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Abstract: Senescence-associated secretory phenotype (SASP) refers to the enhanced secretory function of senescent
cells, which plays important regulatory roles in a variety of biological processes. In different models of cell senescence caused
by various stimuli, SASP is generally present and mainly include growth factors, chemokines, proinflammatory cytokines,
extracellular proteases and insoluble proteins. The in vivo role of SASP is dependent on the environment, and it may exert
beneficial or deleterious effects. On the one hand, SASP can promote embryonic development and tissue repair, facilitate the
recruitment and activation of immune cells, and inhibit tumor development. On the other hand, SASP can lead to chronic
inflammation and promote tumor growth and invasion. That paper summarizes the advances on biological roles and
occurrence mechanisms of SASP.
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