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Roles of TGF-B signaling in cancer progression
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We found that transforming growth factor (TGF)-b induced EMT and that long—term exposure
to TGF-b elicited the epithelial-myofibroblastic transition (EMyoT) by inactivating the

MEK-Erk pathway. During the EMT process,
growth factor (FGF) receptors

TGF-b induced isoform switching of fibroblast
causing the cells to become sensitive to FGF-2. The

addition of FGF-2 to TGF-b-treated cells perturbed EMyoT by reactivating the MEK-Erk

pathway and subsequently enhanced EMT.
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