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Fig. 1 MRI obtained on the day of the clinical onset. (A) Diffusion weighted image (DWI) (axial,
15T; TR 6,500ms, TE 120ms, b value: 1,000see/mm?, (B) T2 weighted image (axial, 15T; TR
4,200ms, TE 100ms), (C) T1 weighted image (axial, 1.5T; TR 560ms, TE 15ms), (D) T2* weighted
image (axial, 1.5T; TR 560ms, TE 15ms). Scattered hyper-intensity areas are seen in bilateral
deep cerebral hemispheres on DWI, but there is no evidence suggestive of infarction or hemor-

rhage in the basal ganglia.

Fig. 2 Magnetic resonance angiography (MRA) obtained
on the day of the clinical onset (1.5T; TR 32ms, TE
6.8ms).

The middle cerebral arteries are not visualized bilateral-
ly. The anterior cerebral arteries are well visualized.
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Fig. 3 Frontal view of the right (A) and left (B) internal carotid angiograms obtained two weeks

after the clinical onset. Note high-grade stenosis of the middle cerebral arteries bilaterally at the

origin and abnormal vascular network suggestive of moyamoya disease.

Fig. 4 9“mT¢-ECD SPECT scans obtained one month after
the clinical onset. Before acetazolamide administration
(A), there is no laterality of regional cerebral blood flow
(rCBF) in the basal ganglia. After acetazolamide adminis-
tration (B), rCBF is slightly reduced in the left frontopari-
etal cortex, while it is increased in the left basal ganglia.

Table 1 Regional cerebral blood flow (rCBF) in each
brain area before and after acetazolamide administration,
calculated from *“mTc-ECD SPECT.

rCBF (ml/100g/min)
before acetazolamide after acetazolamide
Right Left Right Left
frontal 452 464 44.1 421
parietal 423 46.1 426 44.3
temporal 402 432 427 449
occipital 49.3 51.2 53.9 55.0
basal ganglia 52.0 50.9 473 55.0
thalamus 39.0 378 433 477
cerebellum 504 52.8 52.3 575
z E
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Abstract
An elderly case of moyamoya disease presenting with hemichorea

Masato Kinboshi, M.D.”, Manabu Inoue, M.D.", Yasuhiro Kojima, M.D.",
Tomokazu Nakagawa, M.D.", Masutaro Kanda, M.D.” and Hiroshi Shibasaki, M.D.”
"Department of Neurology, Ijinkai Takeda General Hospital
“Kyoto University Graduate School of Medicine

A 6l-year-old Japanese female was admitted with sudden onset of choreic movements of the right extremi-
ties. MRI demonstrated no abnormality suggestive of acute infarcts. Cerebral angiography revealed high-grade
stenosis of bilateral middle cerebral arteries at the origin and abnormal vascular network compatible with
moyamoya disease. Administration of low-dose haloperidol rapidly resolved the choreic movements. SPECT ob-
tained one month after the clinical onset demonstrated increase of the regional cerebral blood flow (rCBF) in the
left basal ganglia. Moyamoya disease presenting chorea as its initial symptom was only infrequently reported in
the elderly. In the present case, increased rCBF in the basal ganglia and remarkable effect of a dopamine D2
blocker suggest functional abnormality of the corresponding striatum as an underlying cause of hemichorea.

(Clin Neurol 2012;52:25-29)

Key words: moyamoya disease, chorea, elderly onset, rCBF, haloperidol




