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miR-103 Promotes Hepatoma Cell Proliferation Through Inhibiting FBW7
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Abstract; [ Objective] To investigate the effect of miR-103 on proliferation of hepatoma cells and its mechanism. [ Methods] The
expression of miR-103 was detected in hepatoma tissues and cells by real-time PCR. The effect of miR-103 inhibitor on proliferation of
hepatoma cells was measured using MTT assay. The mRNA and protein levels of FBW7 were measured by real time PCR and Western
blotting analysis when HepG2 cells were transfected with miR-103mimics.The FBW7-3" UTR activity was detected by luciferase
reporter gene assay when HepG2 cells were transfected with miR-103mimics (or inhibitor). [ Results] miR-103 was high expression in
hepatoma tissues and HepG2 cell line compared with adjacent tissues and LO2 cell line. Compared with the control group, the number
of viable cells of hepatoma cells was decreased when HepG2 cells were treated with miR-103 inhibitor. Compared with the control
group, the mRNA and protein levels of FBW7 were significantly decreased when HepG2 cells were treated with miR-103 mimics.
Compared with the control group, the FBW7-3"UTR activity was significantly decreased (or increased) when HepG2 cells were treated
with miR-103 mimics (or inhibitor). Moreover, we found that the effect of miR-103mimics on cell proliferation was significantly
abrogated by overexpression of FBW7. [ Conclusion] MiR-103 was able to promote proliferation of hepatoma cells through targeting
FBW7 mRNA 3’ UTR.
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