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Resveratrol up-regulates BATF2 expression and inhibits hepatomacell proliferation”
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[ Abstract |
hibiting hepatoma (HepG2) cell proliferation. Methods

Objective To investigate the mechanism of resveratrol regulating the expression of BATF2 and the effect of in-
HepG2 cells were treated with different concentrations (20, 40, 80
pmol/L) resveratrol. RT-PCR, Real-time PCR and Western blotting were used to detect BATF2 mRNA and protein expression lev-
els. Cell viability was measured by CCK-8 assay. Results Resveratrol significantly induced the BATF2 mRNA and protein expres-
sion levels in a dose-dependent manner. The proliferation of HepG2 cells was suppressed (P<C0. 05). Reporter assays revealed that
resveratrol enhanced the transcriptional activity of BATF2 promoter,and the DNA fragment (—244 to —152) in the BATF2 pro-

moter region contained the binding site of transcriptional factor(s) in response to resveratrol. Conclusion Up-regulation of BATF2

might be involved in the process of resveratrol inhibiting HepG2 cell proliferation.
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