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Effect on gp91 ™" human coronary artery endothelial cells
in the process of oxidative stress by valsartan
Wang Cheng' > Han Weixing' Wu Jijun' et al
('Dept of Cardiology The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Diagnostics The First Clinical College of Anhui Medical University Hefei 230032)

1™ in the

Abstract Objective To study the effect on human coronary artery endothelial cells ( HCAEC) gp9
process of oxidative stress by valsartan. Methods The control group: adherent culture HCAEC in vitro no other
intervention; the experimental group: under the same conditions with valsartan ( 10 wmol/L) train for 24 hours. U-
sing Western blot and cell immunofluorescence measure gp91™* levels in two groups of cells. The results were sta—
tistically analyzed and compared in both groups. Results The experimental group gp91™" level significantly lower
than the control group in HCAEC( P <0.01) the difference was statistically significant. Conclusion Valsartan

can significantly decrease the nicotinamide adenine dinucleotide phosphate( NADPH) oxidase subunit gp91™”

ex—
pression in HCAEC thus reduce oxidative stress level.
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