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Abstract

The purpose of this project is to
investigate the role of integrin & v 53 in the
glioma-induced angiogenesis, and the effects

of integrin @ v /3 3 antagonists on the
angiogenic blood vessels and the gliomas.

Immunohistochemical analyses revealed
no expression of the integrin @ v 8 3 in the
RT-2 glioma cells. However, there was
significant expression of 53 3, in the
endothelial cells of the tumor vessels at week
2, 3, and 4 after glioma cell implantation to
the subcutaneous tissue of the rats. Western
blot analysis showed similar results. Mixture
of the 1 uM ¢ v 5 3 antagonist cyclo(-Arg-
Gly-Asp-D-Phe-Val-) and 106 RT-2 cells was
implanted to the subcutaneous tissue of the
rats to observe the tumor growth rate of the
RT-2 cells. The results showed there was no
difference of the tumor growth rate between
the experimental and control groups.
Histological studies showed no difference of
the number of the vessels between these two
groups, which indicated that the ¢ v 53
antagonist cyclo(-Arg-Gly-Asp-D-Phe-Val-)
had no effect on the angiogenesis of the RT-2
glioma. Further studies using @ v 8 3 antibody
or other kinds of @ v 3 3 antagonists were
necessaryfor the clarification of the role of in
the angiogenesis of the glioma and the
therapeutic application of the inbibitor of @ v
B3 in the treatment of gliomas.

Keywords: angiogenesis, glioma, integrin &
v B 3, integrin @ v 3 3 antagonist,
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