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Letter to the Editor

Improvement of hemichorea with
ondansetron

Sir,
Ondansetron is a potent 5-hydroxytryptamine
(5-HT) receptor antagonist that is effective in
preventing emesis induced by antineoplastic
agents and radiation.' It has also been
reported to be as effective as, but with greater
potency than, known anxiolytic agents2 and to
decrease the effect of mesolimbic dopaminer-
gic stimulation in rats.3 We here report the
effect of ondansetron on hemichorea in a case
of intracerebral haemorrhage.
A 55-year-old'diabetic man had sustained a

right hemiparesis with choreiform movements
in his right arm and leg for five hours at the
time of his admission. The movements had
appeared just after the hemiparesis had begun
and were typically choreiform in nature,
consisting of frequent, rapid random contrac-
tions involving the right arm more than the
leg. The patient was oriented, cooperative and
attentive. The remainder of the physical
examination revealed a right hemiparesis with
reduced tendon reflexes and an extensor
plantar response on the right. Sensory exam-
ination was normal.

Complete blood count, blood chemistry
and serological studies including erythrocyte
sedimentation rate, C-reactive protein, and
antinuclear antibody were all normal or
negative. The patient had been hypertensive
for more than five years but the electrocardio-
gram was normal. Computed tomography
(CT) revealed intracerebral haemorrhage in
the left basal ganglia, especially in the caudate
nucleus and putamen (figure).

He received dexamethasone intravenously
during the first three days of his admission
(starting with 24 mg/day and decreasing to
8 mg/day), plus 19.2 mg gingko biloba ex-
tract, 60 mg nicardipine, and 200 mg vitamin
E orally per day. There was no change in the
severity of the movements.
On the second day of his admission the

patient was noted to be agitated. He was
irritable, noisy and overactive. We started
ondansetron 8 mg orally as an anxiolytic
agent, and after about four hours the chorei-
form movements began to subside. We
gradually increased the dose of the drug,
and over the next three days the choreiform
movements gradually subsided. By the fifth
day of his admission he received 24 mg
ondansetron daily, and the movements had
completely disappeared. We continued the
same dose for one week during which no
movements were seen. We then started
decreasing the ondansetron dose by 8 mg/
day. On the next day mild movements
gradually reappeared. Three days after we
stopped the drug the movements returned to
their pre-treatment severity. We then tried
haloperidol starting with 2 mg daily, gradually

increasing the dose over a week. At a dose of
8 mg haloperidol daily the movements dis-
appeared.

In this case, ondansetron was given orally
as an anxiolytic agent, and we had not
anticipated any change in the choreiform
movements. It is now known that cerebral
ischaemia causes some regional neurotrans-
mitter release including dopamine and 5-
HT.1'4-6 There is some evidence that 5-HT3
receptor stimulation affects the release of
dopamine. 5-HT3 receptors are abundant in
central dopamine terminal areas, normally
quiescent under basal conditions and mediate
the excitatory effect of compounds acting
upstream from the dopamine neuron, such
as nicotine, but do not affect the dopaminer-
gic synapse directly.7 The 5-HT3 agonist, 2-
methyl-5-HT, has been reported to produce a
dose-dependent increase in [3H]dopamine
release from striatal synaptosomes which was
blocked by the 5-HT3 antagonist ICS 205-
930.8 Ondansetron and ICS 205-930, both
highly selective antagonists of 5-HT3 recep-
tors, do not reduce the output of dopamine or
its metabolites, but antagonize the facilitation
of dopamine.39 Although there is no clear
correlation between ondansetron and dopa-
mine release in the extrapyramidal system and
the low density of 5-HT3 receptor binding in
the striatum,'°"' there are some reports of
ondansetron inducing extrapyramidal reac-
tions.12'13
We suggest that dopamine release probably

occurred from the ischaemic region around
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Figure CT showing intracerebral haemor-
rhage in the left basal ganglia, especially in
the caudate nucleus

the haemorrhage in our patient and that
ondansetron reduced the involuntary move-
ments by reducing this dopaminergic hyper-
activity. More studies are clearly needed to
clarify the role of 5-HT3 receptors in hemi-
chorea.
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