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WHICH PROMOTE PROSTATE CANCER CELL SURVIVAL.
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LNCap (A) and DU145 (B) prostate cancer cells were incubated with 20mM Alcohol for 15
minutes, 30 minutes, 1 hour, 6 hours, 12 hours, and 24 hours. In parallel plates, cells were

stimulated with 10ng/ml EGF for the same time points before all plates of cells were lysed
using

boiling  2X Lamelli buffer with p-mercaptoethanol. = Protein concentrations were
determined using

RC/DC BioRad protein assay for equal protein SDS-PAGE loading. Western blots were
probed
using antibodies for phospho- ERK 1/2 (Thr 202/ Tyr 204) [Calbiochem, CA].




