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1. Neuronal Intranuclear Inclusion Disease (NIID) — IH 2 47
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3. CARASIL (Cerebral Autosomal Recessive Arteriopathy with
Subcortical Infarcts and Leukoencephalopathy) (L4 & &, fth)
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4. ERERBEEZ & LT gliomatosis cerebri (ZIL—E) 2016 45 A
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RS & LCOREBEHEFED ) 85w, S0 THIER) BfibhicBERiC
DT, COEBOBLERELIRD KD %25 bIRHEREY: o ofi#
BAREICOWTE &5,





