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Abstract Objective To observe Skp2 expression levels in hepatocellular carcinoma patients, and its effect on cell proliferation, ap-
optosis and invasiveness of HepG, cells. Methods Skp2 expression was silenced by small interfering RNA (siRNA) in HepG, cells. The
relative expression of Skp2 mRNA in hepatocarcinoma tissues and HepG, cells were detected by real — time PCR. Cell proliferation was de-
termined by CCK -8 method. Cell apoptosis was tested by flow cytometry. Invasiveness was tested by transwell assay. MMP2 and MMP9
levels were measured by ELISA, and the protein expression of caspase —3 and P27 was detected by Western blot analysis. Results Com-
pared with the adjacent tumor tissue,Skp2 mRNA levels were significantly higher in hepatocellular carcinoma( P <0.05). Compared with
the NC - Skp2 group, Skp2 mRNA levels was significantly decreased in the siRNA - Skp2 group, the proliferation ability and invasiveness
of the cells was inhibited, and the apoptosis was enhanced (P <0.05). In addition, compared with NC — Skp2 group, the levels of MMP2
and MMP9 were significantly decreased in siRNA — Skp2 group, and levels of caspase —3 and P27 protein were significantly increased ( P
<0.05). Conclusion This study suggested that The Skp2 expression is closely related to cell proliferation, apoptosis and invasiveness of
HepG, cells. siRNA can decrease the proliferation and invasion of HepG, cells and induce apoptosis.
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