subject, 2) period,
3) direct treatment, 4) carryover effects, and 5) error. The level of
significance was set at p=0.025 to account for two planned interme-
diary analyses. The mean sums of squares for subject, period, direct
treatment, and carryover were compared with the mean sum of
squares for error in the standard ANOVA layout. Each factor in-
cluded in the analyses (period, direct treatment, and carryover) was
considered statistically significant if the p value corresponding to that
factor in the ANOVA table was less than 0.025.

Carryover effects were analyzed within subjects, and if they were
significant, only first-period data were used for analysis. The only
detection of carryover occurred in the analysis of data from the Extra-
pyramidal Symptoms Rating Scale, and for this variable first-period
scores alone were used. For variables having a p value less than 0.025
for direct treatment and a carryover effect that was not statistically
significant, pairwise comparisons between the treatments were per-
formed with the Newman-Keuls test for multiple comparisons, and
the mean sum of squares for error was used as the estimate of the
common variance (22). Two treatment groups were deemed different
if the absolute difference between their means was greater than the
critical value corresponding to the Newman-Keuls table.

Categorical data (adverse effects) were analyzed as follows. Only
the haloperidol and pimozide scores were considered, with the patient
groups defined as those who received haloperidol before pimozide
and those who received pimozide before haloperidol. The tests were
performed according to the method developed by Zimmerman and
Rahlfs (23), an analogue of Grizzle’s method for continuous data
(24). This test determined whether the proportions of patients expe-
riencing adverse reactions differed between the two treatments. This
method tests the hypothesis of equal residual effects by considering
the order of drug administration (11 subjects received pimozide be-
fore haloperidol, and 11 subjects received haloperidol before pimo-
zide). If a statistically significant difference exists between the residual
effects, then only the first-period data are used.

RESULTS

Twenty-four patients who met the study criteria were
recruited. Twenty-two completed the protocol (table 1);

two dropped out before random group assignment. All
subjects remained in outpatient status throughout the 24-
week protocol. Five patients had had previous treatment
with neuroleptics, but only two required a 2-week taper-
ing period before baseline assessment. On the basis of
preselected criteria involving use of pill counts, all sub-
jects were judged to be compliant throughout the study.
During placebo treatment, three patients had an exacer-
bation of tics that prompted early evaluation and carry-
ing forward of data to a week 6 endpoint. On active treat-
ment with haloperidol, two patients had severe anxiety
and depression that prompted early termination of the
treatment and carrying forward of data to week 6.

The clinical goal of 70% tic reduction was chosen for
dose titration on the basis of outcome data from pre-
vious controlled studies (14). According to total scores
on the Tourette Syndrome Global Scale, 64% (N=14)
of the 22 subjects achieved this goal during either of the
active treatments, compared to 23% (N=5) with pla-
cebo treatment. The mean effective doses of pimozide
and haloperidol were equivalent: 3.4 mg/day (SD=1.6,
range=1–6) and 3.5 mg/day (SD=2.2, range=1–8), re-
spectively. In 86% (N=6) of the seven patients who
failed to meet the clinical tic reduction criteria, side ef-
fects precluded further dosage increases.

To evaluate treatment efficacy, an ANOVA on the
primary tic outcome measure, the Tourette Syndrome
Global Scale total score, was performed. This analysis
revealed a treatment group effect (F=3.9, df=2, 38, p=
0.02). A similar analysis of scores on the Tourette Syn-
drome Global Scale tic subscale also demonstrated a
treatment group effect (F=4.0, df=2, 38, p=0.02). Car-
ryover or period effects were not detected in the analy-
sis. Scores on motor and vocal components of this sub-
scale were as follows. With pimozide: mean=4.9 (SD=
3.4) for motor tics, mean=2.1 (SD=2.4) for vocal tics;
with haloperidol: mean=5.1 (SD=4.8) for motor, mean=
3.7 (SD=5.5) for vocal; with placebo: mean=8.4 (SD=
5.7) for motor, mean=5.1 (SD=6.0) for vocal. An ANO-
VA on the secondary tic outcome measures of severity
(CGI) and patient self-rated tics (Tourette’s Syndrome
Symptom List) also demonstrated a treatment group ef-
fect (F=12.7, df=2, 38, p=0.00005, and F=5.9, df=2,
38, p=0.005, respectively).

Table 2 shows the post hoc analyses (Newman-Keuls
test) of the primary (Tourette Syndrome Global Scale

TABLE 2. Efficacy of Pimozide and Haloperidol for Tic Symptoms in 22 Children and Adolescents With Tourette’s Disorder

At
Baseline

With
Placebo

With
Pimozide

With
Haloperidol

Measure Mean SD Mean SD Mean SD Mean SD

Tourette Syndrome Global Scale
Total scorea 28.5 14.5 26.8 15.9 17.1 14.1b 20.7 17.3
Tic subscale scorec 15.3  6.9 13.5 10.1  7.0  5.1b  8.8  8.8

