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Hypoxia microenvironment promotes epithelial-mesenchymal transition of human hepatocellular carcinoma cell
line SMMC-7721 via inducing Twist expression

GUO Li-na' ,HUANG Xiao-mei' ,MA Yan®,LI Can', YAN Wei-heng”, LIU Yi-lun>, DENG Feng-mei' (1. School of Basic
Medical Sciences, Chengdu Medical College , Chengdu Sichuan 610500, China;2. First Affiliated Hospital of Chengdu Medical College , Cheng-
du Sichuan 610500, China)

Abstract; Objective To investigate the expression of Twist gene and its mechanism in epithelial-mesenchymal transition (EMT) of
hepatocellular carcinoma cell line SMMC-7721 in the hypoxia microenvironment. Methods In this study,the hypoxia microenvironment was
simulated to culture SMMC-7721 cells under normoxia(21% 02) and hypoxia(1% O, ) conditions respectively for 24 hours. The change of
SMMC-7721 in cell morphology was checked under the inverted optical microscope. RT-PCR and Western blot were used to detect the expres-
sion level of HIF-1a, Twist, epithelial phenotype marker protein E-cadherin and mesenchymal phenotype marker protein Vimentin. And the
changes of cell invasion ability under hypoxia and normoxia were detected through the Transwell invasion assays. After Twistl was used to in-
hibit its expression by targeting siRNA, RT-PCR and Western blot were further used to detect the expression levels of HIF-1a, Twist,
E-cadherin and Vimentin,as well as the changes in cell invasion ability through the Transwell invasion assays. Results Under the simulated
hypoxia microenvironment , the expression level of Twist gene in human hepatocellular carcinoma cell line SMMC-7721 was significantly raised
and EMT and cell invasion ability was enhanced. Furthermore , after targeted silencing of Twist gene,the hypoxia induced EMT process was
reversed and the cell invasion ability was weakened significantly. Conclusion Under the hypoxic condition, the Twist gene is extraordinarily
activated ,so as to promote epithelial-mesenchymal transition of hepatocellular carcinoma cell line SMMC-7721 and enhancement of its inva-
sion ability.
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