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An angiotensin receptor - neprilysin inhibitor: LCZ696
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Abstract: Neprilysin is a neutral endopeptidase and its inhibition increases bioavailability of natriuretic peptides, bradykinin, and
substance P, which can induce natriuretic, vasodilatatory, and anti-proliferative effects. In concert, these effects are prone to produce
a powerful ventricular unloading and antihypertensive response. LCZ696 (valsartan/sacubitril) is the first angiotensin II receptor-
neprilysin inhibitor developed by Novartis. FDA approved a submission for a rolling new drug application and granted fast track
designation for LCZ696 in July 2014 for the indication of heart failure and a reduced ejecion fraction (HFrEF). This review discusses
the basic pharmacy, mechanism of action, pharmacokinetics properties, pharmacodynamics, clinical efficacy, safety, and tolerability
of LCZ696 in treatment of heart failure from the available trials.
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Fig.1 Structure of LCZ696
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