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The effect of overexpression of Kissd on proliferation and

migration of SW480 colon cancer cell
Zhong Hua Liu Diqun Wu Xueyan
( Dept of Gastroenterology The First Affiliated Hospital of University of South China Hengyang 421001)

Abstract Objective To investigate the relationship between overexpression of Kiss- gene and the proliferation
and migration of colon cancer cells. Methods The pEGFP-N1-Kissd recombinant plasmid transfected into SW480
cells were desired to be experimental group the pEGFP-N1 transfected into SW480 cells were negative control
group and normal SW480 cells were control group. Western blot was used to detect the expression of Kissd in ev—
ery group; CCK-8 test was used to test effect of Kiss4 on proliferation of SW480 cells; migration was measured by
wound healing assay. Results The recombinant plasmid pEGFP-N1Kissd was transfected into SW480 cells and
the expression of Kiss- in experimental group was significantly higher than the control group. The proliferation rate
of cells in the experimental group ( P <0.05) was lower than the other two groups and the experimental group cell
scratch wound healing rate dropped significantly. Conclusion Kiss- can inhibit the proliferation of colon cancer
cells and reduce the cell migration velocity.
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