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[Abstract] Objective To clarify the effect of microRNA-7 (miR-7) on the invasion and proliferation of
human hepatocellular carcinoma (HCC) cells through targeting regulation of epidermal growth factor receptor
(EGFR). Methods Human HepG2 HCC cells were subcultured and miR-7 expression was up-regulated or
down-regulated after miR-7 was transfected with liposome. The transfection efficiency of miR-7 expression was
detected by real-time fluorescent quantitative polymerase chain reaction (PCR) method. The expressions of
EGFR protein in HCC cells that were up-regulated or down-regulated by miR-7 were tested by Western Blot.
MTT assay was used to test the proliferation ability of HCC cells that were up-regulated or down-regulated by
miR-7. The migration ability of HCC cells that were up-regulated or down-regulated by miR-7 was checked by
scraich test. Results The expression of miR-7 could be controlled by transfection of HepG2 HCC cells with
liposomes, and the expression of miR-7 was negatively correlated with the expression of EGFR protein in
HCC cells. When the expression of miR-7 was up-regulated, the proliferation and migration of HCC cells
slowed down; on the contrary, when the expression of miR-7 was down-regulated, the proliferation and
migration of HCC cells increased up. Conclusion MiR-7 can affect the expression of EGFR protein through
targeting regulation, and the expression of EGFR bears a negative correlation with the proliferation and
migration of HCC cells. Therefore, miR-7 may become a potential target for new therapeutic strategies for
HCC in the future. (] Intervent Radiol, 2021, 30: 43-47)
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