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The Effects of Curcumin on Expression of NKD2 and

CXCR4 Gene in SW620 Colon Cancer Cell

CHEN Han-lu', CHEN Hai-tao?, XU Chao?, et al.
(1. First Clinical College of Zhejiang Chinese Medical University, Hangzhou 310053, China;
2. Zhejiang Chinese Medical University , Hangzhou 310053, China)

Abstract: [ Purpose | To investigate the effects of curcumin on the expression of NKD2 and CX-
CR4 in SW620 cell and mice respectively. [Methods] The effects of curcumin on SW620 cells’
activity were detected by MTS assay. The protein and mRNA expression of NKD2 and CXCR4 in
the SW620 cells treated with different concentrations of curcumin by Western blot and Real-time
qPCR. Eight male BALB/c mice were randomly divided into control group and curcumin group,4
in each. A mice of SW620 colon cancer was established by subcutaneously inoculating tumor cell
suspension. Mice in the control group were intraperitoneally injected control liquid and 100mg/kg-
d of curcumin suspension was injected in the curcumin group,both for 14 days. Detecting tumor
volume after administration and then detecting the mRNA expression of NKD2 and CXCR4 in tu-
mor tissues by Real-time qPCR.[Results] Curcumin inhibited the activity of SW620 cells signifi-
cantly. Curcumin could up-regulate the expression of NKD2 and down-regulate the expression of
CXCR4 in SW620 cell with a dose-dependent manner. After transfection,the expression level of
CXCR4 in SW620 cells treated with curcumin was increased. In vivo experiments,the inhibition
rate of curcumin was 30.69%. The expression of NKD2 increased and the expression of CXCR4
significantly decreased in the tumor tissue by Real-time qPCR. [ Conclusion] Curcumin can signifi-
cantly inhibit the growth of SW620 colon cancer cell in vitro and in vivo. Curcumin may inhibit
Wnt pathway by up-regulating the expression of NKD2,then inhibit the expression of CXCR4 in
tumor cells and inhibit tumor invasion and metastasis eventually.

Key words : curcumin ; SW620 colon cancer cell ; NKD2 ; CXCR4
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Figure 1 The effects of curcumin on SW620
cells’ activity by MTS assay
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Figure 2 The protein and mRNA expression of NKD2 and CXCR4 in the SW620 cells treated with curcumin
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Figure 3 The protein and mRNA expression of CXCR4 in the SW620 cells treated
with curcumin after NKD2 siRNA transfection
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Figure 4 The mRNA expression of NKD2 and CXCR4 in tumor tissue by Real-time qPCR
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