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Acute hemichorea due to infarction in the corona radiata
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Summary. A 66-year-old hypertensive man presented with
acute hemichorea. Magnetic resonance imaging disclosed an
infarct, confined to the contralateral corona radiata, that inter-
rupted excitatory corticostriate fibres. The movement disorder
may have been caused by subcortical lesion without direct in-
volvement of the basal ganglia.
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Introduction

Acute hemichorea is a relatively uncommon disorder of move-
ment that usually follows an ischaemic [3, 4, 7] or haemorrhagic
[8] lesion in the contralateral caudate nucleus or putamen [2],
thalamus [4], or subthalamic nucleus [8]. Lesions outside these
structures have also been described in patients with hemi-
chorea [1, 4, 5]; however, the cause-and-effect relationship of
this association is not fully understood. We report a patient
with acute hemichorea caused by infarction in the contralateral
corona radiata.

Case report

A 66-year-old, right-handed, hypertensive man was examined
5 days after the acute onset of involuntary movements of his
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left limbs. On admission, his blood pressure was 160/100mmHg
and the findings of a general physical examination were nor-
mal. Neurological examination revealed constant, involuntary,
irregular, purposeless, asymmetrical and non-rhythmic move-
ments of the left arm and leg. The patient was alert and orient-
ed, and there was no motor or sensory deficit. Computed tomo-
graphy (CT) showed an ill-defined small area of low attenua-
tion in the right corona radiata. Magnetic resonance imaging
(MRI) revealed periventricular hyperintensity (T2-weighted)
and an infarct in the right corona radiata that did not extend
to the caudate nucleus or putamen (Fig.1). The patient was
treated with haloperidol (10mg/day in three divided doses)
with marked improvement. The dose of haloperidol was gradu-
ally tapered over the following weeks and the findings of a
neurological examination 6 months after the onset of symp-
toms were normal.

Discussion

The syndrome of hemichorea is usually considered to be caused
by a lacunar infarction in the contralateral basal ganglia or re-
lated structures [6]. In such cases, the hyperkinesia appears
when an intact globus pallidus is isolated from inhibitory influ-
ences exerted by the striatum or subthalamic nucleus. This
isolation is secondary to a lesion that destroys those nuclei or
that interrupts their efferent fibres to the pallidum [3, 5].

Fig. 1. T2-weighted (TR 2000/TE 50)
magnetic resonance imaging showing an
infarct in the right corona radiata

Fig. 2. Coronal T2-weighted (TR 2000/TE
50) magnetic resonance imaging showing
the extension of the infarct in the patients
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Our patient had hemichorea due to an infarct in the contra-
lateral corona radiata and that did not extend into the basal
ganglia (Fig. 1). It is possible that the interruption of corticos-
triate fibres accounted for the movement disorder. Under nor-
mal conditions, corticostriate fibres carry excitatory stimuli to
neurons in the caudate nucleus and putamen [9]; such stimuli
facilitate the activation of striatal neurons which, in turn, exert
inhibitory influences on the pallidum. An interruption in the
corticostriate pathway diminishes the rate of firing of striatal
neurons, liberating the pallidum from striatal inhibition and
causing the abnormal movements of hemichorea. As our pa-
tient is still alive, we have no pathological correlations. How-
ever, MRI showed an infarct in the contralateral corona radiata
without evidence of basal ganglia lesion.

In reviewing the literature, we have found several cases
of acute hemichorea due to lesions outside the basal ganglia.
However, in no instance was the interruption of corticostriate
fibers considered to be the cause of the movement disorder [4,
5]. Saris [7] described a patient with acute hemichorea and an
infarct in the contralateral corona radiata and body of the cau-
date nucleus shown by CT; while the author stated that the le-
sion in the caudate nucleus was the cause of the hemichorea,
we think that a mechanism similar to that suggested here could
be another explanation for some, at least, of the clinical mani-
festations.

We therefore postulate that any lesion, superficial or deep,
that interrupts the cortico-striato-pallidal-thalamo-cortical feed-

back loop may be a potential cause of hemichorea, providing
the globus pallidus and its efferent fibres remain intact.
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