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[ Abstract ]

overactivation of renin—angiotensin—aldosterone system (RAAS) plays an important role in the pathogenesis of HF. Sodium—glucose

In recent years, the incidence rate and readmission rate of heart failure (HF) are still on the rise, and the

cotransporter—2 inhibitors are novel therapeutic agents for HF, but the mechanism of their clinical benefit is not completely clear
at present. By reviewing relevant literature, this paper summarizes the mechanism of sodium—glucose cotransporter—2 inhibitors in
the treatment of HF and their influence on the pathway of action of RAAS of patients, aiming to provide new ideas for the clinical
treatment of HF.
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NEP) FIVEF N 4EiAng 1-7; Ang 1 tHEETENEPE I & BEIL
BENYIEE (prolyl—endopeptidase, PEP) BUVEH T B 4% B,
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PR ST AT SR A R TR A, AT ARG O 2 T 1

CE2/Ang 1-9
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Figure 1 Pathway of action of RAAS
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