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Resveratrol regulates proliferation and apoptosis of hepatocellular carcinoma cells by the signal axis of miR—-324—
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[Abstract] Objective To investigate the regulation of resveratrol (RES) on the expression of miR-324-5p and its eff-
ect on the proliferation and apoptosis of hepatocellular carcinoma (HCC) cells in vitro. Methods The qRT-PCR was
used to detect the regulation of resveratrol on the expression of miR—324-5p.CCK8 and flow cytometry were used to de—
tect the proliferation and apoptosis of HCC cells. Luciferase reporter assays and Western blot were used to identify the
target of miR-324-5p. Results After the SMMC-7721 cells were treated with RES, the expression of miR-324-5p in
RES group was 2.28 + 0.64, which was significantly higher than that in control group (1.01 = 0.02) , the difference was
statistically significant (1=24.75, P<<0.05).After transfection of miR-324-5p mimics into SMMC-7721 cells, the cell
proliferation activity of miR-324-5p mimics group at 48h and 72h was significantly lower than that of NC mimics
group (1=10.39,18.14, P<<0.05).The proliferation activity of SMMC-7721 cells in RES + NC inhibitor group at 48h and
72 h was lower than that in NC inhibitor group (#=4.37,5.06, P<<0.05).The proliferation of SMMC~-7721 cells in RES +
miR-324-5p inhibitor group was significantly higher than that in RES + NC inhibitor group (#=5.21, P<<0.05). After
miR-324-5p mimcis was transfected into SMMC-7721 cells, the apoptosis rate was significantly higher than that of NC

mimics group (t=11.50, P<<0.05). The apoptosis
rate of SMMC-7721 cells in RES + NC inhibitor
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hibitor group (1=16.98, P<<0.05) , and the apoptosis rate of RES+miR-324-5p inhibitor group was lower than that of
RES+NC inhibitor group (t=6.17, P<<0.05).Through targetscan and microRNA.org database, FUBP1 was found to be a
potential target of miR-324-5p. Compared with NC mimics group, overexpression of miR-324-5p significantly reduced

the luciferase activity of pmirGLO-FUBP1—wt report plasmid (=14.30, P<<0.05).Western blot showed that the expression

of FUBP1 protein in miR-324-5p mimics group was significantly lower than that in NC mimics group.Compared with NC

inhibitor group, FUBP1 protein expression in SMMC-7721 cells in RES + NC inhibitor group was significantly lower,

while FUBP1 protein expression in RES + miR-324-5p inhibitor group was higher than that in RES + NC inhibitor

group. Conclusion RES regulates the proliferation and apoptosis of HCC cells through the signal axis of miR-324-5p/

FUBP1, which is expected to be an effective agent for the treatment of HCC.
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