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Study on the Inhibition of Siwei Xiaoliu Yin on Angiogenesis in Gliomas
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Abstract: Objective: To observe the inhibitory effect of Siwei Xiaoliu Yin on angiogenesis in gliomas, and explore its
mechanism. Methods: Established subcutaneou transplantation tumor model of U87 glioma, randomly divided nude mice into
the normal saline group, the routine dose of Siwei Xiaoliu Yin group, the high dose of Siwei Xiaoliu Yin group, the
temozolomide(TMZ) group, and the Siwei Xiaoliu Yin plus TMZ group, measured the tumor volume, counted the microvessel
density(MVD) of tumor tissues by Weidner method, and detected the content of vascular endothelial growth factor(VEGF) and
endostatin(ES) in serum of nude mice by enzyme-linked immunosorbent assay (ELISA). Results: Compared with that in the
normal saline group, the tumor volume in the TMZ group was decreased(P < 0.05). The tumor volume, MVD and the content
of VEGF in serum in the routine dose and the high dose of Siwei Xiaoliu Yin groups and the Siwei Xiaoliu Yin plus TMZ group
were decreased, while the content of ES in the serum was increased when compared with those in the normal saline group,
differences being significant (P < 0.05). Conclusion: Siwei Xiaoliu Yin can inhibit the angiogenesis in gliomas, and the
mechanism is probably to up-regulate endostatin and to down-regulate vascular endothelial growth factor.
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Abstract: Objective: To explore the immunomodulatory effect and antitumor activities of the combined application of
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