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Hypoxia-inducible factor-la (HIF-1a)i3EBRRE T CHE I, HREE - #
JELMIE b, TRXNFX —RFECELIRA RECTFHEHME T I2EERNF
ThHdH, BEERIETIZBWTY angiotensin II (Ang I1)72 £ 2% HIF-1a BHFBEIZ
BETD2ZEBMON TS, LB FIEHHARIC I\ T HIF-1a [3H BT HE5E O 8E
ﬁélﬁgff@"é W invitro DRFIC IV HRESINLTWS, £/, MEEBETT

VIZBITDFAERNESL Ang I BEFHRRE TREICLZ20EYET Y 72BN
THIF-la PFEINBIZLEPFEEINTWVWEIR MEVET VU BT 50
BB M ESE HIF-la DAFNTOREIEIARAHATH D, AFZE T, FiBEH

¥R HIF-lo B FXRE~UV X Z/ER L, L% 185 HE B HIF-1o 2 10E
VET VUV IJIEETEI A=A L0HEZEIE L,

HIF-1a floxed =7 2 & SM22 FYuE—X —%FH L CTEEGHKEEMNIC Cre
recombinase M IBEIFEH T D SM22CreTG ¥ 7 X % AV T, Cre-loxP ¥ A5 AT
XV EIEHEE HIF-lo BEEFRE~Y VX (SMKO)ZER L. MEVET Y
YZIXAng I 2 HRE LEBEER T2~ AR TICEDAR, 4 BHEFHRR
545z LICEVERELE,

REIRICI 1T 5 HIF-la mRNA BHIB L RF 37 HEBLE | Z N E 1 real-time
RT-PCR B LYV =R &7y MEICTRIILELEZ A, FIEGREN
HIF-lo EEFZRBLEYVXRDORERTIINTROERAGET L TWE,
Ang II 2> bu—/< T R (Contro)lZ&EHfiR 545 & KEARD HIF-la
mRNA BHEBIOZ U7 FBRITHNTS EH L7, SMKO TlXZ0h%E

IRBOLNR»oT, Angll FFHEKREIC L 2 ME EFOREIX Control (T~
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SMKO I TH Y A BEORRATHERRIG S iz, MEEFEEER
O HME{L 22 Masson’s trichrome 2 EBIZ K VEE L7 & 2 A, Ang Il HFEH 5
XD2FENDDFEEIL SMKO Tix#iil Iz, Ang Il HERSIZ X 5 PAL-1 B
& ¥ collagen I @ mRNA FHEH EF|T SMKO Tid#ifl &z, EBEFHO~
DAREIRE O MEFLIEHMBEEZEBEL, in viro THROKE &% cell
analyzer IC X VM L7 & Z A, Angll FIIEIC X AWM DIERIZERGHERY
HIF-lo BEFXRBIZ X D MH & N7z, Control 1281 % Angll HFEREIC L B
MEERZ, E FZ73V00&EIZED SMKOIZ Angll 28R E Lz L &
DEEETHHILEZL ZA Angll R EICLINE Y T Y VIS
ERIEERPol, THEY, FIBHERMN HIF-10 BT REIR. LEEL
EIWIMI LT Ang UBRELE VTV 7 2Mi+5 2 LXRBR I,
REWRGIF D F4/80 B ABLREEITTo/e L A, Angll BfiZR EIC L B~ 7
v 77— VR{EIZ SMKO TG iz, Ang T FEE & 512 & 5 KEHIR F4/80.
MCP-1 £ X OV IL-1p mRNA EH D EF 13 SMKO Tld#fill sz, kXY,
M S8 f M RS FE Ok HIF-1o 13, L% FIEFHMAR K, Bk, REZALT
Ang I FRMHEME Y 7V 7ICBEETAZ LN TRBRENT,

