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ABSTRACT Objective: To investigate the protective effects of OIPS on the proliferation, migration and invasion of hepatocellular
carcinoma (HCC) cell line SMMC-7721. Methods: OIP5S was down-regulated by using small interfering RNA in HCC cell line
SMMC-7721. The transfection efficiency of OIP5-siRNA was detected with qRT-PCR and Western blot. The proliferation of HCC cells
was detected by CCK-8 and colony formation assay, and the migration and invasion of HCC cells were measured by Transwell assay.
Results: The level of OIPS mRNA and protein were significantly decreased after being transferred by OIP5-siRNA in SMMC-7721 cells.
After knockdown of OIP5, the OD value measured by CCK-8, the number of conoly, metastasis and invaded cell number were
significantly decreased compared with the control group (P<0.05). Conclusions: OIPS can promote the proliferation, invasion and
metastasis of HCC SMMC-7721 cells, and targeting OIPS5 is likely to be a promising strategy for the treatment of HCC.
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Fig.1 OIP5 mRNA and protein expressions in the SMMC-7721 cells transfected with OIP5-siRNA
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Fig.2 The effect of transfection with OIP5-siRNA on the cell proliferation ability of SMMC-7721 cells
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Fig.3 The effect of transfection with OIP5-siRNA on the cell migration and invasion ability of SMMC-7721 cells
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