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WHFep - OMEEL (F53L) : As the gene which specifically emerged for an ovarian light cell adenocarcinoma

I identified HNFl-beta. Furthermore, after examining an association between HNFl1-beta and DNA damage
check mechanism, what the chkl protein which was a main control factor of the checkpoint mechanism
phosphorylated continuously was confirmed with the HNFl-beta—positive cell. Furthermore, participation of
the claspin protein became clear in autophosphorylation of chkl. HNFl-beta broke down claspin by some
kind of mechanism, and, for the ovarian light cell adenocarcinoma, it restrained it, and it guided the
activation that chkl was superabundant through expression maintenance, and an apoptosis instruction with
the action-related bleomycin was inhibited for G2/M period by the examination of conventional us, and it
was confirmed to show anticancer agent resistance
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