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[Abstract] Objective To explore the mechanism of DNA damage repair pathway mediated by Aurora
kinase A (AURKA) involved in human liver cancer cell HepG2 through in vivo and in vitro experiments.
Methods Human liver cancer cell HepG2 was transfected with shRNA and AURKA overexpression vectors
to obtained stable cell lines. The cells were then analyzed by CCK-8, colony formation and wound healing assay
to observe the effect of AURKA on cell proliferation, migration and invasion. The effect of AURKA on apop-
tosis was detected using a-Tubulin immunofluorescence assay. Western blot was performed to detect the chan-
ges of DNA damage pathway proteins. Finally,subcutaneous tumor formation in nude mice with human liver
cancer was analyzed by HE and TUNEL staining. Results Compared with the control group, AURKA knock-
down can significantly suppress the cell proliferation, migration and invasion of HepG2 cells and promote ap-
optosis (P<C0. 05) ,significantly reduce the expression of DNA damage pathway protein (P <C0. 05),and in-
hibit growth of tumor tissue (P<C0.05). When AURKA expression is up-regulated, the result is the opposite
(P<C0. 05). Conclusion AURKA plays a critical role in cell proliferation,invasion and apoptosis of HepG2
cells and may serve as a potential therapeutic target for hepatocellular carcinoma treatment.
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