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Angiotensin Receptor-Neprilysin Inhibitor in Treatment of Heart Failure

LIU Ruishan,ZHOU Jianzhong

( Department of Cardiology ,The First Affiliated Hospital of Chongqing Medical University , Chongqing 400016 , China)

[ Abstract ] The treatment strategy of heart failure is consistent with its evolving pathophysiology. Through the introduction of one of the

neuroendocrine mechanism—natriuretic peptides, it can increase the understanding of angiotensin receptor-neprilysin inhibitor( ARNI). At

the same time , this review will have a summary of the progress of ARNI in both randomized controlled trial and real world evidence. Finally,

some thoughts on its clinical application are put forward for reference.
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