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Supplementary Figure Legends 
 

Figure S1. Aβ exposure promotes p66Shc phosphorylation independent of JNK activation 

in B12 cells. (A) Immunoblot analysis of extracts from B12 cells treated with Aβ1-42 (20µM) for 

24 hours. p66Shc phosphorylation was significantly increased following Aβ treatment, whereas 

JNK phosphorylation was not affected. (B) Densitometric analysis of immunoblots. Data 

presented are the mean ± SEM of 3 independent experiments (*P<0.05, **P<0.01; ***P<0.001). 

 

Figure S2. Aβ exposure promotes p66Shc phosphorylation independent of JNK activation 

in HT22 cells. (A) Immunoblot analysis of extracts from HT22 cells transfected with the p66Shc 

and pcDNA plasmids and treated with Aβ1-42 (20 µM) for 24 hours. (B) Densitometric analysis 

of immunoblots revealed significantly higher p66Shc phosphorylation levels as a result of Aβ 

exposure. No change was observed in JNK phosphorylation levels following Aβ exposure. Data 

presented are the mean ± SEM of 3 independent experiments (*P<0.05, **P<0.01; ***P<0.001). 

 






