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The function of BMP3b on bone metastasis focusing MRONJ
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In this study, we used MCF-7, human breast cancer cells, and 4T1, murine
breast cancer cells. The treatment of recombinant human (rh) BMP-3b decreased the proliferation
capacity assessed by CCK-8 assay in these cells and also decreased the migration capacity of cells.
The treatment of rhBMP-3b increased the protein levels of E-cadherin, the maker of epithelial
lineage cells while rhBMP-3b decreased the Vimentin, the maker of mesenchymal lineage cells.
Moreover, rhBMP-3b suppressed the phosphorylation of Smad3 induced by the treatment of TGF-3 ,
suggesting that BMP-3b regulates proliferation and migration of breast cancer cells though the
suppression of epithelial-mesenchymal transition induced by TGF-B signaling.
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