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[Abstract] Heart failure is the end state of various cardiovascular diseases, accompanied by a series of energy metabolism
changes including transformation of energy substrates, mitochondrial dysfunction, and depletion of high-energy phosphate
compounds, etc. In normal heart, fatty acid is the main energy metabolism substrate. However, myocardial substrate metabolism is
damaged during heart failure, and metabolic substrate conversion characterized by ketone body occurred. It is of great significance
to better understand the metabolism substrate selection during heart failure, regulatory mechanism and its pathophysiological
significance for developing novel therapeutics targeting heart failure. The research progress on the changes of myocardial energy

metabolism substrates in heart failure, especially the latest progress of ketone body as the substrate in recent years were reviewed in

present paper.
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Fig.1 Schematic diagram of energy metabolism in normal myocardium
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