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[Abstract] Objective To explore of the inhibition effect of mirRNA-205(miR-205) on hepatocellular
carcinoma(HCC), to analyze the relationship between miR-205 and HCC progression, and to clarify whether
the inhibition effect of miR-205 on HCC is achieved by targeting regulation of vascular endothelial growth
factor-A(VEGF-A). Methods Reverse transcription-quantitative polymerase chain reaction (RT-qPCR) was
used to detect the expressions of miR-205 in HCC, adjacent normal liver tissues, hepatocellular carcinoma
cell lines of HepG2, HuH-7, SMMC-7721, BEL-7402, and human normal liver cell line LO2. RT-qPCR
was adopted to test the expressions of miR-205 in HepG2 and HuH-7 cells transfected with miR-205 agonist
and blank control. Transwell and MTT methods were employed to test the proliferation, migration and
invasion of HCC cells after transfection. Luciferase assay system was adopted to determine whether VEGF-A
was a direct target of miR-205. VEGF-A siRNA knock down analysis was conducted to clarify whether the
expression of VEGF-A was a key mediator in regulating the proliferation, migration and invasion of HCC cells.
Results The expression of miR-205 was down -regulated in both HCC tissues and HCC cell lines. The
over-expression of miR-205 could inhibit the proliferation, migration and invasion of HCC cells. VEGF-A
was a direct target of miR-205 in HCC. By down-regulating the expression of VEGF-A,| miR-205 exerted its
inhibition effect on the proliferation, migration and invasion of HCC cells. Conclusion Through down -

regulating the expression of VEGF-A, miR-205 achieves its inhibition effect on the proliferation, migration
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and invasion of HCC cells, which may be a potential target for the treatment of HCC in the future. (J Intervent

Radiol, 2020, 29. 483-488)
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