cBNU- Triclosan-induced breast cancer growth was antagonized by kaempfterol, a phytoestrogen, via

""""""""""""""""""""""""""""" regulating cell cycle, migration and apoptosis related genes in MCF-7 breast cancer cells
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Triclosan (TCS) is one of endocrine disrupting chemicals (EDCS) derived Figure 2. Altered protein expression levels of IGF related genes following treatments with chemicals. DMSO  Figure 5. Altered expression levels of metastasis related gene, cathepsin D following treatments with

(vehicle), E2 (10°M), TCS (10-°M), Kaem (50uM) were treated. Total proteins were extracted after the treatment  chemicals. DMSO (vehicle), E2 (10°M), TCS (10-°M), Kaem (50uM) were treated. Total proteins were

from toothpastes, deodorant and cleaning supplies. As a phytoestrogen, : : , ) . :
period (6h) (A) Protein bands of pIRS-1, pAkt, pMek1/2, pERK and GAPDH genes were detected by using  extracted after the treatment period (A) Western blot analysis were used to measure protein levels of

kaempferol (Kaem) is found at variety of vegetables. In this study, we Western blot analysis. Quantification of proteins of pIRS-1 ,pAkt, pMek1/2, pERK and GAPDH genes were cathepsin D and GAPDH. Data represent the means + S.D. of triplicate experiments. Quantification of

examined anti-proliferative effects of Kaem in TCS-induced cell growth in conducted by scanning the densities of bands on a transfermembrane using Gel Doc 2000. Data represent the proteins of Bax and GAPDH genes were conducted by scanning the d.en.sities of bands on a

6 . means = S.D. of triplicate experiments. *: a significant elevation or reduction comparing with control treated transfermembrane using Gel Doc 2000. Data represent the means + S.D. of triplicate experiments. *: a

MCEF-7 breast cancer cells. In MTT assay, TCS (10® M) increased the cell with DMSO (p b 0.05 in Dunnett's multiple comparison test). #: a significant elevation or reduction expression by  significant elevation or reduction comparing with control treated with DMSO (p b 0.05 in Dunnett's

viability of MCF-7 cells, while Kaem (50 mM) significantly reduced the cell treatment of E2 + Kaem or TCS + Kaem comparing with treatment of E2 or TCS, respectively (p b 0.05 in  multiple comparison test). #: a significant elevation or reduction expression by treatment of E2 + Kaem or
Student's t-test). TCS + Kaem comparing with treatment of E2 or TCS, respectively (p b 0.05 in Student's t-test).
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— E2 or TCS. E2 or TCS has a distinct estrogenicity by upregulating the crosstalk between ERa and IGF-1R
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