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Abstract

Senescence is a state in which the cell’s functional characteristics are gradually deteriorating, in which the cell is at a sustained low
level of replication and is accompanied by an increase in the expression of the cell cycle inhibitor p16INK4a. The production of senes-
cent cells occurs throughout life and plays key roles in various physiological and pathological processes. These non-proliferating cells
occupy key cellular niches and produce senescence-associated secretory phenotype (SASP) which contributes to aging-related diseases
progress. Therefore, the search for Senolytics has become the focus of research in the field of anti-aging.
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