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[ Abstract]  Sodium glucose cotransporter 2 (SGLT2) inhibitor is a new hypoglycemic drug. It reduces blood glucose
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by blocking the low affinity and high—volume SGLT2 located in the proximal tubule of the kidney, reducing the reabsorption of

glucose in the proximal tubule and increasing the excretion rate of glucose in urine. Studies have shown that SGLT2 can also

reduce the risk of hospitalization for heart failure and reduce cardiovascular events. At present, the value of SGLT2 inhibitors

in the treatment of heart failure with reduced ejection fraction (HFrEF) has been clarified, and it also has a certain therapeutic

value in heart failure with preserved ejection fraction (HFpEF) , but its specific mechanism is still unclear. This paper first

systematically expounds the evidence—based medical evidence of SGLT2 inhibitor in the treatment of HFpEF, and then deeply

analyzes the mechanism of SGLT2 inhibitor in the treatment of HFpEF, and points out that SGLT2 inhibitor can improve the

clinical symptoms of HFpEF patients and reduce the risk of cardiovascular adverse events through mechanisms including diuresis,

natriuretic and reducing blood pressure, reducing body weight and controlling blood glucose, inhibiting inflammatory response and

oxidative stress, improving myocardial energy metabolism, inhibiting Na”/H" exchange and improving myocardial ion homeostasis,

promoting autophagy and lysosomal degradation, reducing epicardial fat, etc. This provides a certain reference for the clinical

treatment of HFpEF.
[ Key words ]
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