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Research progress of homocysteine in the pathogenesis of coronary heart disease’
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Abstract: Homocysteine (Hcy) ,as an independent risk factor for coronary heart disease (CHD) , has re-

ceived extensive clinical attention. The related research on Hcy in CHD is progressing,but the pathogenesis of

CHD caused by Hcy remains to be further studied. This article reviews the current research progress of Hey in

the pathogenesis of CHD, and aims to explore the role of Hey in the pathogenesis of CHD and its related

effects.
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