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Cell senescence and its critical role in antitumor research
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Abstract: Cellular senescence is an irreversible arrest of cell proliferation and causes the cells to exhaust the
potential of division. Senescent cells are metabolically active, but they lack the capacity of DNA synthesis and
cell proliferation. Inpresent, three formsof cell senescence have beenreported, which isreplicative senescence,

oncogene—induced senescence and accelerated senescence or premature senescence. The defining characteris—
ticsof cellular senescence include increace incell size, cell flattening, cell cyclearrestand SA-B-gal activity, but
for replicative senescence, the shortening of telomeres is characterized. To date, reports revealed that cellular
senescence are mainly regulated by pb3—p21 and pl16—pRB signal pathways. Cellular senescence plays a role of
natural barrier in tumor suppression. Inhibit telomerase activity or inductionof senescent—like growtharrest has
become new targets or strategy for anticancer treatment.
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