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[ Abstract ]  Heart failure with preserved ejection fraction (HFpEF) is one of the main types of heart failure, and more
than 50% of heart failure patients are classified as HFpEF. At present, classical heart failure medications such as angiotensin—
converting enzyme inhibitors, angiotensin Il receptor blockers and B —receptor blockers, are less effective in HFpEF patients.lt is
urgent to find new treatment methods to improve the prognosis of patients with HFpEF. Sodium—glucose cotransporter 2 inhibitor
(SGLT2i) has become the latest recommended "fourth combination of drugs for heart failure" at home and abroad, which can
improve ketone metabolism, especially the prognosis of patients with HFpEF, indicating that targeted regulation of cardiac energy

metabolism may be a new therapeutic target for HFpEF. In this review, by analyzing the characteristics of normal myocardial
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energy metabolism and HFpEF myocardial energy metabolism, as well as the metabolic therapy of HFpEF, concluded that

reducing the intake and oxidation of fatty acids, improving glucose oxidative metabolism, and increasing the oxidative metabolism

of ketone bodies and branched chain amino acids can further optimize myocardial energy metabolism, better protect or improve

cardiac function, and can become potential therapeutic targets of HFpEF.
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