Tourette’s Syndrome Symptom List, tic subscale scored 54.8 40.5 54.1 40.9 28.8 56.1b 35.5 47.1

aRange=0–100; significant difference among treatments (F=3.9, df=2, 38, p=0.02).
bSignificantly different from the value for placebo (p<0.05, Newman-Keuls post hoc test).
cRange=0–50; significant difference among treatments (F=4.0, df=2, 38, p=0.02).
dRange=0–336; significant difference among treatments (F=5.9, df=2, 38, p=0.005).
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total score) and secondary tic measures (Tourette Syn-
drome Global Scale and Tourette’s Syndrome Symptom
List tic subscales). The effect of pimozide was superior
to that of placebo on the total Tourette Syndrome
Global Scale scores and the tic subscale scores, whereas
the effect of haloperidol failed to reach statistical sig-
nificance. The effect of pimozide was superior to that
of placebo on Tourette’s Syndrome Symptom List tic
measures in the post hoc analyses, while the effect of
haloperidol was not significantly different from that of
placebo. The CGI tic severity scale scores showed both
pimozide (mean=3.1, SD=1.4) and haloperidol (mean=
3.1, SD=1.4) to be superior to placebo (mean=4.6, SD=
1.0) at the 1% level (Newman-Keuls test). Global as-
sessment of functioning on the clinician-rated Chil-
dren’s Global Assessment Scale also revealed a treat-
ment group effect (F=5.1, df=2, 38, p=0.01): scores
with both pimozide (mean=75.9, SD=16.6) and halo-
peridol (mean=73.6, SD=16.5) were significantly differ-
ent from those with placebo (mean=66.4, SD=12.8) (p<
0.05, Newman-Keuls test, for both comparisons). Be-
havioral outcomes for each treatment were evaluated
with the Tourette’s Syndrome Global Scale behavioral
subscale and the Tourette Syndrome Symptom List self-
rated behavioral scale. Neither behavioral scale showed
a treatment effect (F=1.1, df=2, 38, p=0.30, and F=3.4,
df=2, 38, p=0.04, respectively).

General side effects (e.g., headache, stomachache, ir-
ritability) did not differ among treatments (F=0.06, df=
2, 38, p=0.94). Extrapyramidal symptoms, as measured
by the Extrapyramidal Symptoms Rating Scale, demon-
strated a decided treatment effect (F=5.6, df=2, 38, p=
0.007). Because a carryover effect was also detected in
this analysis (F=5.0, df=2, 38, p=0.01), only the first
period was evaluated. A one-way ANOVA of first-pe-
riod data from the Extrapyramidal Symptoms Rating
Scale detected a group effect (F=7.3, df=2, 19, p=0.004).
The number of extrapyramidal symptoms in the halo-
peridol group (mean=4.1, SD=6.9) was higher in com-
parison with both the placebo group (mean=1.4, SD=
3.0) (p<0.01, Newman-Keuls test) and the pimozide
group (2.0, SD=3.0) (p<0.05, Newman-Keuls test). The
effect of pimozide was not significantly different from
that of placebo according to the Extrapyramidal Symp-
toms Rating Scale. AIMS ratings did not differ among
the treatments (placebo: mean=0.2, SD=0.7; pimozide:
mean=0.4, SD=1.1; haloperidol: mean=0.3, SD=1.1).

The frequency of treatment-limiting side effects, de-
fined as moderate to severe adverse events (e.g., depres-
sion, anxiety, severe dyskinesias) that compromise
therapeutic benefit, differed according to treatment.
These side effects occurred in 41% (N=9) of the 22 pa-
tients during haloperidol treatment—a rate threefold
higher than that during pimozide treatment (14%, N=
3). At least three haloperidol-treated patients developed
treatment-emergent depression or anxiety, and two pa-
tients experienced academic failure attributed to ef-
fects of haloperidol. Most of haloperidol’s adverse
events were attributable to extrapyramidal symptoms
and included akathisia (N=2) and akinesia (N=2). Two

pimozide-treated patients experienced weight gain,
and one had treatment-emergent anxiety. Electrocar-
diovascular effects of pimozide and haloperidol were
not evident, and both treatments were indistinguishable
from placebo in their effects on heart rate, rhythm, and
waveform.

DISCUSSION

Past clinical trials of pharmacotherapy for Tour-
ette’s disorder have not specifically studied children
and adolescents but instead have studied mixed age
groups, with no separate child analysis (7, 8, 14). Chil-
dren, it may be argued, would be most vulnerable to
neuroleptics’ adverse effects, particularly extrapyrami-
dal symptoms. This study established a difference in ex-
trapyramidal symptoms between haloperidol and pimo-
zide treatment of Tourette’s disorder in children and
adolescents. In the same dose range, pimozide was
found to be superior to placebo according to the pri-
mary tic outcome measure (Tourette Syndrome Global
Scale total score). Haloperidol was found not to be dif-
ferent from placebo according to the Tourette Syndrome
Global Scale, yet it demonstrated higher Extrapy-
ramidal Symptoms Rating Scale scores and a threefold
higher rate of treatment-limiting side effects relative to
pimozide.

