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Summary Cardiovascular disease has become one of the major diseases that our country and even the whole world
faces. Two asymmetric dimethylarginine CADMA) is an endogenous nitric oxide synthase (NQOs) inhibitor, com-
petitive inhibition of nitric oxide (NO) production induced oxidative stress caused by vascular endothelial dysfunc-
tion, leading to the development of cardiovascular disease. It has been found that ADMA is the independent pre-
dictor of cardiovascular disease risk and new factors, the regulation mechanism of ADMA in cardiovascular related
diseases, as well as a new marker in the diagnosis of cardiovascular disease related research progress are reviewed
in this article.
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