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We were going to search for the antitumor material which resembled thalidomide by
analyzing a function of HNF-1beta which specifically developed in the clear cell
adenocarcinoma which was intractable ovarian cancer high. HNF-1beta was proved
to be involved in the invasion ability of the tumor, antiapoptosis and anticancer drug
resistance. Furthermore, we analyzed a function of HNF-1beta about the cell cycle.
As a result, because HNF-1beta made a phosphorylation of chk1 persist, we caused the
activation of the persistent checkpoint of the cancer cell, and it became clear that it
was with one of the factors that were the carcinostatic of the ovary clear cell
adenocarcinoma-resistant in its turn. It is said that most of cancer cells depend on
the G2/M checkpoint for DNA repair, and it is thought that it may be with the target of
the new drug for the ovarian clear cell adenocarcinoma in chkl involved in the G2/M
checkpoint.
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