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Visualizing a-Synuclein Oligomers in a-Synucleinopathies
from MSA to PRKN-PD
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a -Synuclein oligomers are considered the most neurotoxic species in the a-synuclein aggregation
process, yet it has been difficult to detect them by conventional immunohistochemistry. Using a proximity
ligation assay (PLA)-based technique to visualize a-synuclein oligomers (aSYN-PLA), our laboratory has
investigated the distribution of a-synuclein oligomers and their clinicopathological correlations across a
spectrum of a-synucleinopathies, including multiple system atrophy, Parkinson's disease, dementia with
Lewy bodies, and LRRK2-related Parkinson's disease. In this talk, | will present these findings along with

preliminary results from an ongoing collaborative study with the Brain Research Institute, Niigata

University, examining a-synuclein oligomers in patients with PRKN mutations. /
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