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L 5 CHE B Hypoxia and vascular endothelial growth factor selectively upregulate
angiopoietin-2 in bovine microvascular endothelial cells.
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BRET L7z, VEGF 12 X 2508 & ARk, Ang2 OBREFERIEIR (3.6+/—0.098) A4 6ni, KEEFEIZ VEGF 0%
BROFET L0, BIESNIEEEICL S Ang2 OFBHME)S VEGF 203 2 0855 L) fizowT, VEGF Hflbifk
ERVTHE L7z, 20BRKEEEIC L 5 Ang2 OFIMETAICIE VEGF SAFE L TR WI LA L 72, H&HEIC in vivo
DFMMER L RBEIZ BT 5 Ang2 ORBBIRER BT % 72, Smith 5AEF L 727 A O R MBI AT £ € 7 Vi2
B\ Tin situ hybridization |2 & WIREF L7z & &5, MEERBILEERA12M 21013 Ang2 ORFIMHMI A SN, AHKITH
Hovibw % neovascular tufts & I 2 F@EMAEFERMVICOEFRLARBE2A LD, DU EX Y, BMVEEEDERE
2BV T3 VEGF 2 EEE#IC L 1 Ang2 OBIRMFHBRSFHFE S h, N EEFIE O integrity % AEE(L L, MEH
EHFRI)LTVEREZAIH T2 L IH LA = XLHRBE N7,

AXEEORKRBROEE

R, MENEMRSENSZERFT Y v 3> —F L LT T2 L %01 Y FTh 5 angiopoietin (Angl : agonist,
Ang? : antagonist) 2SR SN, MEOHIIEDLL ZLPRBEEN TS, AR TIE, ZOROMEEMEFEICB
BEBGEIZOVTIRE Lz, MEHECERE2&E % R T MENEEERT (VEGF) 12X 2H# T mRNA o F3H

— 1683 —



0% 553 ™ < SR 4 PR R AT L7:#55%, Ang2 721) A%EIREYICFEIRIE54 L 72, nuclear run-on assay (2 X 1) C@%
Bz E e LTEEAECLIZIDOTH L Z PP Lz, VEGF ZBHRTRO Y VT iit LR, o
Mk 21371 2 v F F — ¥R mitogen-activated protein kinase HSEIE T, protein kinase C 4 EGWICEHS T 52 &A%
BHLPICHR o7z, BNENEHFEOCERER T CH 5 RBEROMFP T AT LR, VEGF JlE L R Ang2 0 FRHFE
BUEREA A LNz, =7 A DR MBI ER L E TN TIE, MEHEIICER L Ang2 ORBSA LN, b Ok
Ry, BMMEREEDERE T Ang2 25ERIICEBETR U CBEFMEIAZEL L, MIEFENRERSEI B S5 L
V) AR E T \

P EOBFII MR MER EORERFICEIL, SROBRIIFTT S L IHH5 0,

L7250 T, A3t (E%) oFMme LTifEd 2 b0 L3 5,

%P, REFEAIEGHEEEE, FRIEI0H 3 BERORLAZR & 2 E L -0 8k I gL 0 720 O %
%, AL ALOLNIZBDTH D, '

— 1684 —



