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Antiangiogenic Effect of As,0, on the New Vessels Induced by
bFGF in the Rat Cornea

Yong-Soo Kim and Kang-Moon Seo!
Department of Veterinary Medicine, Kangwon National University

Abstract : This study was performed to evaluate the effects of As,O, upon antiangiogenesis in ral cornea, to examine it's
possible application as an anticancer drug and 1o provide basic data for further studies of antiangiogenetic mechanism of As,0,.
Angiogenesis was induced by cornea micropocket assay, as previously described. Sixteen of forty-eight eyes of Sprague-Dawley
rats were randomly assigned to one of three groups, namely, only a bFGF group(control group), and a group treated by
As)04(As,0; group). After the pellet implantation, we measured the number of new vessels, vessel length and clock hour
of neovascularization, and area of neovascularization was determined using a mathematical formula. New vessels growing
began at day 3, number of vessels in As,0, group were significantly more less than those in control group (p < 0.05). The
length of vessels of As,O; group was significantly shorter than that of control group after day 3 (p < 0.05). The clock hours
of all group were slowly increased at all days but As,O; group was inhibited more than control group. Neovascularization
areas of As,O, group were more significantly inhibited than those of control group (p < 0.05). This study showed that As,0,
had powerful antiangiogenetic effecis and it would be useful in the choice of anticancer drug.
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Fig 1. Changes of vessel number after bFGF pellet implan-
tation on the rat cornea. *: p<0.05.
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Fig 2. Changes of the vessel length after bFGF pellet implan-
tation on the rat comea. *: p<0.05.
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Fig 3. Changes of the vessel clock hour after bFGF pellet
implantation on the rat comea. *: p<0.05.
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Fig 4. Change of the vessel area after bFGF pellet implanta-
tion on the rat comea. *: p<0.05.

Fig 5. Appearance of angiogenesis on day 7 after bFGF pellet
implantation in to the rat comeal stroma. A. control group. B.
As,043 group. : New vesscls.
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