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Hypoxia inducible factor-1a expression in myocardial tissues of rats following severe

burn injury

DANG Yong-ming, HUANG Yue-sheng, CHEN Lifeng (Institute of Burn Research, Soutlwest Hospital Third Military Medical Universi-

ty» Chongging 400038 China)

Abstract: Objective To investigate the changes and roles of hypoxia inducible factor-1a (HIF-1a) expression
in myocardial tissues in rats following severe scald. Methods Male Wistar rats inflicted with 40% TBSA IIldegree

scald were used as animal models. HIF-1a protein in myocardial tissues was detected by Western blot and immunohis-

tochemical technique. Results

HIF-1a protein expression in rat myocardial tissues increased significantly in the

early stage following scald. The difference in HIF-1a level between the left and right ventricles was significant. The

increased HIF-1a protein was mainly located in the nucleus. Conclusion HIF-la protein expression in myocardial

tissues of rals can be induced by severe scald and HIF-1a protein expression in the left ventricle is significantly higher
than that in the right ventricle. The increased HIF-1a potein in the nucleus can induce downstream cytokine expression.
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