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Identification of novel EMT molecular markers in oral cancer
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The epithelial-mesenchymal transition (EMT) is an essential biological
process during embryonic development, as well as during wound healing and tissue regeneration in
adult tissues. The pathological significance of EMT in cancer remains controversial. It is clear,
however, that ZEBs, representative EMT transcription factors, promote cancer progression by
promoting invasion and drug resistance, but not tumorigenesis, as recently determined by numerous in

vitro and in vivo studies using mouse cancer models.
ESE1, a member of the Ets transcription factor family, was repressed by activation of MEK-ERK
pathway, resulting in induction of ZEBs through Etsl upregulation. Conversely, Etsl was repressed by
inactivation of MEK-ERK pathway, resulting in reduction of ZEBs through ESE1l upregulation. These
findings suggest that ESE1 and Etsl, whose expressions are reciprocally regulated by MEK-ERK
pathway, define the EMT phenotype through controlling expression of ZEBs in cancer cells.
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