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Effects of Melittin on Apoptosisand Cell Cycle of Human Gastric Cancer Cell Line BGC-823
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Abstract Objective: To investigate effect of melittin in vitro on proliferation, apoptosis and cell cycle of hu-
man gastric cancer cell line BGC-823. Method: Effects of different concentrations of melittin (32, 16, 8, 4 or 2
wg/mL) on proliferation of human gastric cancer cell line BGC-823 were investigated with MTT assay; induced
apoptosis and cycle blocking were detected with flow cytometer (FCM). Result: @ Compared with control group,
melittin inhibited proliferation of human gastric cancer cell line BGC-823(P< 0.01). The inhibition effects increased
with the dose. @ Melittin induced cell apoptosis when the concentration reached to 4 wg/mL, the apoptosis-inducing
effect rose with the dose of melittin. @ As cell cycle, the percentage of cells in S phase increased after melittin
working for 24 hours while the ratio of the cells in GO/G1 phase decreased compared with negative control group,
when the concentration of melittin reached to 16 p g/mL, the sub-diploid peak showed obviously before Gy/G;
phase. Conclusion: Melittin could inhibit the proliferation of human gastric cancer cell line BGC-823, induce the
apoptosis of cells and change its cell cycle.
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