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Role of HIF-1a in cardiovascular diseases
ZHENG Shiyue, YANG Yang, ZHAO Dechao
(Department of Cardiology, The First Affiliated Hospital of Harbin Medical University, Harbin 150001, China)
Abstract Hypoxia inducing factor (HIF) is a protein produced by hypoxia induced cells, including HIF-1a, and HIF-1p.
HIF-1a is involved in the pathophysiological processes such as oxygen supply and cell metabolism. Meanwhile,
HIF-1a plays an important role in cardiovascular diseases, such as atherosclerosis, hypertension, pulmonary
hypertension, cardiomyopathy, congenital heart disease, and arrhythmia.
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