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Differential / Context Dependent TGF-f - SMADs Signaling in Normal and Cancer Cells

NORMAL CELL CANCER CELL

In normal cells, the activated SMADs translocate into the cell’s nucleus wherein they drive antitumor
effects by inhibiting cell proliferation and inducing apoptosis.

In cancer cells, p53, PTEN or SMAD4 loss (dotted shapes) favors different signaling mechanisms which
drive cell proliferation, apoptotic resistance and EMT/metastasis.
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