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Nrf2 promotes the migration and invasion in hepatocellular carcinoma

ZHANG Ning, ZHAO Xiu-lan, LI Yong-li, DONG Xue—yi, ZHAO Nan, LIU Tie—ju

(Department of Pathology, College of Basic Medicine, Tianjin Medical University, Tianjin 300070, China )

Abstract Objective: To study the effect of Nrf2 on the migration and invasion in hepatocellular carcinoma. Methods: HCC-LM3 cells
and Bel-7402 cells were transfected with the Nif2 overexpression plasmid packaged by lentivirus to induce the exogenous expression of
Nrf2. The wound healing assay and Transwell migration assay were used to determine the effect of Nrf2 on the invasion and migration in
hepatocellular carcinoma. The expression of matrix metalloproteinase 2(MMP2) and matrix metalloproteinase 9(MMP9) was analyzed by
Western blot and compared with that in the control. The effect of Nrf2 on the survival time of patients in liver cancer was analyzed through
collecting relevant clinic information in GEPIA. Results: After transfection, HCC -LM3 cells and Bel —7402 cells with the Nrf2
overexpression plasmid showed enhanced invasion and migration. In addition, it was found that the expression of MMP2 and MMP9 in
HCC-LM3 cells overexpressing Nif2 were increased (¢=2.879, 5.582, all P<0.05); meanwhile, the expression of MMP2 and MMP9
in Bel-7402 cells transfected with the Nif2 overexpression plasmid were also increased (¢=3.756, 2.968, all P<0.05). The survival time of
patients in liver cancer with the high Nrf2 expression was shorter than that of patients with the low Nrf2 expression(Logrank P=0.042).
Conclusion: Nrf2 might promote the migration and invasion in hepatocellular carcinoma by increasing MMP2 and MMP9 expression. And
the expression of Nrf2 is related to the poor prognosis of patients in liver cancer.
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