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Anti-angiogenesis effect of transcatheter arterial chemoembolization combining rh-ES in the rat Walker-256 hepatic implantation tumor "
Zhang Baonan ,Wei Zhipeng
(Department o f Oncoma ,Wuxi Hospital of Traditional Chinese Medicine ,Wuxi ,Jiangsu 214001, China)

Abstract ; Objective To study the expression of microvascular density (MVD) and vascular endothelial growth factor (VEGF)
in hepatic implantation tumor after transcatheter arterial chemoembolization (TACE) combining recombinant human endostatin (rh-
ES)and to evaluate the therapeutic effect and angiogenesis of the rat hepatic implantation tumor. Methods According to the method
introduced by the documents,forty rats with implanted tumors were randomly divided into two groups,with twenty in each group.
The treatment group were treated with TACE combining rh-ES. The control group were treated with TACE only. 7 days after em-
bolism, the hepatic implantation tumors were taken out,and the growth rates of the tumors were calculated, then immunohistochem-
istry were performed to demonstrate the expression of VEGF and MVD. Results The size of the tumor decreased after the treat-
ment. There was no significant difference between treatment group and control group(P>>0. 05). The expressions of VEGF protein
were detected by immunohistochemistry, whose expression value were(31417) % in the treatment group and (41+12)% in the
control group,showing significant difference between the two groups (P<C0. 05). The expression of MVD were (21£12)strips and
TACE combining

rh-ES can significantly reduce the expression of VEGF and MVD and inhibit the angiogenesis of the tumor, which shows that rh-ES

(30F10) strips respectively in two groups,showing significant difference between them (P<C0. 05). Conclusion

has inhibitory effects on antiangiogenesis after TACE.
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