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Cellular senescence and age-related diseases
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Abstract: Cellular senescence, a process that imposes permanent proliferative arrest on cells in response to various
stressors, has emerged as a potentially important contributor to aging and age-related diseases, such as diabetes,
osteoporosis, dyskeratosis congenital, atherosclerosis, and neurodegenerative diseases. Here we rewiew the
molecular mechanisms of cellular senescence, and the role of senescence in ageing and age-related diseases.

Additionally, we highlight the recent advances in the field of senescence: clearance of senescent cells may extend

healthy lifespan.
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