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Elucidation of molecular mechanisms for re-proliferation of senescent cells that
should have irreversibly ceased to proliferate

Minamishima, Yoji Andrew
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Cellular senescence is defined as the "irreversible arrest of cell
proliferation” induced by various stresses such as telomere shortening, DNA damage, and oxidative
stress. Cellular senescence has been thought to be a system that prevents cells from turning
cancerous. However, since senescent cells accumulate in vivo with aging and cancer incidence also
increases, it is reasonable to assume that cancer develops from senescent cells in which mutations
have accumulated. Therefore, it is logical to assume that cancer develops from senescent cells with
accumulated mutations. We have obtained exciting findings by (1) elucidating the mechanism by which
senescent cells become cancerous and how to avoid this mechanism and (2) examining the possibility
of rejuvenation of senescent cells.
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KEGG Pathway Total | Expected | Hits | FDR
Yollog  pockio 60 246 | 10 |0.00124
Isoleucine Degradation
Purine Metabolism 74 3.04 11 | 0.0013
Butyrate Metabolism 19 0.779 4 | 0.0441
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(Aramaki Y, Irie K, ...,
Minamishima YA, and Konishi A, Nature Cell Biology under review)
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