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A potential role of mitochondria-mediated signaling in induction
of malignancy and stemness by TGFpB
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WFFER R OMEEE (J£3L) : cAMP-responsive element-binding protein (CREB) was found to be
activated and cause morphological disruption of epithelial cells under mitochondrial
dysfunction. Of note, activated CREB upregulated HMGA2, resulting in activation of
epithelial-mesenchymal transition (EMT) program and modulation of integrin al
expression. Overall, the results suggest that mitochondrial dysfunction potentially
mediates TGF-B-induced malignancy and contributes to neoplastic transformation of
epithelial cells.
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