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Effect of rutin on proliferation of HepG2 cells

SHEN Qin-hai,
400010, China)

Abstract: Objective To observe the effect of rutin on growth and proliferation of human hepatic cancer
line ( HepG2).

24 h. The inhibition rate of rutin on growth and proliferation of HepG2 was determined by MTT,

Methods HepG2 cells were cultured in vitro , then cocultured with 50 1o 250 pwmol/L rutin for
*H-TdR, and
apoplotic cells were observed in fluorescent staining by Olympus fluorescent microscopy, and cell eycle was ana-
lysed by flow cytometry. Results Rutin inhibited HepG2 cells from growth and proliferation, and evoked ap-
optosis. Flow cytometry showed that 50 to 250 wmol/L rutin caused an increase at G,/G, phase and a decrease
at G,/M phase and arrest at G,/G, phase in the cell cycle. Conclusion Rutin markedly inhibits the prolifera-
tion of HepG2 cells and induces apoptosis in a concentration-dependent manner.
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