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WFZERE R OMEBE (Fn0) « 7 o VAR F o 1-Tie2 IFEFER F ORI 2179 Z ENEETH S
ZEEEEIED, AKTIZMEF2 DY k%4 L T Kruppel-like factor2 D55 % jLiE X
H eNOS DHAEHINN & VCAM-1 DG 255535 2 L A birodz, & I AKT X GSK3B
VUMb T D LIS X VBT = DRI L, BEERAEICIEMEL 2415 DI4/Notch
F? NICD(Notch FIIN K A A ) EFEET 5 Z L T, & 512 D4 DEEE A &8 T VEGFR2
DFEBAIEIT L5 Z LnbhroTc, TOZOOREEIZ LY MEOZEMDPRE I TND Z &
EHOLNITHZ ENRTET,

WFER O (353C) : Angiopopoetin-1(Ang1)-Tie2 signal promotes the expression of
Kruppel-like factor 2 that is known to be a transcription factor essential for vascular
quiescence. In addition, Ang1/Tie2 induces DI1I4 expression by inhibiting degradation of
beta-catenin in a manner dependent on AKT. DI14/Notch signal upon cell-cell contacts is
believed to inhibit VEGF-VEGFR2 signal. Collectively, Angl/Tie2 signal stabilizes
endothelial cells by inhibiting VEGF-VEGFR2 signal.
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