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Abstract for the Biken Academic Seminar

TGF- 8 signaling in cancer

Kohei Miyazono
Department of Molecular Pathology, Graduate School of Medicine
The University of Tokyo

TGF-B elicits tumor suppressive functions through its growth-inhibitory activities, while it also
exhibits pro-tumorigenic functions through its ability to induce epithelial-mesenchymal
transition (EMT). Upon induction of EMT in cancer cells, TGF-B enhances cell motility and
degrades extracellular matrices, leading to invasion and metastasis of cancer. When EMT is
induced by TGF-B in normal epithelial cells in tumor microenvironment, these cells act on
cancer cells and induce invasion and metastasis. TGF-p induces EMT through activation of
Smad and non-Smad signaling pathways. Multiple transcription factors, including SEF1/ZEBI,
SIP1/ZEB2, and Snail, are induced by the TGF-B-Smad signaling pathway, and play critical
roles in TGF-B-induced EMT. On the other hand, thyroid transcription factor-1 (TTF-1/Nkx2-1)
is expressed in lung cancer, and inhibits TGF-B-mediated EMT and restores epithelial
phenotype in lung adenocarcinoma cells. In this seminar, I would like to show our recent data

on the functional relation between TGF-f signaling and EMT.
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