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Effect of Aspirin on Cell Proliferation and Apoptosis in Human Colorectal Cancer LoVo Cells and Its Mechanism. Li Ming, Tan Shiyun.
Department of Gastroenterology, Renmin hospital of Wuhan University, Hubei 430060 ,China

Abstract Objective To investigate the effect of Aspirin cell proliferation and apoptosis in human colorectal cancer LoVo cells and
discuss their possible mechanisms. Methods LoVo cells were cultured in vitro. After treatment by Aspirin at different concentrations re-
spectively at different time (24,48 ,72h) , the cell survival was determined by the MTT method. The changes of cell morphology were ob-
served by inverted microscope. Apoptosis was detected by flow cytometry. The relative activity of caspase —3 was monitored by spectro-
photometer. The concentration of intracellular calcium was investigated by laser confocal sanning microscope with calcium — flourecent
probes — Fluo —3/AM. The changes of protein expression of bcl —2 and bax were detected by western blot. Results From the data of
MTT, the cell proliferation of human colorectal cancer LoVo cells was inhibited by Aspirin in a dose — dependent and time — dependent
manner. Typical apoptosis morphology of LoVo cells was observed by inverted microscope. Flow cytometry assays showed that Aspirin sig-
nificantly induced apoptosis in LoVo cells. After treated with Aspirin, the apoptosis rate of Lovo cells was 11.4 % , 22.3% , and 37.1 %
respectively, which showed an obvious concentration — effect relationship. The relative activity of caspase —3 of Aspirin group was 1.29 +
0.06, 1.85 +£0.08, 2.47 £0.08, respectively. The data of western blot showed that Aspirin up - regulated bax and down - regulated bel
—2 expression in a dose — dependent manner in LoVo cells. Conclusion

Aspirin can inhibit the proliferation of LoVo cells and induce

apoptosis, and the mechanism of Aspirin on apoptosis may be related to the increase of concentration of intracellular calcium, up regula-

tion of bax expression and down regulation of bel —2 expression.
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