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[Abstract] Objective To study the autophagy induction effect of resveratrol(Res) on glioma U87 cells and to explore the
possible mechanism. Methods Glioma cell line U87 was treated with different concentration of Res. Cell growth inhibition was de-
tected by MTT assay. Electronic microscope was used to observe the typical autophagic vacuoles. RT-PCR and Western blot analy-
sis were used to detect the mRNA and protein expression level of LC-3 and Bif-1 gene. Results With the increase of drug concen-
tration and the prolongation of action time, the inhibition effect of Res on the growth of U87 cells was gradually increased. Electron
microscopic examination showed that the control group did not appear autophagic vacuoles,but the experiment group showed obvi-
ous autophagic vacuoles. Res increased the expression of autophagy related gene .LC-3 and Bif-1 in both mRNA and protein levels in

a dose-dependent manner. Conclusion Resveratrol could inhibit the proliferation of U87 cells by inducing autophagic cell death;the

up-expression of autophagy related gene LC-3 and Bif-1 might mediate this process.
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