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Fig 2 Inhibition of growth and neovascularation of OS-732 on the chick embrye cherioallantoic membrane by a
polyclonal antibody against VEGF 8§ days after treatment
group: (C)Blank control group (N Anti-VEGF group  (HE X 200): (EJPBS control group (HE X 200)

(A ) Anti-VEGF group; (B)PBS control
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Tab 1 Inhibition of growth and neovascularization of OS-732 on the chick embryo
choricallantoic membrane by a polyclonal antibody against VEGF
Grossly tumor  Tumorigenic rate  Blood vessels Blood vessels count
Group : -
igenic rate (by microscopy)  converge rate 2nd day 4th day 6th day 8th day
PBS-control 4/10 10/10 8/10 22.9+5.4 31.416.6 44.2+10.3 51.0%6.9
Anti-VEGF 0/10 10/10 2/10 18.2£3. 4 23.4+5.3 25.2%5.5 30.044.6
Blank control 0/10 0 0 17.4£2.5 19.0%2.8 17.7x£2.6 14.3£3.3
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Inhibitory effects of antibody against vascular endothelial growth factor

on angiogenesis induced by OS-732"

Li Yingjia, Wang Dong, Gao Fenxun, Chen Li (Department of Pathology, Daping Hospital, Third Military Medical Uni-

versity, Chongqing, 400042)

Abstract

Objective: To investigate the inhibitory effects of antibody against vascular endothelial

growth factor (VEGF) on angiogenesis induced by OS-732. Methods: After the tumor model was established

on the chick embryo chorioallantic membrane the effects of a polyclonal antibody against VEGF on angiogene-

sis and tumor growth were examined. Results: The number of the newly formed vessels upon the tumor was

significantly decreased in the anti-VEGF antibody group as compared with the PBS control group on days 2,
4, 6 and 8 after the anti-VEGF antibody was given (P<C0. 05 or 0.01). Optical microscopy showed the de-
crease in the tumor population and newly formed vessels. Conclusion: The anti-VEGF antibody may be po-

tentially useful for clinical treatment of osteosarcoma.
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