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CASE REPORT

HEMICHOREA —A RARE PRESENTATION OF ACUTE STROKE
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Abdract : Arare case of hemichorea occurring in an adult male after acute strokeis presented . The incidence and precise leson location
of pogt stroke hemichorearemainsunclear. A 32 year old male presented with durring of speech, involuntary movement of right upper limb.
CT scan of brain showed infarct in left insular cortex and left external capsule. Hyperkinetic movement disorders like hemichorea after
sroke are uncommon, with a prevalence of less than 1% in previous hospital based study.

INTRODUCTION

Sroke which was previoudy considered a“curse’ and was associated
with “hopelessness’, has entered in to the era of hope and prevention is
the key; thanks to the recent advances in stroke management. Early
recognition and reporting of such rarest presentation, are crucial.

Hyerkinetic movement disorders like hemichorea after stroke are
uncommon, with aprevaence of lessthan 1% in previous hospital based
study*. We herereport thisrare presentation of stroke produced by infarct
inleftinsular cortex and left externd capsule, though hemichoreaismost
oftenduetolenticular lesonfollowed by subthadamicand cortica lesion?.

CASE REPORT

A 32year old maepresented tothestrokeunit of thehospita withdurring
of speech, involuntary movement of right upper limb. On examination
he was conscious, oriented, but anxious. He had mild shoulder pain due
tomovement of thet limb. Generd examinationwaswithinnormd limits.
He had no history of fever , any drug intake like antiemetics or
antipsychotics. He was normotensive and nondiabetic. His blood sugar
random was 120 mg/dl. Hisblood pressure é the time of admisson was
120/70 mmhg in left upper limb supine position. Histhyroid profile was
norma On CNS examination gpart from durring of gpeech and ébnorma
movement of right upper limb, al wereunremarkable. Motor examination
demongtrated chorieformmovementsinright upper limb, primarily visble
during motor tasks such as eating, writing (unable to hold a pen) etc.
Coordinationwasaffected by hemichoreaontheright sdebut wasnorma
onleft. Hehad no weskness. Sensory examination results were normdl.
Gait was norma Abnorma movement of the limb was just like typical
hemichorea. We kept the possibilities of drug induced chorea, dthough
there was no history of any drug intake.

Patient underwent plain and post contrast CT head. CT scan showed
acuteinfarct in left insular cortex and left externd capsule (Fig.)
Onthebadsof CT scan findingsand dlinica presentation, adiagnosis of
hemichoreaafter srokewasmade. Wetreated thispatient with ha operiodol
and aspirin 300 mg. Patient showed improvement. Petient was doing
well on afollow up visits after discharge from the hospitd.

Fig.: C.T. Brain
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DISCUSSION

Hemichoreais defined asinvoluntary, hyperkinetic disorder congsting of
suddenirregular, purposdess, and random movementsinvolving onehalf
of the body. Although the movements are purposdess, the patients may
incorporatetheminto addiberate act, asif to make them less noticegble.
When superimposed onvoluntary actionsthey may assumean exaggerated
and hizaare character. In moments when the involuntary movement are
absent or briefly held in abeyance, valitionad movements end; may be
excessively quick and poorly sustained’. It istherarest presentation after
acute stroke. The largest published study showed the incidence of post
stroke hemichoreaas 0.54%. Although hemichorea has been suggested
to bethe most common form of post Srokeinvoluntary movements, the
incidence was lower than that of post stroke agterixis (1.9%)°. In this
patient hemichorea developed on the same day of droke. That means
post stroke hemichorea results from the stroke induced acute functiona
deregulation of thebasd gangliamotor circuit rather thanfromrestorative
neuroplagticity?. The sub-thadamus® and striatum 2 has been recognized as
atypicd Steresponsiblefor hemichoreaprobably becausegtrokeinvolves
theseregionsmorefrequently. The pathogenic mechanism of hemichorea
caused by contrdaerd graitum would be the interruption of GABA
transmission form striatum to the globus palidus externa (GPe), which
may increase the GPe neuronal activity and inhibit the subthaamic
nucleus’. The inhibition of the subthaamic nudeus®. The inhibition of
the subthalamic nucleus would result in the loss of its control upon the
globus pallidus interna (GPI) neurons , which ultimately leads to a
dysnhibition of themotor thalamus'. In these patientsinfarctsare limited
to insular cortex and eternal capsule. The pathogenic mechanism of
hemichoreaiin this patient remains unexplained. Unfortunately, we only
considered the relationship between clinica feature and radiologica
findings further gudiesusing functionl or perfusonimegesarewarranted
to elucidate the pathophysiology of hemichorea especidly in those
involving the uncommon area.
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