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Effect of Smad7 on the expression of TGF-BR, SMADs, and STRAP in the process

of malignant transformation of human bronchial epithelial cells
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Abstract: Objective To analyze the effect of Smad7 on the expression of TGF-BR, R Smads and STRAP
in the process of malignant transformation of immortalized human bronchial epithelial cells BEP2D. Methods
Cells were cultured and protein were extracted from BEP2D, BERP35T2, BS7 and RS7 cells, then Western
blotting was performed to examine the expression level of TGF-BR I, TGF-BR Il , Smad2/3, Smad4 and
STRAP. Results Stable transfection of Smad7 gene led to decreased expression of TGF-BR [l and increased
expression of Smad2 and STRAP in both BEP2D and BERP35T2 cells. There were no changes in the expression
of Smad3 and Smad4. Conclusion Overexpression of Smad7 leads to decreased expression of TGF-BR I and
increased expression of STRAP in BEP2D and BERP35T2 cells, which could be one of the mechanisms of the

malignant transformation of BEP2D cells.
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