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Abstract: Neprilysin is type I integral membrane metallopeptidase which is zinc-dependent. Recently research has found that nepri-
lysin inhibitors acts by inhibiting the activity of neprilysin through various ways, for example , inhibit natriuretic peptides,improves endothelial
function, anti-atherosclerosis , myocardial ischemia, anti-myocardial fibrosis, heart function, and delays myocardial remodelling. Treatment of

ischemic heart disease with neprilysin inhibitors is well tolerated and has been proven safe from experiment to clinical trials and improves

prognosis.
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