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A Case of Parkinsonism Caused by Acetone Intoxication

Imsuk Sung*, Oh-Young Kwon*", Heeyoung Kang*, Donghwan Kim*,
Y oungsoo Kim*, Ki-Jong Park*", Nack-Cheon Choi*", Byeong Hoon Lim**

Department of Neurology, Gyeongsang National University College of Medicine*
Gyeongsang Institute of Health Science, Gyeongsang National University'

A variety of toxins cause parkinsonism and the lesions are primarily in the pallidostriatum. It usually does not
respond to levodopa. We experienced a patient whose parkinsonian features developed after accidental acetone inges-
tion. She had rigidity, bradykinesia, gait disturbance and her speech was sluggish. Brain MRI showed bilateral basal
ganglionic lesions. She was treated with levodopa and her neurological symptoms improved. To our knowledge, there
has not been any previous reports of acetone causing parkinsonism. Acetone may cause parkinsonism by damaging the
basal ganglia.
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Figure 1. The brain MRI taken after development of parkinsonian features. A. There is a bilateral increased T2-signal intensity in
pallidostriatum. B. There is a bilateral slight increased T1-signal intensity in putamen and pallidum with a focal decreased T1-signal
intensity in left putamen.
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