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Abstract: Objective :To explore the affecting effects of danshen,chishao and ezhu on mice with Lewis Lung Cancer (LLC).
Methods: LLC cells were inoculated subcutaneously into Cs;BL mice .The three kinds of Chinese herb were experimented in the same
way, respectly .Forty mice were randomly divided into normal saline group (control group ,n=10)and experimental groups (danshen of
12,16and 20g *kg",10 in each group, chishao and ezhu of 6,8 and 10 g kg respectively ,10 in each group ). On 22th day ,the mice were
killed. Tumor microvessel density (MVD) was quantitated by immunohistochemistry using monoclonal antibodies against factor F8,
vascular endothelial growth factor (VEGF) immunoreactivity was examined by immunohistochemistry using polyclonal antibodies against
VEGE. Results: The MVD and VEGF on middle ,high dosages of danshen and ezhu groups,and on high dosage of chishao group were
significantly higher than control group, P <<0.05 or P <<0.01. Conclusion: Danshen,chishao and eshu can enhance tumor angiogenesis

of the implanted LLC in Cs;BL mouse .
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