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Role of Senescence-associated Secretory Phenotype in the

Progress of Breast Cancer
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Abstract ; Cellular senescence plays a vital role in the pathogenesis of breast cancer,including
replicative senescence,oncogene induced senescence ,therapy-induced senescence. Cellular senes-
cence also has specific phenotypes,such as characteristic morphologic changes, positive SA-B-gal
staining, senescence-associated heterochromatic foci (SAHF),and senescence-associated secretory
phenotype (SASP). The SASP in tumor cells is a double-edged sword,which can both inhibit and
promote cancer progress. The SASP also has dual regulation,it has positive effect in early oncoge-
nesis, but has negative effect in advanced tumors. Different subtypes of breast cancers produce dif-
ferent proportions of SASP,remodeling tumor microenvironment,rendering breast cancer progress.
Characterization of specific drugs targeting SASP in breast cancer will become a prospective anti-
cancer strategy.
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