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Biological characteristics of cardiomyocyte senescence
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Abstract: Cardiomyocyte senescence is closely related to the occurrence and development of cardiovascular
disease. The study of the biological characteristics related to cardiomyocyte senescence is of great significance
for delaying or even reversing cardiomyocyte senescence. The biological characteristics of cardiomyocyte
aging are complex and diverse. This review focuses on the five aspects of cardiomyocyte senescence biological
characteristics: protein homeostasis dysregulation, metabolic remodeling, age-related transcriptome changes,
age-related epigenetic transitions, and telomere shortening.
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