The pimozide doses used in this study are one-third
to one-fourth of those used in Tourette’s disorder treat-
ment studies of adults, while the haloperidol dose is
comparable (14). The difference in pimozide dose be-
tween children and adults is not due to altered pharma-
cokinetic properties in children, since the biologic half-
life of pimozide in children (mean=66 hours, SD=49) is
one-half that in adults (mean=111 hours, SD=57),
while the areas under the plasma concentration time
curve are equivalent (25). A systematic dose bias is in-
duced as the result of pimozide’s commercial availabil-
ity in a single formulation (2-mg tablets). This could
explain daily dose ratios of pimozide to haloperidol of
2.5:1 to 1.9:1, even in controlled studies (14). The pres-
ent study directly compared haloperidol to pimozide at
equivalent dose formulations.

In a pivotal comparison in adults with Tourette’s
disorder (14), pimozide (mean dose=10.7 mg/day, SD=
7.2), though demonstrating fewer extrapyramidal
symptoms, failed to show a decided advantage in effi-
cacy over haloperidol (mean dose=4.3 mg/day, SD=2.5)
on the primary tic outcome measure, in contrast to our
finding in the present study of children and adolescents
with Tourette’s disorder. Shapiro et al. (14) did report,
however, a negative correlation of age with clinical
improvement on the CGI tic severity scale with both
haloperidol and pimozide, supporting greater respon-
siveness in younger patients. A recent report (13) dem-
onstrating differences in prolactin output between chil-
dren with Tourette’s disorder treated with pimozide
(mean=21.6 ng/ml, SD=19.5) and haloperidol (mean=
12.9 ng/ml, SD=8.4) at equivalent doses argues for a
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heightened pharmacodynamic effect of pimozide in this
population (13).

A major impact of this study is the demonstration of
haloperidol’s greater rate of extrapyramidal symptoms
compared to pimozide. Extrapyramidal symptoms in
children often go unrecognized by clinicians, but pa-
tients are cognizant of these symptoms and report them
as “zombie-like” (6). Extrapyramidal symptoms in
children with Tourette’s disorder can be minimized by
drug selection (e.g., pimozide) and treatment dose (≤2
mg/day) (13). It is well known that while Tourette’s
disorder is a chronic disorder, only 20%–30% of pa-
tients elect to continue using haloperidol over time (4).
Side effects—extrapyramidal symptoms in particular—
should play an important role in medication selection
and maintenance.

It should be noted that during haloperidol treatment,
two patients had substantial impairment in school per-
formance that severely compromised continued ther-
apy. Treatment-emergent psychiatric illness, such as
major depression or anxiety disorder, has been reported
in children with Tourette’s disorder and attributed to
neuroleptic medication (26, 27). In this study, during a
6-week treatment period, two haloperidol-treated pa-
tients developed frank depression, which resolved dur-
ing 2-week placebo washout with no additional inter-
vention. Separation anxiety disorder characterized by
school phobia was also associated with haloperidol and
resolved during placebo treatment. These patients had
no previous history of similar symptoms or diagnoses;
however, Stefl (28) reported a high incidence of spon-
taneous depression in Tourette’s disorder. Assignment
of causality to haloperidol was impossible because our
patients were not rechallenged, but resolution of the de-
pression upon placebo washout suggests this.

Pimozide is superior to haloperidol in relative efficacy
in children and adolescents with Tourette’s disorder,
given equal consideration to its proven efficacy and low
incidence of extrapyramidal symptoms in this popula-
tion. For the individual patient with Tourette’s disor-
der, however, there may be a clear preference for one
neuroleptic over the other, suggesting that subtle differ-
ences may exist in the pharmacology of haloperidol and
pimozide, which are accentuated by the variable ex-
pression of Tourette’s disorder. Serious long-term
neurologic sequelae (5, 29) can be prevented only if
neuroleptic guidelines are established directly for po-
tentially vulnerable Tourette’s disorder populations
and not just adapted from the available adult literature.

APPENDIX 1. Inclusion and Exclusion Criteria for Subjects in a Study
of Haloperidol and Pimozide for Children and Adolescents With Tour-
ette’s Disorder

Inclusion Criteria

Principal DSM-III-R diagnosis of Tourette’s disorder; may
have multiple axis I and axis II diagnoses

Age between 7 years, 0 months, and 16 years, 11 months
Tourette Symptom Global Scale score greater than 20 (symp-

tom severity is great enough to warrant medication)

May have had previous exposure to neuroleptics, but they
must have been withdrawn a minimum of 2 weeks before
baseline assessment

Exclusion Criteria

Diagnosis of chronic motor tic disorder or transient tic
disorder

Serious medical illness (e.g., diabetes)
Abnormal ECG that would preclude the use of neuroleptics

(e.g., QTc interval >0.47 seconds)
Inability to perform required measurements (e.g., WISC IQ

<70)
Use of concurrent medication that may alter or interact with

haloperidol or pimozide (e.g., theophylline for the treat-
ment of asthma or stimulants for the treatment of atten-
tion deficit hyperactivity disorder)

History of drug or alcohol abuse
Diagnosis of autism or childhood schizophrenia
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