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Overexpression of Tricellulin in Colorectal Cancer Cells Pro-
motes Invasion and Metastasis of Human Umbilical Vein Endo-
thelial Cells

PENG Peng,ZHANG Jinxiu, LI Mengshi, QIN Mengbin,SUN Juan, WU Qingru,

CHENG Ruoxi,LIU Shiquan, HUANG Jie'an
(Department of Gastroenterology,The Second Affiliated Hospital of Guangxi Medical University, Nanning, Guangxi,530007 ,
China)

Abstract: The three-cell tight junction protein tricellulin is highly expressed in colorectal cancer tissues,and is
associated with the poor prognosis of colorectal cancer. Angiogenesis is one of the important factors in tumor
invasion and metastasis. Vascular endothelial cells play a decisive role in the process of angiogenesis. The
study on the relationship between tricellulin and endothelial cells is of great significance to explore the mech-
anism of tumor invasion and metastasis. In this study,the differential expression of tricellulin in colorectal
cancer cell lines and normal colon epithelial cell lines was observed by western blot. The expression of tricel-
lulin in colorectal cancer cells HCT116 was regulated by genetic engineering technology,and the changes in
the invasion ability of colorectal cancer cells before and after overexpression of tricellulin and the effect of su-
pernatant on the invasion ability of human umbilical vein endothelial cells (HUVEC) were detected by tran-
swell chamber. The expression changes of MMP2 and MMP7 before and after overexpression of tricellulin
were detected by ELISA. The results showed that overexpression of tricellulin could enhance the invasion a-
bility of HCT116 cells,and its supernatant could enhance the invasive ability of HUVEC cells. Overexpres-
sion of tricellulin could increase the expression of MMP2 and MMP7. It indicated that the overexpression of
tricellulin in human colorectal cancer cells could promote the invasion and migration ability of colorectal canc-
er cells,and regulate the invasion and metastasis of HUVEC cells by affecting the expression of MMP2 and
MMP7.
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