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Effect of Sinomenine on Cell Proliferation and Cell Cycle in Human Colon Cancer SW480 Cells. Yang Haibo, Shi Zhan,Ma Yanchun et
al. Department of Colorectal Surgery, Putuo Hospital Affiliated to Shanghat University of Traditional Chinese Medicine, Shanghai 200062 ,
China

Abstract Objective To investigate the effect of sinomenine on cell proliferation and cell cycle progression in human colon cancer
SW480 cells. Methods By technique of cell culture in vitro, SW480 cells were treated with sinomenine in different concentrations for 24,
48 and 72h, then cell viability of each group was measured by cell counting Kit — 8. Cell cycle was analyzed by flow cytometry. The mor-
phological features of cell apotosis were observed under light and transmission electron microscope. Results  Sinomenine could inhibit pro-
liferation of SW480 cells in a time — and dose — depengdent manner in vitro. Flow cytometric analysis showed a G, arrest at medium and
low concentration(8mmol/L,4mmol/L) ,but both G, and G, arrest at high concentration (16mmol/L,10mmol/L) after 48h exposure. The

occurrence of cell apoptosis can be detected under light and transmission electron microscope. Conclusion Sinomenine could inhabit pro-

liferation and induce apoptosis of SW480 cells in vitro. Its mechanism may be relevent to cell cycle arrest.

Key words Sinomenine ; Antitumor activity ; Cell cycle; Cell apoptosis
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