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Research progress in new drugs of vasopeptidase inhibitors
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Abstract: Vasopeptidase inhibitors are a series of single structure compounds with dual inhibition, that is the inhibition of both
angiotensin-converting enzyme (ACE) and neutral endopeptidase (NEP). Vasopeptidase inhibitors could decrease the activity of
renin-angiotensin-aldosterone system and restrain the generation of angiotensin II and aldosterone, prevent the neutral endopeptidase
from degradation against natriuretic peptide, such as atrial natriuretic peptide and bradykinin-related peptides, thereby causing diuretic
and natriuretic, increasing blood vessel diastolic function. The functions are more effective than those of ACE inhibitors or NEP
inhibitors. This article mainly summarizes the pharmacological functions and new drug development of vasopeptidase inhibitors.
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