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Abstract: Type 2 diabetes mellitus (T2DM) is commonly considered as an aging and age-associated disease, with
the majority of patients being over fifty years old. As a fundamental mechanism of aging, cellular senescence
implicates in the development of type 2 diabetes. Physiological changes in diabetes, such as hyperglycemia, chronic
inflammation, lipid toxicity lead to accumulation of senescent cells. In turn, cellular senescence, a process that
imposes permanent proliferative arrest on cells, can definitely impair pancreatic B cells and cause lipid metabolism
dysfunction. In addition, senescent cells can promote chronic, low-grade sterile inflammation through the
senescence-associated secretory phenotype (SASP), thus cause development of T2DM and relative complications.
Therefore, cellular senescence might be both a cause and a consequence of metabolic changes and tissue damage in
diabetes. Treatment targeting cellular senescence may provide a novel and attractive strategy for diabetes therapy.
Here the paper aims at the role of cellular senescence in the development of T2DM.
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