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Basic research of the simultaneous therapy targeting NFkB and EGFR

to treat KRAS-mutated endometrial cancer.
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WFIER R OB (3230) : We have demonstrated in the experiment that anti-EGFR therapy
against KRAS-mutated endometrial cancer does not show anti-tumor activity. To target
NFkB, the dominant effecter pathway activated downstream of KRAS mutation, seems to
be effective strategy to treat KRAS-mutated endometrial cancer.
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