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Fig. 1 Brain MRI and MRA.
(A) Diffusion-weighted image (1.5 T; TR 4,610 ms, TE 137 ms) showed a high-intensity in the right centrum semiovale (arrow).
(B) T,-weighted image (1.5 T; TR 3,969 ms, TE 100 ms) showed periventricular white matter hyperintensities. (C) (D) (E)
T,-weighted images (1.5 T; TR 3,969 ms, TE 100 ms) showed multiple lacunar infarcts in the basal ganglia and pons. (F) MR
angiography (1.5 T; TR 22 ms, TE 6.9 ms) showed no stenosis in the intracranial arteries.
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Abstract

A case of vascular parkinsonism associated with hyperhomocysteinemia
and methylenetetrahydrofolate reductase gene variant (C677T)

Kenju Hara, M.D., Ph.D.”, Keigo Onda, M.D."”, Haruka Ouchi, M.D.",
Ken Shibano, M.D., Ph.D."” and Hideaki Ishiguro, M.D., Ph.D."

YDepartrment of Neurology, Akita Red Cross Hospital

A 56-year-old man, who presented with 6 years history of difficulty in walking, was diagnosed as having vascular
parkinsonism on the basis of the clinical findings of parkinsonism, pyramidal sign and the brain MRI findings of multiple
lacunar infarction. Although he did not have hypertension, he had hyperhomocysteinemia and homozygous
methylenetetrahydrofolate reductase (MTHFR) gene variant (C677T) as risk factors for ischemic stroke. Recent studies
have shown that hyperhomocysteinemia and MTHFR gene variant are associated with small-vessel disease, suggesting
that these risk factors may underlie vascular parkinsonism, particularly in patients lacking hypertension and in those
with a relatively younger age at onset of this disease.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:77-81)
Key words: vascular parkinsonism, cerebral small-vessel disease, younger age at onset, homocysteine,
methylenetetrahydrofolate reductase gene polymorphism




