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Abstract Objective To induce high expression of HIF — 1o mODD in tumor cells mediated by lentiviral vector in normoxia condi-
tion, and simulate high expression of HIF - 1« in tumor cells under hypoxia microenvironment in vivo. Methods The packing cell line
(human embryonic kidney 293T cells) was cotransfected with pWPI GW/HIF - la mODD expression vector, pVSVG and pSPAX. The
recombinant lentivirus was packaged and amplified, followed by purification, infection of GLC,H157 and YTMLC cells. The expression
level of HIF —1a mODD gene was analyzed by RT — PCR and Western blotting. Results

strated that HIF — 1a mODD was highly expressed in GLC,H157 and YTMLC cells. Conclusion A model of high expression of HIF - 1«

RT - PCR and Western blotting results demon-

in tumor cells hypoxia microenvironment was successfully created. It will provide a method to investigate the role of HIF — 1« in tumor an-

giogenesis and growth in vitro.
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