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[ Abstract])

on melanoma cell line A375, which will provide insights into clinic application of mTOR inhibitors in melanoma. Methods Sul-

Objective To compare the effectiveness of clinic mTOR inhibitors Sirolimus, Everolimus and Temsirolimus

forhodamine B (SRB) assay was used to investigate the effectiveness of inhibitors on A375 cell proliferation. Annexin V-FITC/PI
staining was performed to detect apoptosis. Propidium iodide (PI) staining was to analyze the influence of inhibitors on cell cycle.
Western blot was applied to determine the regulation of mTOR as well as its downstream signaling. Results All of three mTOR
inhibitors showed potent cell growth inhibition on A375. Mechanistically, they can promote A375 cell apoptosis, lead to cell cy-
cle arrest at G1 phase by blocking mTOR and phosphorylation of its downstream targets 4EBP1 and p70S6K1. Everolimus ex-
hibited more potent activity against Sirolimus and Temsirolimus. Conclusion  Everolimus is a more promising drug for

melanoma treatment.
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