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Effect of Yifei Qinghua Granule on VEGF, bFGF, Angiostatin, and Endostatin in Lewis Lung Cancer
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gestive Diseases, Guang anmen Hospital, China Academy of Chinese Medical Sciences, Beijing
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ABSTRACT Objective To observe the effect of Yifei Qinghua Granule (YQG) on vascular endo-
thelial growth factor (VEGF), basic fibroblast growth factor (bFGF) , angiostatin, and endostatin in tumor
tissue of Lewis Lung cancer mice, and to explore its anti-tumor mechanisms. Methods  Totally 70
C57BL/6 mice were randomly divided into the model group, the low, medium, and high dose YQG
groups, the gefitinib group, the gefitinib plus medium dose YQG group, and the cyclophosphamide (CTX)
group, 10 in each group. The models were established by subcutaneously injecting Lewis lung cancer
cells from the right axilla of C57BL/6 mice. Mice in the model group were given with 0. 4 mL pure water by
gastrogavage, once daily. Mice in the low and medium dose YHG groups were given with YHG at the daily
dose of 5 and 10 g/kg by gastrogavage, once daily. Those in the high dose YHG group were given with
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YHG at 10 g/kg by gastrogavage, twice daily. Those in the gefitinib group were given with gefitinib 100 mg/
kg by gastrogavage, once daily. Those in the gefitinib plus medium dose YHG group were given with ge-
fitinib at 100 mg/kg by gastrogavage in the morning and YHG at 10 g/kg by gastrogavage in the afternoon.
All medication was started from the 2nd day of innoculation, lasting 14 successive days. Those in the
CTX group were given CTX at 60 mg/kg by peritoneal injection on the 3rd and the 7th day of the experi-
ment. Mice were sacrificed at the fifteenth day of the experiment. Tumors were taken out. Expressions of
VEGF, bFGF, angiostatin, and endostatin in the tumor tissue were detected using immunohistochemical
assay. Results Compared with the model group, the expression of VEGF significantly decreased, ex-
pressions of angiostatin and endostatin significantly increased in each group (P <0.01). The expression
of bFGF significantly decreased in the gefitinib group (P <0.05). There was no statistical difference in
VEGF among all groups (P >0.05). The angiostatin expression was significantly higher in the CTX group
than in the low dose YQG group (P <0.01). The expression of endostatin was significantly higher in the
high dose YQG group and the gefitinib plus medium dose YQG group than in the low and the medium dose
YQG groups (P <0.01). The expression of endostatin was significantly higher in the gefitinib plus medium

dose YQG group than in the gefitinib group (P <0.05). Conclusion

The action mechanism of YQG in

treating lung cancer might be achieved through reducing the expression of angiogenesis promoting factor

VEGF and increasing expressions of angiogenesis inhibitors angiostatin and endostatin.

KEYWORDS Yifei Qinghua Granule; Lewis lung cancer; vascular endothelial growth factor; basic fi-

broblast growth factor; angiostatin; endostatin
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