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ABSTRACT: Heart failure (HF), a clinical syndrome with high prevalence, hospital readmission rate and mortality, is the final com-
mon pathway for a variety of cardiovascular diseases. The neurohormonal system plays a vital role in the pathophysiology of HF, which
mainly comprise the sympathetic nervous system (SNS), the renin-angiotensin-aldosterone system (RAAS) and the natriuretic peptides
system (NPs). There is relevant interactions between NPS and RAAS in the pathophysiology of HF, which is crucial for both hemodynamic
and tissue remodeling associated to ventricular dysfunction, leading to advanced deterioration of heart failure. Therapies targeting and re-
setting both RAAS and NPs seem to be promising for the treatment of chronic HF. The present review will mainly summarize pathophys-
iological roles of HF underlying RAAS,NPs and the interaction between RAAS and NPs alongside with the interaction for a better
prospect.
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