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Both Multiple system atrophy (MSA) and Lewy body disease are major degenerative
disorders. Pathologically, both diseases show abnormal a -synuclein aggregation, and also called
Synucleinopathy. To clarify the relationship between MSA and Lewy-related pathology, we examined 160
autopsy confirmed cases of MSA at our institute. First, we examined frequency of Lewy-related pathology
in MSA. Eleven of 160 cases (6.9%) at central nervous system and 10 of 35 cases at peripheral nervous
system showed Lewy pathology. Next, we examined frequency of the swollen neurites in MSA. Twenty three of
160 cases (14.4%) showed these swollen neurites. At last, we examined frequency of synuclein-positive
structures at sympathetic ganglia in MSA. Interestingly, forty of 65 cases (62.1%) showed
synuclein-positive structures there. Taken together, we suggest MSA would show abnormal a -synuclein
aggregation at neurite and peripheral nervous system without Lewy-related pathology
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