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Effects of hypoxia stress on adhesion, invasion and migration of human hepatocellu-

lar carcinoma cell HepG2

LU Gen-lin', DENG Yong®, FAN Hai-ning’, QIN Wei’, CAO Yue', ZHANG Yong-jian' , GE Ri-li', REN Li’ (' Medi-
cal College of Qinghai University, >The Second Department of General Surgery, The Affiliated Hospital of Qinghai University, Xining

810001, China)

Abstract: Objective To investigate whether hypoxia stress enhances adhesion, invasion and migration of
human hepatocellular carcinoma cell HepG2 or not. Methods HepG2 cells were cultured under hypoxia (5%
0,, 5% CO, and 90% N, ) for 4, 12, 24 h or normoxia. The adhesion of HepG2 cells was studied by cell-ma-
trix adhesion assay. Cell invasion and migration assay was used to determine the changes in invasion and migra-
tion of HepG2 cells respectively. The expression of HIF-1aa mRNA in HepG2 cells was determined by reverse
transcription polymerase chain reaction (RT-PCR). Results The adhesion of HepG2 cells was gradually en-
hanced with the increasing hypoxia time (P <0.01). The invasion and migration of HepG2 cells after 24-hour
hypoxia was significantly higher than that after 24-hour normoxia (P <0.01). The expression of HIF-1ao mRNA
reached the highest level when the cells were exposed to hypoxia for 4 h, then decreased, but still higher than
that in normoxia (P <0.01). Conclusion Hypoxia stress upregulates the expression of HIF-lae mRNA, and

enhances the adhesion, invasion and migration of HepG2 cells.
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