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Effects of COX-2 and celecoxib on angiogenesis in liver metastasis of colon cancer in
mice
ZHANG Chao, HAO Ying-xue, LIU Wei, LIU Zhan-kui, LU Wei ( Department of General Surgery, Southwest Hospital, Third
Military Medical University, Chongging 400038, China)

Abstract; Objective To explore the effect of COX-2 on liver metastasis of colon cancer in mice by stud-
ying the correlation between COX-2 and angiogenesis factor, VEGF, bFGF. Methods

strains, HT-29 and HCT-116 were cultured in Dulbecco modified Eagle medium. The liver metastasis of colon

Colon cancer cell

cancer models were established in 36 BALB/c-nu/nu mice by intrasplenic injection of 0. 1 ml solution contai-
ning 1 x 10° colon cancer cells of HT-29 (n =24) or HCT-116 (n=12). The mice in HT-29 group were then
assigned lo receive celecoxib or be used as control with 12 in each subgroup. The expression of MVD, VEGF,
bFGF of liver metastasis of colon cancer were studied by immunohistochemical methods ( SABC). Results
The incidence of liver metastasis in HT-29 control group, HCT-116 group, HT-29 celecoxib group were
83.33% , 16.67% and 33.33% , respectively. The expressions of MVD, VEGF and bFGF in HT-29 control
group were higher than that in HCT-116 group and HT-29 celecoxib group, while no statistical difference be-
tween HCT-116 group and HT-29 celecoxib group. Conclusion The expression of COX-2 contributes to angio-
genesis in liver metastasis of human colon cancer in nude mice, which is probably related to the production of
angiogenic factors, VEGF and bFGF.
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