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During EMT in cancer progression, cancer cells that originate from
epithelial cells exhibit both mesenchymal and epithelial characteristics, known as partial EMT.
Partial EMT in cancer cells is thought to enhance their invasive properties, generate circulating
tumor cells(CTC) and cancer stem cells, and promote resistance to anti-cancer drugs. We found that
partial EMT is dramatically in cancer cells by overexpression of a certain gene (geneX). The cancer
cells undergoing partial EMT promote invasive properties and resistance to anoikis as determined by
equipments developed by us. Thus, we are further investigating the roles of the cells in CTC by in
vitro experiments and mouse in vivo models.
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