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Fig. 1 MRI and CT of the brain and SPECT images of the brain obtained on admission.
Ti-weighted MRI shows a hyperintense lesion in the left striatum (A, axial; TR, 482ms; TE, 11ms).
Tao-weighted and diffusion-weighted images show a slightly hyperintense lesion (T2-weighted image:
B, axial; TR, 3,800ms; TE, 93ms and diffusion-weighted image: C, axial; TR, 3,500ms; TE, 83ms). CT
shows an isodense lesion in the left striatum (D), and *“™Tc-ECD SPECT (easy Z- score imaging
system) shows low perfusion in the same region (E).

MRI: magnetic resonance imaging; CT: computed tomography; SPECT: single photon emission
computed tomography; “mTc-ECD SPECT: “mTc-ethylcysteimate dimmer single photon emission
computed tomography

Fig. 2 Time courses of Ti-weighted MRI and T2* gradient-echo MRI of the brain.
Ti-weighted MRI (axial; TR, 482ms; TE, 11msec) shows that the size of the hyperintense lesion in
the left striatum decreased slightly (A: image obtained on admission, B: image obtained 3 months
after admission, C: image obtained 7 months after admission) . T2* gradient-echo MRI (axial; TR,
670ms; TE, 22ms) reveals a hypointense signal in the left striatum (D: image obtained 3 months af-
ter admission).
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Abstract
Case report of essential thrombocythemia with sudden onset of hemichorea

Hiroyuki Ito, M.D.", Tkuo Kinoshita, M.D.", Tatsuro Joh, M.D.",
Mayumi Otsubo, M.D.” and Ryuji Hazama, M.D.”
YSection of Internal Medicine, Japanese Red Cross Nagasaki Genbaku Hospital
?Section of Radiology, Japanese Red Cross Nagasaki Genbaku Hospital
¥Hazama Neurology and Internal Medicine Clinic

A 68-year-old woman was admitted to our hospital because of sudden onset of involuntary movements, simi-
lar to those associated with chorea, of the right side of the body and for further evaluation of thrombocythemia.
She had no family history of chorea. Neurological findings did not show any abnormality except for chorea of the
right side. Laboratory studies showed increased number of white blood cells (14,000/ul) and platelets (188.3 x 10*/
ul). Lupus anticoagulant, anti-cardiolipin antibody, and ceruloplasmin levels were within the normal range. Her
NAP score was 240, and result for ber-abl gene expression was negative. Bone marrow puncture showed hypercel-
lularity and increased number of megakaryocytes (550,/ul), but there was no atypism. On the basis of these labora-
tory findings, she was diagnosed with essential thrombocythemia. Ti-weighted magnetic resonance imaging (MRI)
showed a hyperintense lesion extending from the region around the left globus pallidum to putamen. The MRI
findings of our study were similar to those related to diabetic hemichorea; however, the results of some tests did
not indicate diabetes mellitus. An MRI scan showing high T, signal intensity in the basal ganglia might not be spe-
cific for diabetic hemichorea. In this case, MRI revealed the cause of hemichorea to be micocirculatory failure or
small cerebral hemorrahages.

(Clin Neurol 2011;51:211-214)
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