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benefit from treatment with anticonvulsants than with “clas-
sical” antipanic drugs.
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Tardive Dyskinesia Induced by Risperidone?

To THE EpITOR: Risperidone, a recently approved antipsy-
chotic drug, is a benzisoxizole derivative that displays potent
central antagonism of serotonin (especially 5-HT,) as well as
dopamine (D,) receptors. Because of its broader spectrum of
pharmacologic properties, particularly its S-H'T', antagonism,
risperidone has been regarded as an atvpical antipsychotic
that shares with clozapine the potential for superior antipsy-
chotic efficacy and reduced capacity for causing extrapy-
ramidal side effects (1, 2). Although there have been no de-
finitive studies, there is evidence that clozapine has a low
propensity to cause (3) and may be cffective in suppressing (4)
tardive dyskinesia. In one study, risperidone was shown to
suppress abnormal movements in patients with tardive dyski-
nesia (2}, but there are no published data on risperidone’s
tardive dyskinesia-inducing potential. We present a case of a
schizophrenic patient in whom the onset of rardive dyskinesia
was observed during treatinent with risperidone.

Mr. A was a 31-vear-old man with undifferentiated
schizophrenia who had been treated with crifluoperazine,
10 mg/day, for I week before admission to our hospital.
Upon hospitalization, he was given a regimen of fluphen-
azine, 20 mg/day. He remained on this regimen for 10
months, after which the dose level was gradually decreased:
15 mg/day for 4% months, 10 mg/day for 2 months, 7.5
mg/day for 1 month, 5 mg/day for 2 months, and 2.5
mg/day for 2 months. Benztropine mesylate, 2—-4 mg/day,
was also prescribed throughout this period.

During this period, Mr. A’s psychotic symproms had
completely resolved, but he continued to display negative
symptoms and marginal functioning. All medications were
discontinued (with his and his family’s consent}, and he
was given no medication for 6 months. He then was started
on a regimen of risperidone for treatment of recurring ref-
erential and persecutory delusions.

Mr. A’s initial risperidone dose was 2 mg/day, which was
tirrated over 2 davs to 6 mg/day. Atter 4 months, the dose
was increased to 8 mg/day. The next month the dose was
increased to 10 mg/day, which was followed by a final in-
crease to 12 mg/day | month later; he remained on this
regimen for almost 6 months. The risperidone dosc then
was reduced to 9 mg/day and 14 months later was furcher
reduced to 6 mg/day, at which it has remained.

Mr. A had been examined every 2 months for the pres-
ence of tardive dyskinesia and extrapyramidal side effects.
There had been no clinically significant extrapyramidal side
effects or abnormal movements during treatment with flu-
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phenazine alone or in combination with benzeropine, and
no movements cmerged after medication discontinuation.
Before risperidone initiation, while Mr. A was taking no
medication, his treating physician had noted finger and an-
kle movements, but the results of two assessments per-
formed 1 week later by the study raters did not indicate any
evidence of tardive dyskinesia. Examination results contin-
ued to indicate no presence of tardive dyskinesia until 1 year
later, when Mr. A was rated as having questionable tardive
dyskinesia. Three weeks later, the presence of tardive dys-
kinesia was rated as definite (mild severity). Since then, the
abnormal movements have persisted, and the latest exami-
nation found movements of moderate severity that involved
the lips, jaw, tongue, and lower extremitics.

A single case can only serve to stimulate interest in further
study. However, we believe that this casc is unusually clear
because of the complete prospective medication data, system-
atic tardive dyskinesia examinations, and the 6-month drug-
free and tardive dyskinesia-free period that preceded the start
of risperidone treatment. We are currently enrolling patients
who are beginning treatment with risperidone and clozapine
to further examine the issue of tardive dyskinesia.
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Mood Alterations and Tramadol

To THE EDITOR: Tramadol, a centrally acting analgesic, has
recently been introduced into the United Stares (although it
has been available in Germany since 1977). Tramadol has
opioid properties, with apparent selectivity ar the mu recepror
{(1). Tramadol also inhibits norepinephrine and serotonin (5-
HT) reuptake in rat brain synaptosomes (1). Tramadol is used
primarily for acute intermediate-to-severe pain (1) and is be-
lieved to have low potential for abuse (2). We report here a
casc of a patient for whom tramadol treatment scemed to
cause alterations in mood.

Ms. A was a 48-vear-old white woman with a long his-
tory of depression, a suicide attempt 135 years carlier, a his-
tory of alcohol abuse (she had been abstinent for the last
6" years), and Morton’s neuralgia (an interdigital neural-
gia). Her depression was under control with an oral regimen
of fluoxetine, 40 mg/day, and trazodone, 100 mg h.s. Her
only additional medication was transdermal patches of es-
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