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Toward understanding of molecular mechanism underlies adaptive DNA checkpoint
system that promotes tumorigenesis

Kanji, Furuya
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When cancer cells are eXﬂosed to genomic DNA damage stress, they continue to
proliferate despite unrepaired DNA damage, which allows them to adapt to various environments and
proliferate while accumulating mutations. In this research project, we found that polo-like kinase 1
(PLK1) has a dual function of inactivating the genomic DNA damage sensing system and promoting cell
proliferation as a mechanism to promote proliferation under genomic damage stress. Furthermore, we

found that the function of PLK1 is coordinated with autophagy mechanism by using both cancer
information database and molecular biological methods. Thus, we have proposed a novel mechanism of
cancer growth under genomic DNA damage stress.
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