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Fig. 1 Brain MRI (left) and #™Tc-ECD SPECT (right).
30T brain MRI shows no evidence of cerebellar atrophy but ™ Tc¢-ECD SPECT using the easy Z-
score imaging system shows reduced regional cerebral flow of the vermis of cerebellum.
A: Ti1-weighted MR images (Coronal, 3.0T, TR 9.1ms, TE 2.0ms).
B: Ti-weighted MR images (Sagital, 3.0T, TR 9.1ms, TE 2.0ms).
C: ¥mTc-ECD SPECT (Axial).
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Fig. 2 Clinical course.
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Abstract
A case of acute cerebellar ataxia associated with serum anti-NH2 terminal of alpha-enolase (NAE) antibody

Mikie Yamamoto, M.D.”, Kenji Wada-Isoe, M.D."”, Makoto Yoneda, M.D?,
Koji Doi, M.D."”, Hisanori Kowa, M.D." and Kenji Nakashima, M.D."
"Division of Neurology, Department of Brain and Neurosciences, Faculty of Medicine, Tottori University
»Second Department of Internal Medicine (Neurology), Faculty of Medical Sciences, University of Fukui

We reported a 61-year-old man who had developed acute cerebellar ataxia in the trunk and the lower limbs.
His chemical blood analysis showed very mild hypothyroidism and the presence of serum anti-thyroid peroxidase
(TPO) antibody and anti-NH2 terminal of alpha-enolase (NAE) antibody. While cerebellar atrophy was not evident
on magnetic resonance imaging (MRI) of the brain, *"Tc-ECD SPECT using the easy Z-score imaging system (e-
Z1S) showed decreased regional cerebral blood flow (rCBF) in the vermis of cerebellum. His cerebellar ataxia im-

proved spontaneously within three weeks. The present case is very rare and suggests that anti-NAE autoanti-
body may be associated with actue cerebellar ataxia.

(Clin Neurol 2010;50:581-584)
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