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BERBICEHE L7 chorea OHROEES

Fig. 1. Brain CT shows lacunar infarction and

cerebral atrophy.

Fig. 2. Ti-weighted images shows hyperintensi-
ty in the left putamen.

Fig. 3. Brain CT shows no interval change.

Table 1. Increased Signal Intensity in the
Basal Ganglia on T;—weighted MR Images

o Calcification
idiopathic intracerebral calcification
hypopar athyroidism
pseudohypopar athyroidism
mitochondrial encephalomyopathy
anoxic encephalopathy

o Liver disease

o Parenteral nutrition

» Neurofibromatosis

o Systemic lupus erythematosus

Fig. 4. The hyperintensity on the putamen
returns to normal isointensity on the follow up T1-
weighted images at 4 month.

¥ & O

Hemichorea-hemiballism @ % & 31 72§ JR 75
BEOMRIGZHEL, ELFEELEXLN
BRI T1EHRABR TRES L RO IEF % £
BL7-OTHE L.
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Hyperintense Putamen of Ti-weighted MR Images in a Patient
Presenting Hemichorea-hemiballism with Hyperglycemia

Masayo SHIRASU!, Shigeki AOKI!, Hiroshi OBA3,
Tsutomu ARAKI!, Zenji SHIOZAWA?

Department of Radiology and 2Department of Neurology, Yamanashi Medical University
1110 Shimokatou, Tamaho-cho, Nakakoma-gun, Yamanashi 409-38
3Department of Radiology, General Showa Hospital

A 88-year-old man was admitted to our hospital due to progressive hemichorea and hemiballism.
He suffered from diabetes for 10 years, which was poorly controlled and produced intermittent
hyperglycemia, and he developed acute onset hemichorea and hemiballism 1 month before admis-
sion. On admission, the blood glucose level was 79 mg/dl (HbA1:9.5%), and blood examination
showed no significant abnormality. Neurological findings showed glove-type sensory disorder and in-
voluntary movement on the right side. Brain CT showed lacunar infarction and cerebral atrophy.
MR showed hyperintensity on Ti-weighted images and isointensity on Tz-weighted images in the
left putamen. Haloperidol contributed to the disappearance of his abnormal movement. The patient
remained free from hemichorea-hemiballism and MRI at 4 months after admission showed normal in-
tensity of the left putamen on Ti-weighted images. We reported unilateral increased signal intensity
in the putamen on Ti-weighted MR images was observed in patients with hemichorea and hemibal-
lism with uncontrolled diabetes.
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