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Relationship between Endothelial Dysfunction and Cardiovascular Disease
ZHOU Ying, CHEN Hong
(Shihezi University 832002, Shihezi, Xirjiang, China
ABSTRACT: This atticle reviews that vascular endothelial cell sythesize and release several biologically active substances, such as nitric ox
ide, endothelin and angiotensin— I, and the relationship between endothelial dysfuntion and cardiovascular disease, which offers the theoretical
bask for further gudy.
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