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Supplement Figure S1. WB images of aSyn distribution between soluble (TBS), membrane bound (TRX) and
insoluble fractions (SDS). HEK-293 and PREPko cells were transfected with Lipofectamine 3000 control, aSyn,
GFP, aSyn+GFP or aSyn+PREP and treated with oxidative stress for 48 hrs. Distribution of aSyn and p129-aSyn
between soluble, membrane bound and insoluble fraction and autophagy markers in soluble fraction were

measured with Western blot. Insoluble p129-aSyn fractions are presented at two exposures.
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Supplement Figure S2. WB images of autophagy markers in soluble fractions of HEK-293 and PREPko cells. Cells

were transfected with Lipofectamine 3000 control, aSyn, GFP, aSyn+GFP or aSyn+PREP and treated with

oxidative stress for 48 hrs.
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Supplement Figure S3. WB images of LC3B markers in HEK-293 and PREPko cells after Bafilomycin Al treatment.
HEK-293 and PREPko cells were treated with 10 or 50 nM Bafilomycin Al (Baf) or DMSO control. Changes in

autophagic flux (LC3BII levels) were measured with Western blot
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Supplement Figure S4. 5-HT and 5-HIAA levels in wt and PREPko mice were not altered. Tissue concentrations of
neurotransmitter and its metabolite were measured 14-15 weeks post-injection by tissue HPLC analysis. Striatal

5-HT (A) and its metabolite 5-HIAA (B) were not changed. Bars represent mean + SEM.



