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C-type Natriuretic Peptide and Heart Failure
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[ Abstract ] C-type natriuretic peptide is a member of natriuretic peptide family, and is highly conservative and widely distributed. It
has similar structure and physiological characteristics with atrial natriuretic peptide and brain natriuretic peptide. C-type natriuretic peptide
mainly binds to natriuretic peptide receptor B, and plays a role in cardiovascular diseases through anti-fibrosis, anti-excessive proliferation
anti-excessive hypertrophy, anti-inflammation and other physiological effects. Changes of C-type natriuretic peptide in vivo during heart
failure have predictive significance for the disease. Exogenous C-type natriuretic peptide plays a protective role on the heart in heart failure

by improving cardiac function. This article reviews the characteristics of C-type natriuretic peptide and its relationship with heart failure.
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