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Recent advances in cardiac hypertrophy and
energy metabolism
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University, Yichang Hubei 443000, China)

Abstract Hypertrophic cardiomyopathy is the leading cause of sudden cardiac death in adolescents. The main pathological
change is cardiac hypertrophy. There is no effective treatment. Although the heart is able to provide energy using
all kinds of substrates, including carbohydrates, lipids, amino acids, and ketone bodies, its substrate selection
changes throughout the life cycle as well as under physiological and pathological conditions. Metabolic flexibility
allows the heart to adapt to changes in the environment, but in cardiac hypertrophied hearts, changes in substrate
selection may be harmful or potentially beneficial. This article will review the changes in myocardial cell energy
metabolism during cardiac hypertrophy.
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