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[ Abstract] Ketone bodies are endogenously synthetized metabolites that become significant contributors to energy metabolism in human

organs. The heart is metabolically flexible and can readily shift between different energy substrates to maintain energy production. The

consumption and utilization of myocardial ketone bodies is increased during pathological and physiological conditions. In addition, it was found

that ketone bodies play multiple protective roles in cardiovascular system, such as inhibiting oxidative stress, alleviating inflammation,

promoting vascular endothelial cell proliferation and improving cardiac remodeling. Therefore , there is potential clinical application prospect for

increasing blood ketone body levels moderately in treatment of heart diseases. Especially chronic and long-term elevation of blood ketone body

level may provide clinical benefits for patients with cardiovascular diseases such as heart failure.
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