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[ Abstract |
cancer H460 cells. Methods

by cisplatin alone or in combine with tunicamycin for 24 h. Western blot was applied to examine the expression levels of cleaved

Objective To explore the effect of cisplatin in combine with tunicamycin on the growth of human large cell lung

H460 cells were cultured in vitro and MTT assay was used to examine the cell viability of cells treated
caspase-3 and cytochome C in H460 cells. Results MTT results revealed that cisplatin could inhibit the growth of H460 cells in
concentration dependent manners and increase the expression of apoptotic related proteins cleaved caspase-3 and cytochome C,and
the difference was statistically significant (P<C0. 05). Combined with tunicamycin can further inhibit the growth of H460 cells in-
duced by cisplatin and up-regulate the expression of cleaved caspase-3 and cytochome C,and the difference was statistically signifi-

cant( P<C0. 05). Conclusion Tunicamycin can increase the cisplatin sensitivity of H460,which raise the anticancer effect of cisplatin

to human large cell lung cancer.
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