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Influence of Xiaoji Yiai external application recipe on anti-tumor effect
and tumor angiogenesis in tumor-bearing Lewis lung cancer mice

ZHANG Chun' ,DING Tian-tian® , LI Hui’,LIU Yuan-ting’ ,ZHENG Qian’
(1. Animal Laboratory Center ,Xinjiang Medical University ;2. Department of Traditional Chinese Medicine ,the Seventh Affiliated Hospital
of Xinjiang Medical University , Urumqi 830000 , Xinjiang , China)

[ Abstract] Objective:To explore the influence of Xiaoji Yiai external application recipe on anti-tumor effect, tumor angiogene-
sis, protein and mRNA expression of vascular endothelial growth factor (VEGF) in tumor-bearing Lewis lung cancer mice. Methods ;20
healthy female C57BL/6 mice were randomly divided into tumor-bearing control group and treatment group,with 10 mice in each group.
The tumor-bearing Lewis lung cancer mouse model was prepared by animal tumor transplantation experiment method. The tumor-bearing
control group was given external application of batter on tumor surface, the treatment group was given external application of Xiaoji Yiai
ointment on tumor surface, the course of treatment was 30 days. After treatment, tumor tissues were stripped, the mass of tumor was
measured , paraffin sections were prepared , microvessels were marked by CD34 staining,and microvessel density was calculated. Tumor
tissue homogenate was collected to detect the expression level of VEGF protein by Western blot,and VEGF mRNA was detected by RT-
qPCR. Results ; The mass of tumor and microvessel density in the treatment group were lower than those in the tumor-bearing control
group (P <0.05). The expression of VEGF was positive in tumor-bearing control group and treatment group. The positive expression
grade of VEGF in treatment group was lower than that in tumor-bearing control group (P <0.05). The expression level of VEGF protein
and VEGF mRNA in treatment group were lower than those in tumor-bearing control group (P <0.05). Conclusion: Xiaoji Yiai exter-
nal application recipe can down-regulate the expression of VEGF in tumor-bearing Lewis lung cancer mice,inhibit tumor angiogenesis,
reduce tumor quality,and have a certain anti-tumor effect.
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