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Effects and mechanism of HIF — 1«

on the permeability of rat endothelial cells
Jiang Zhiyong' Hu Zijian> Meng Chengying' et al
('Dept of Burn  The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Clinical Medicine First Clinical Medical College Anhui Medical University Hefei 230022)

Abstract  Objective To investigate the effects and mechanism of hypoxia-inducible factor 1oe ( HIFd o) on the
permeability of rat aortic endothelial cells. Methods Interference and overexpression vector of HIFd o was trans—
fectant into rat aortic endothelial cells by Lipofectamine 2000 respectively. Rat aortic endothelial cells were cultured
at a concentration of 200 pg/ml G418. The expressions of HIFda endothelind ( ET4) endothelin receptor A
( ETA) endothelin receptor B( ETB) and zonula occludens( ZO-) were detected by Real-time PCR and Western
blot. The signal transduction inhibitor BQ123 and BQ788 was applied to discover the activity changes of HIFd o/
ETH sigmal. Meanwhlie the membrane permeability coefficient of the monolayer endothelial cells was examined.
Results  Compared with the control group the levels of HIFda and ET- in the scalded rats were significantly in—
creased ( P <0.01 P <0.01). Compared with the control group the mRNA and protein expression levels of HIF-
lo ETd  ETA and ETB were significantly decreased in the transfected HIF-d a interfered group ( P <0.01)
while the expression of ZO- was obviously increased ( P <0.01) . The results of transfection of the HIF4 o overex—
pression vector group were reversed. At the same time the cell membrane permeability coefficient was significantly
increased ( P <0.01) and the cell membrane permeability coefficient was decreased after treatment with BQ123
and BQ788. It could inhibit the expression of ETA and ETB induced by HIF4 o and enhance the expression of ZO-
1 and the permeability coefficient of cell membrane was significantly decreased ( P <0.01) . Conclusion HIFd«
can increase the permeability of rat aortic endothelial cells by up-regulating the expression of ET4 and the HIF-
la/ETH signal axis plays an important role in regulating vascular permeability in burned rats.
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