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T,WI

DWwI

T,-weighted image (TR 522ms, TE 11ms) showed cerebral atrophy, and T,-weighted image (TR 4,075
ms, TE 100 ms) showed high intensity at the periventricular lesion and basal ganglion. Diffusion-
weighted image (TR 2,675 ms, TE 66 ms) demonstrated no high-intensity lesion.

Fig. 3 )
Brain **™Tc-ECD-SPECT image on admission
demonstrated an overall decrease in the accu-
mulation of **™Tc in the cerebrum.
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Disturbance of consciousness
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Fig.4 Clinical course
A1l though we treated the patient with thiamazole and lugol, she didn't recover. She recovered rapidly after the initiation of

steroid -therapy.
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Fig. 5

EEG after treatment with corticos-

teroids demonstrated an a-rhythm
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like PSD at monopolar recording.
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Fig. 6
Immunoblot analysis of the NH,-terminal of a-enolase
(NAE) with sera yielded strongly positive results for
NAE. The asterisks indicate the position of NAE.
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