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Fig. 1 Brain MRI T2-weighted image (axial view: T2 TR/TE = 4,000/128)
This MRI axial view gives the impression of a small cerebellum; here, dilatation of the cerebellar fis-

sures cannot be observed.

Fig. 2 Brain MRI T2-weighted image (sagittal view: T2 TR/TE = 4,000/128)
Dilation of the cerebellar fissures is not evident on this MRI sagittal view, and there is no evidence of
cerebellar atrophy.
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Fig. 3 A: VSRAD (axial image), B: VSRAD (sagittal image)
Cortical atrophy was observed predominantly on the right side of the anterior lobe of the cerebellar

vermis and the anterior cerebellar hemispheres.

Table 1 rCBF on FineSRT (m//100 g/min)

Right  (Normal) Left  (Normal)
47.38 1 (56.0+39) 4914 | (85.7+37)
37.38 1 (49.0+35) 4094 | (484+4.0)
(564+43) | 5222  (556+43)
(36.3+3.9) 3189 (34.7+4.0)

With FineSRT, significantly reduced blood flow findings in the
cerebellar vermis and the anterior cerebellar hemisphere were

Vermis

Anterior lobe

Posterior lobe 54.48
Pons 32.28

observed. However, no such findings were seen in the posterior
cerebellar hemisphere or pons.
Normal data are expressed as means + SD.
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Before IVIg

rCBF of Cerebellar Vermis
48.3m}/100g/min

ERREHEE 49515 (2009 1)

After IVIg

—-—) 54.1m}/100g/min

Fig. 4 After intravenous IVIg treatment, rCBF in the cerebellar vermis increased significantly on
SPECT from 48.3 ml/100 g/min to 54.1 m//100 g/min.
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Abstract

A case of anti-gliadin-antibody-positive cerebellar ataxia effectively treated with intravenous
immunoglobulin in which voxel-based morphometry and FineSRT were diagnostically useful

Kazunori Nanri, M.D.", Takao Otsuka, M.D.", Masafumi Takeguchi, M.D.”, Takeshi Taguchi, M.D.”,
Tomoko Ishiko, M.D.", Hiroshi Mitoma, M.D.” and Kiyoshi Koizumi, M.D.”
"Department of Neurology, Tokyo Medical University Hachioji Medical Center

“Postgraduate Clinical Residents’ Center, Tokyo Medical University
“Department of Radiology, Tokyo Medical University Hachioji Medical Center

We present the case of a 51-year-old man with a 5-year history of slowly progressive gait ataxia and dysar-
thria who showed a wide-based gait requiring assistance. The patient’s score on the Revised Hasegawa Dementia
Scale (HDS-R) was 22/30 and constructional apraxia was also evident. Cerebrospinal fluid analysis showed 3 cells/
ul, and the protein concentration was 58 mg/dl. Brain MRI showed no evidence of cerebellar atrophy, and SPECT-
eZIS showed no decrease in cerebellar blood flow. However, voxel based morphometry (VBM) and FineSRT re-
vealed cortical cerebellar atrophy and reduced cerebellar blood flow. In addition, the patient tested positive for
anti-gliadin (IgA) and anti-SS-A/Ro antibodies, and was thus diagnosed as having autoimmune cerebellar ataxia.
The patient showed positive response to intravenous immunoglobulins (IVIg) and regained the ability to walk un-
assisted. The HDS-R score also improved to 27/30. If cortical cerebellar atrophy can be diagnosed in the early
stages in patients with progressive cerebellar ataxia by imaging techniques such as MRI-VBM and FineSRT, and
if such patients test positive for anti-gliadin, anti-GAD or anti-thyroid antibodies, it is possible that they have auto-
immune cerebellar ataxia. The commencement of immunotherapy including IVIg should be considered in such
cases.

(Clin Neurol, 49: 37—42, 2009)
Key words: cerebellar atrophy, IVIg, anti-gliadin antibody, voxel-based morphometry, FineSRT




