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There are now growing evidences suggesting an association between EMT, a
hallmark of tumor malignancy, and chemoresistance to many cytotoxic drugs. However, it has not been
fully clear about its mechanism. Here, we established cisplatin-resistant clones of human colorectal

carcinoma LoVo cells (CDDPr/LoVo cells) by continuously exposing LoVo cells to cisplatin and we
found that EMT was induced in CDDPr/LoVo cells. Thus, we performed chemical genomics approach to
address the mechanism by which EMT was induced in CDDPr/LoVo cells. As a result, we found that the
secretion of TGF- in CDDPr/LoVo cells was elevated compared to that in LoVo cells. Moreover, when
cisplatin was treated with LoVo cells, the secretion of TGF-3 was enhanced within a few days after
cisplatin treatment, which resulted in EMT induction. Since mesenchymal cells were resistance
against cisplatin-induced apoptosis, it is likely that cisplatin-induced EMT by TGF-B secretion
contributes to acquire the chemoresistance.
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