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of cytosolic prions.
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1.Expression of viral glycoprotein VSV-G drastically increases cell-to-cell spreading #*
of cytosolic prions. .
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) 2.VSV-G mediates efficient vesicular dissemination of cytosolic NM prions
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2.VSV-G mediates efficient vesicular dissemination of cytosolic NM prions
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Fig 3

3.VSV-G-pseudotyped EV preferably enter cells by clathrinmediated endocytosis
and fuse at low pH for endosomal escape.
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) 4.Enhanced intercellular transmission of Tau aggregation upon VSV-G expression

Suppl. figure 5
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