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Curcumin Inhibits Tumor Epithelial-Mesenchymal Transition
by Downregulating Wnt/B-Catenin Signaling Pathway in Colon
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Abstract ; [ Objective ] To investigate the mechanism of curcumin on epithelial-mesenchymal tran-
sition (EMT) of colon cancer cells. [Methods] The effects of curcumin on the activity of HCT116
cells were detected by MTS. The expression of Wnt-related genes(B-catenin and TCF4) and EMT-
related genes (E-cadherin and Vimentin) were detected by Western-blot and real-time qPCR assay
in HCT116 cells. [Results | Curcumin could significantly inhibit the proliferation of HCT116 cells
and the ICsy at 12h 24h and 48h respectively were 61.98+2.68umol/L,19.64 +1.29umol/L. and
17.84+1.25wmol/L respectively. Curcumin could also down-regulate the expression of B-catenin
and TCF4 in HCT116 cells. At the same time,curcumin could up-regulate the expression of E-
cadherin and down-regulate the expression of Vimentin in a dose-dependent manner in HCT116
cells. After treatment with Wnt signaling pathway activator,the expression of (-catenin increased
and the expression of E-cadherin decresed in HCT116 cells treated with curcumin. [Conclusion ]
Curcumin can inhibit the epithelial-mesenchymal transition by inhibiting the Wnt/B-catenin sig-
naling pathway in tumor cells.

Subject words : curcumin ; Wnt/B-catenin signaling pathway ; epithelial-mesenchymal transition
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Figure 1 The proliferation vitality of curcumin
treated HCT116
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Figure 3 The protein expression of E-cadherin and
Vimentin in HCT116 by different doses of curcumin
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