gk es|zl A 21 A A 3 T (200949 9¢¥)
Korean J Occup Environ Med, 2009:21(3):289-292

S X Il =12) =93 5] 4)
UME . RHQ  AXE - AT ALY U

— Abstract —

A Case of Cerebellar Dysfunction After Acute Organotin Poisoning
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Background: We performed a follow-up study of an acute organotin poisoning case on the neurologi-

cal sequelae that remained after 3 years since diagnosis.

Case: In the previous study, a 43-year-old male was reported for acute organotin poisoning. After 3
years, the neurological sequelae were studied using neurological examination, cognitive tests, neurobe-
havioral tests (by CAY SY S 2000™), brain magnetic resonance imaging (MRI), and *F-fluorodeoxyglu-
cose (*F-FDG) PET/CT. Upon neurological examination and other tests, orientation was improved com-
pared to that 3 years before, but cerebellar ataxia, dysmetria and dysdiadochokinesia remained the same,
with little change. Brain MRI showed cerebellar atrophy. *F-FDG PET/CT revealed mildly decreased

metabolic activity in the pons and in both cerebellar hemispheres.

Discussion: This is the first brain MRI study on cerebellar atrophy caused by organotin poisoning.

Cerebellar ataxia was confirmed by decreased metabolic activity in **F-FDG PET/CT.
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®F-FDG PET/CT: "F-FDG PET/CTY% 7 &

Fig. 1. These serial T2-weighted images show progressive atrophic change of the cerebellum (lower row) as well as
dilated fourth ventricle (upper row). (A) Aug. 22, 2005, (B) Nov. 11, 2005, (C) Apr. 4, 2007, (D) Jul. 3, 2008.
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Fig. 2. Mildly decreased metabalic activity in pons and both cerebellar hemispherein *F-FDG PET/CT.
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