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Integrin Inhibitor Suppresses Bevacizumab-Induced
Glioma Invasion

(BevacizumabfFEE 7 U A — <R iz% L CintegrinfAEH
AR MEEELE MR TS)
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B S Y A —=1Z vascular endothelial growth factor (VEGF) DZIAE < MEHAENE
BRIEE CHB, L1 LE VEGF ik Th % bevacizumab & HiAZBEY 5 —H T,
JEEAaOEBE2HET 3 b bWhbhd, £ integrin 137V A —< O E/LERICEER
BB EHE D L b T3, 4H, bevacizumab ¥ 52 L 0V HR S - EESMICRT 3
integrin avB3, avB5 EH|(cilengitide) D HFAZIRIZ OV THRIF L, & MU A —~<#Ifa
UBTAEGFR #X— FJ v MNRILBET I LEAHARLESREBRT S, LL
bevacizumab TIEFE T2 &, MEFEI IR S 2 —F TEEREMESEPIFESIRE, =
% L bevacizumab & cilengitide Z8FF L TIEFE L7 & = A, bevacizumab By &
R L ORI E R L, R — Fv v 2CBIHE L7z USTAEGFR BB
H RNA Z#iH L, bevacizumab HIMIAEEE & cilengitide $FRITARELIZ4r1T, microarray
FRWTCEETE(LEILE L L Z A, integrin-mediated cell adhesion pathway IZfEET
3R BEEE S IE ST,
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AGRSERE vascular endothelial growth factor (VEGE) OFRBINE < MEFENEEI2MIELE
THBPEETVA—TOHRBECOVTRELA-HDOTH B, Hi VEGF Hib TdH D bevacizumab (A4
BEMBOMEFEZEET 5—F. HBENROBHAZFETLOT. FUudF—<HROR
MEEEEZ2INEIT 2 integin avp3tavph SR (cilengitide) DPFAZIRIZIDNWT I v FEA
WTEBNERZT o/, TOHRE. 2T MY A —THlE UBTAEGR 2X— R F v MEIZH
5L, ERAMZEEREER TSI LER L. KT bevacizumab BHILTHREFET 2 &,
FHEEODMEELEFESNRHEIN A TREESHEEENIMEINEZ., ZRICHL T,
bevacizumab & cilengitide £6FF L TH#E L 7=& 25, bevacizumab BATEHER & bl L TR
HECPERIZED Uz, 5 — R 7 AMIZBMEL - UBTAEGR MIEEAAEN S RNA 2h
H LT nicroarray MW Tl TELEE#E L/ E 25, integrin-nediated adhesion pathway
WZHEET S caveolin 3 HFORMBERTFHMGE SN T, %o THHEEBEICBI 257 VEGF
Pk L BMEEENNETO#RAFEEOERENREIN, BRERICHTIEMBELNDHD
ERDI=,
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