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AERERDEIE (FE3X) : Prion diseases are transmissible, fatal, neurodegenerative disorders. One
of the hallmarks of prion diseases is progressive accumulation of a misfolded and protease-resistant
isoform (PrP*%) of protease-sensitive prion protein (PrP<) which is a host-encoded glycoprotein
attached to the lipid-raft on the membrane. The conversion of PrP° into PrP*® seems to take place at
the cell surface or along the endocytic pathway, however, the molecular basis of the conversion
remains unclear, particularly regarding role of other cellular factors in prion replication.

In this study, to understand the molecular events in the conversion, we analyzed what molecules
interact with PrP® in lipid-raft enriched detergent resistant microdomains (DRM) using the
enzyme-mediated activation of radical sources (EMARS), a newly established biochemical labeling
method for cell surface molecules. We demonstrated that neuronal microtubule regulatory
phosphoprotein, Sthatmin2 was colocalized with PrP in N2a cells.
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