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FIGURE LEGENDS 
 
Figure S1. Protein level normalized to Actin level after proteasome inhibition. NRVCs were 

treated with MG132 (5 µM, 12hr) in the presence or absence of CCCP (20 µM, 12 hr). Protein 

levels of (A) BAG3, (B) Parkin, (C) VCP, (D) Beclin 1, (E) HSP70, (F) P62 and (G) LC3 II are 

normalized to Actin levels. 

 

Figure S2.  BAG3 increases exogenous Parkin expression. H9c2 cells were transfected with 

fluorescent Parkin plasmid with or without BAG3 siRNA and fluorescent signals were detected 

using flow cytometry in (A) Parkin overexpression (B) Parkin overexpression and CCCP 

treatment, (C) Parkin overexpression and BAG3 knockdown, and (D) Parkin overexpression, 

BAG3 knockdown and CCCP treatment conditions.  

 

 






