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Hemichorea-hemiballism as the presenting
manifestation of diabetes mellitus
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DESCRIPTION

A 70-year-old woman presented with a history of
acute onset abnormal movements of left half of the
body for the previous 2 days. The movements were
rapid, jerky, non-rhythmic present through out the
day and were not associated with loss of conscious-
ness, tongue bite, urinary incontinence. There was
no history of fever, headache, nausea or vomiting
associated with the movements. There was no pre-
vious history of diabetes mellitus, hypertension,
tuberculosis, trauma or epilepsy in the past.

General examination revealed no abnormality
except for bilateral xanthelasma. Higher mental
function and cranial nerve examinations were
normal. There was no weakness of limbs. There
was no sensory loss and meningeal signs were
negative.

There were abnormal movements restricted to
left half of the body. They were choreiform in
nature with some ballistic component, both prox-
imal and distal in upper limb and lower limb (more
intense in the former), also involved the head
(video 1). The patient was completely unable to
execute any voluntary movements in the left upper
limb because of the movements. The patient was
alert while she was exhibiting involuntary
movement.

Routine hemogram was normal. Serum sodium,
potassium, calcium, urea and creatine were 140,

Figure 1

MRI, T1-weighted image revealed
hyperintense signal changes in right putamen region.

.

Video 1 Video of the patient demonstrating
hemichorea-hemiballism on left side. The patient was
alert while she was exhibiting involuntary movement.

3.5, 1.2 mmol/L, 25, 0.5 mg/dL, respectively. Liver
function test, lipid profile and thyroid function
tests were normal. The blood sugar at admission
was 305 mg/dL (234 mg/dL on a repeat sample per-
formed 6 h later after treatment) Urine was nega-
tive for ketone bodies.

An MRI of the brain revealed T1 hyperintensity
of right putamen without any clear signal changes
on T2 or fluid-attenuated inversion recovery
sequences (figure 1). The presence of hypergly-
caemia and T1 hyperintensity in the right putamen
with left hemichorea suggest the diagnosis of dia-
betic hemichorea-hemiballism The meticulous
control of diabetes with clonezepam (0.5 mg thrice
daily) led to complete disappearance of abnormal
movements within 1 week (video 2).

Chorea is a type of hyperkinetic movement dis-
order characterised by non-rhythmic, rapid jerky,
non-repetitive, flowing involuntary movements.
When severe, it involves proximal part of limbs

Video 2 The disappearance of involuntary movements
after control of hyperglycemia.
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Learning points

» Chorea is a hyperkinetic movement disorder caused by
multiple disorders.

» The initial presentation of hemichorea-hemiballism in elderly
patients should raise the suspicion of undetected
hyperglycaemia.

» Diabetic chorea is a well treatable clinical disorder with early
control of blood sugar.

and causes flinging type of movement (chorea-ballism). The
causes are multiple which include metabolic, rheumatic,
immune mediated, neurodegenerative, vascular, infections,
drugs, trauma, toxins and structural abnormalities in striatal
region.’

In our patient, the hemichorea-hemiballism was the initial
manifestation of diabetes. There are some case reports which
described the hyperglycaemia causing chorea. The mechanism
is poorly understood, however shift to anaerobic metabolism,
cellular dysfunction or direct hyperglycaemic insults to stri-
atum are proposed factors.”
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