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PR R OMEEE (353C) : We identified the novel EMT inducible transcriptional factor
associated with the metastasis/invasion of ovarian cancer. Of these, ALX-1 and PLAG2
positively influenced the formation of peritoneal metastasis. Furthermore, in
drug-refractory ovarian cancer model, we clarified the novel mechanism via microRNA

(miR-200) in the link between enhanced metastatic capability and EMT. Furthermore, it
was demonstrated that EMT in mesothelial cells, as well as carcinoma cells also play a
crucial role in the development of peritoneal dissemination. Our current study suggested
the EMT inducible factor targeting therapy may lead to a new approach for the treatment
of progression to the peritoneum and drug-resistance of ovarian cancer.
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