SINGLE-CELL RNA SEQUENCE ANALYSIS OF POST-MORTEM MIDBRAIN TISSUE
REVEALS ALTERED GLIAL CELL FUNCTION IN PARKINSON'’S DISEASE

# neuro Indra Roy?!, Rhalena A. Thomas?!, Thomas M. Durcan?

Institut-Hdpital ) IMcGill University, Montreal, Quebec, Canada
neurologique de Montreal 2Early Drug Discovery Unit (EDDU), Montreal Neurological Institute, Montreal, Quebec, Canada

Montreal Neurological
Institute-Hospital

Synucleinopathy marked by aberrant misfolding and aggregations of synuclein protein Is a feature of many neurodegenerative disorders, particularly Parkinson’s
disease (PD) and Lewy Body Dementia (LBD). Neuroinflammation, characterized by reactive microglia and astrocytes are also a central marker of PD pathology. The
iInflammatory hypothesis suggests that dysregulated pathways In glial cells contribute to degeneration. Using a public dataset from Broad Institute, containing shRNA
seq data from post-mortem midbrain tissue, we attempt to characterize functional alterations in several glial cell populations in Parkinson’'s disease. We specifically
focus on functions that are associated with inflammation and damage response.
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_ OChaperone binding and protein folding activity are strongly upregulated in PD

for both microglia and astrocytes, possibly in an attempt to clear misfolded
. Single Cell

proteins.
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