S 5T superoxide D EAIZDVNT, dihydroethidium e@EIC L VBT LAEZ L 2
5| Ang I Fi & 512 & 5 superoxide A TLHE X SMKO T3l & 7z, Nox-1
$ & T p22phox mRNA D Ang II £ 51 & 5 FH B _EF 1L SMKO Tl X
iz, WIT, invitro B W T Sec [RERIZH WD Z LITE Y, Angllic X 51
BB HIF-10 BB EFIZSrc D) VEBEEA L TWS Z & AN55R éhfzo
TYARBRIZBWNTStc DY VBLEFM LI E Z A, Ang 11 Ffi&R 51
Y Control Tl Src DU VB ERO 5720 SMKO TIXRE D b o 710
L7 o> T, FIEFHHERN HIF-1o EEFXRBIX Ang 112 & 5 HIF-la BB L7
BREBICHOEE L TWAFEBEENRBRINEZ, T7hbb, Ang 1 EBEEREKEET
WWBWTIE, Ang UFERBRHEME Y =7V v 7 ORKBIZE W CTILE &5 M h
RHIF-1a Il X274 — Ay IBBRFEETAZ EBEBZ O, 2T KENR
IZ331F 5 superoxide EAEDHER L —FHK LT,

ULORERENS Ang I FREMLE YV EF Y o 7T, % EIB 5 H O HIF-10
ERALTHIBEI I TWA A REMENRR SN,
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BFHEHMT2EERTTHS. EETIR. BEBRETIIBL
T®H angiotensin II (Ang 1)U -1 b1 > 7a E4Y HIF-1o 33 &
CBET 5 EBMENTNS, MEGEETINICBTBHEN
B Ang MR RREGICL2MEY ET Y > JIZBWT HIF-1a
MBEINDIENWEINTVWBN, MEYEFTY 72BN
2 I % SEIE f5 M B B 3R HIF-1a OAKKN TORENIFRHREETH
%5, HEFEHIZ, FEHFEN HIF-1o BETFXRET T X (SMKO)
PEHL. Angll 2BBER D T4 EBBERESTHZEIRED
MmEYETFTY >J & BRI TImE 1§ 5 IEH ¥R HIF-10 280 &
DE=A0) _‘/ﬁ“biBﬁ’%&‘d‘éXﬁ:x“A DRWET o7z, FoNnH
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D Ang IEEIZED IS FO—JL Y2 (Control) THE. KBIIRIZ

BT S5 HIF-la mRNAFEBEB I UNY ORI RRIIANTNH LEHL
7278, SMKO TIXZ DO RIEERD 5o 7z,

2) Ang IFEIT X 5 i £ 57 O E I Control IZ Hh X SMKO 1348 %
MTHO, 4 HEORRTEHERICHAFE SN, ‘

3) I %E BE A B R K UNR#E{ 2 Masson’s trichrome $f1C & U 3
MLEEZ S, Ang IF5ICX 32N 5 OFEL SMKO Tidil
HlE N7z, Ang II#512X% % PAL-1 3L Collagen I O mRNA
FH FR13 SMKO TldiE xh iz, |

4) Ang TURIBIT & 5 K W IR 18 8 5 AL 0 LK VL 0 e SR

HIF-lo B FREBEIZXZ D IH SN, .

5) Ang I 50 L B KER~DT 7 07 7 — VE#IZ SMKO Tid
MK SN/, KEIk F4/80. MCP-1 B LN IL-1p mRNA EHD .
Ang I # 512K 5 L 71T SMKO Tld#if SNz,

6) Ang 11 ¢ 5.12 & % superoxide £ A TLH#E 1X SMKO TIIMIH 2 N7z,
NADPH oxidase DR > /X7 TH 5. Nox-1 B XN p22phox
mRNA @ Ang I #5112 K 5B L FH I SMKO TiEdHlH N7z,

7) RUAKBRIZBNT Sre DV VEBILEFMLIZE D S, Ang 11
#5172 X U Control T Src DU »EALMFRD 5 1724 SMKO T
EECER=E qWa S SN it
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