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Supplemental Figure 1

(A) Cortical neurons were treated for 6 hours with 0.5% ethanol (control), 5 uM HNE or 100 nM
bafilomycin. Proteins in cell lysates were subjected to immunoblot analysis using a cathepsin D
antibody. (A) Representative images of immunoblots of cathepsin D with short and long
exposure times are shown. Arrows point to mature cathepsin D at the molecular weight of 28
kDa. (B) Results of densitometric analysis of blots showing relative levels of mature cathepsin
D in neurons treated for 6 hours with 0.5% ethanol (control), 5 uM HNE or 100 nM bafilomycin.

There were no significant differences among these groups.



