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Construction and identification of human HIF-1« gene recombinant adenovirus

JIANG Chun-hua', GAO Yu-qi', HUANG Qing-yuan', HUANG Jian', HE Wei-feng’, DUAN Xiao-jun® (' Department of
Pathophysiology, College of High Altitude Military Medicine, * State Key Laboratory of Trauma, Burns and Combined Injury, Institute of
Burns, Southwest Hospital , * Department of Joint Surgery, Southwest Hospital , Third Military Medical University, Chongqing 400038, China)

Abstract: Objective To construct the recombinant adenovirus of human HIF-1 gene and observe its a-
bility to infect HepG2 hepatoma carcinoma cells. Methods
the shuttle plasmid pAdTrack-CMV to form the transfer vector by the method of homogenous recombination in

The human HIF-1a gene fragment was cloned into

bacteria, and then was transfected into HEK293 cells with Lipofectamine™ 2000. The target gene was detected
by PCR. The titer and its infection rate were determined by using the green fluorescent protein( GFP) expres-
sion in the shuttle plasmid. Results

gene was successfully inserted into the adenovirus vector. The titer of the human HIF-1« gene recombinant ade-

Restriction endonuclease and PCR analyses confirmed that the HIF-1q

novirus was 1. 15 x 10" pfu/ml, and that of the negative control recombinant adenovirus was 8 x 10" pfu/ml. The
adenovirus had a strong effect on HepG2 hepatoma carcinoma cells. Conclusion The recombinant adenovirus
containing human HIF-la gene is successfully constructed by the method of homogenous recombinant in bacteria.
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