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Supplementary Fig. 1 
Quantification of the full gels presented in Figs. 4a-b. Panels below gels show the measured APP levels 
normalized to vinculin and GAPDH levels (C-terminus APP in a and N-terminus APP in b). Below are 
the membraned shown in Figs. 4. a-b, but at longer exposure to study the potential of low levels of 
truncated APP protein.  
 


