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Dimethylar ginine dimethylaminohydrolase and cardiovascular diseases
LI Xiao-Hui, JANG De-Jian, JA Su-Jie, LI Yuan-Jian*

(Department of Pharmacology, School of Pharmaceutical Sciences, Central South University,
Changsha 410078, China)

Abstract

Dimethylarginine dimethylaminohydrolase (DDAH) including DDAH1 and DDAH2 subtypesis the specific hydrolase of
asymmetric dimethylarginine (ADMA), amagjor inhibitor of endogenous nitric oxide synthase (NOS). Thereisa
degenerative feedback between the activities of DDAH and NOS, which play akey role in modulation of NO production
and vascular endothelial function. Also, DDAH participates the regulation of angiogenesis and cell differentiation. The
activity of DDAH is closely correlated with the some cardiovascular diseases including atherosclerosis. DDAH islikely to
be a new responsible protein of cardiovascular diseases and a novel target of drug therapy.
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