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Effects of Paeonol on Cell Proliferation, Apoptosis and Autophagy in Colorectal Cancer Cells. Cheng Yu, Li Ming, Tan Shiyun, et al.
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Abstract Objective To observe the effects of paeonol on the cell proliferation, apoptosis and autophagy in colorectal cancer cells
and explore the possible mechanisms. Methods The LoVo cells were treated with paeonol at different concentrations (0, 30, 60 and
120mg/L) respectively at different time. The proliferaton of LoVo cells was measured by CCK — 8 assay. Apoptosis was detected by P1/
Annexin V stainning. Western blot were used for Bax, Bel =2, Atg5, LC3 — II and Beclinl protein analysis. Results From the data of
CCK -8, the cell proliferation of LoVo cells was inhibited by paeonol in a dose — dependent and time — dependent manner. After treated
with paeonol, the apoptosis rate of LoVo cells increased. The treatment with paeonol promoted the expression of pro — apoptotic factor Bax,
and suppressed the expression of anti — apoptotic factor Bel —2. Paeonol could promoted the expressions of Atg5, LC3 — ]I and Beclinl
protein. Conclusion Paeonol could inhibit the cell proliferation and induce the cell apoptosis of LoVo cells, which may be associated
with promotion of autophagy.
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