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Abstract :
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Autophagy is one of the important molecular mechanisms of cardiomyocyte hypertrophy. The process
of autophagy involves multiple dimensions, including the formation, maturation, and degradation of
autophagosomes, and these processes play a key role in the development of cardiac hypertrophy.
Studies have shown that autophagy plays different roles in physiologic and pathologic cardiac
hypertrophy. In physiological cardiac hypertrophy, autophagy is moderately activated, and maintains
cardiomyocyte homeostasis by removing damaged organelles and misfolded proteins. In pathologic
cardiac hypertrophy there is a duality: on the one hand, autophagy may act as a compensatory
mechanism and play a protective role in the early stages of cardiac hypertrophy; on the other hand,
as the disease progresses, decreased autophagy may lead to decreased degradation of cytoplasmic
components, thereby promoting hypertrophy. Excessive autophagy may disrupt the balance of
autophagic flow, damage essential proteins and organelles, cause apoptosis, and drive disease
progression toward decompensated heart failure.
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