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Research progress on nitrative stress and cardiovascular diseases

GONG Li', DENG Yuting’, HUANG Chunhua', CHEN Xuepin’, DAI Hongyan"*
('School of Clinical Medicine, Weifang Medical University, Weifang 261000, China;
Heart Center of Qingdao Municipal Hospital, Qingdao 266000, China)

Abstract: Nitrative stress contributes to protein nitrification leading to cytotoxicity, cell damage and apoptosis. In
addition, it plays the most crucial role in the pathophysiological processes, including mitochondrial damage
and production of inflammatory factors. Recently, mounting evidence supports that nitrative stress plays vital
part in the occurrence and development of cardiovascular diseases, such as atherosclerosis, myocardial
ischemia/reperfusion injury, hypertension, heart failure and diabetic cardiomyopathy. This paper introduces the
biological properties of nitrative stress and mechanism of nitrative stress on cell damage, and analyzes the role
of nitrative stress in the occurrence and development of a variety of cardiovascular diseases, with the aim of
providing new ideas and methods for the prevention and treatment of cardiovascular diseases.

Key Words: nitrative stress; peroxynitrite anion; 3-nitrotyrosine; cardiovascular disease
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