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Hemichorea Resulting from Ischemic Stroke in the Ipsilateral Caudate Nucleus
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Background: Hemichorea may appear with pathologic change in the connections with contralateral subthalamic nucleus (STN) as well
as ipsilateral lesion, although such cases are relatively rare. Herein, we presented a patient presenting hemichorea with ipsilateral caudate
nucleus infarction and severe stenosis in the contralateral carotid artery.

Case Report: An 81-year-old man visited our hospital for involuntary movement of the left hemibody of 5 days duration. Brain magnetic
resonance image (MRI) and angiography revealed acute ischemic infarction in the left head of caudate nucleus and severe asymptomatic
stenosis in the right carotid bulb. Brain perfusion MRI indicated time delay in the right middle cerebral artery territory.

Conclusion: Chronic hypoperfusion of contralateral basal ganglia by stenosis of carotid bulb and disrupted compensation from the op-
posite site due to acute ischemic stroke on ipsilateral basal ganglia was the possible cause of hemichorea.
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Figure 1. Brain magnetic resonance image and angiography, perfusion magnetic resonance image and 18F-Fluorodeoxyglucose positron
emission tomography. (A) Diffusion weighted image shows high signal intensity on left caudate nucleus. (B) Neck angiography shows se-
vere stenosis on right proximal internal carotid artery. (C, D) Perfusion MRI reveals time delay in right basal ganglia and middle cerebral
arterial territory on mean transit time. (E, F) 18F-Fluorodeoxyglucose positron emission tomography revealed no definite asymmetric hyper-
or hypometabolic lesion.
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Hemichorea due to ipsilateral caudate lesion | Lee SK, et al.
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