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Effect of Melatonin Combined with Cisplatin on Proliferation and Expression of Apoptotic Proteins in Human Gastric Cancer Cells. Fan
Mengdi, Li Weimin, Chen Yina, et al. Department of Gastroenterology, The Second Affiliated Hospital of Wenzhou Medical University, Zhe-
Jiang 325000 , China

Abstract Objective To investigate the effect of melatonin combined with cisplatin on treatment and expression of apoptotic pro-

teins in human gastric cancer AGS cells. Methods Human gastric cancer AGS cell strains culture in vitro were divided into four groups,
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namely AGS control group, AGS MLT group(3mmol/L) ,AGS CDDP group(4pg/ml) and AGS MLT + CDDP group(2mmol/L MLT and
4pg/ml CDDP). CCK -8 assay was used to test cell proliferation of each group. Annexin V FITC/PI Apoptosis assay was used to test
early or late apoptotic cells. Western blot was used to test the protein level of apoptotic proteins. Results The cell viability of AGS cells
in MLT + CDDP group was the lowest in the whole groups. Results of Flow cytometry showed that the proportion of early apoptosis was in-
creased in turn in normal control group, single drug groups and combination group. Compared with control group and single drug groups,
the expression percentage of Bel —2 and procaspase — 3 decreased significantly in the combination group. On the contrary, the expression
percentage of Bax and cleaved — caspase —3 increased significantly. Conclusion Compared with the effect of single cisplatin, the combi-
nation of melatonin and cisplatin is proved to be much more effective in the inhibition of proliferation and the induction of the apoptosis of

human gastric cancer AGS cell strains, and the results perhaps were correlated with that combination drug could effect on the expression of

apoptotic proteins.
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