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R & X, AT L CTHlEEE2 5 2 WEEOHEM B (preconditioning: PC) #fERL THL &, FOBOEIE

HfgE% 5 2 5 RIFHBMZN S 2 8Pt 2 ST 28R TH 5. Z ORERHRIE, EBRIICOERKICDRD SN
BETh RIMICHKLEH 2 Hes TH LM THRESL I EPHRINTVW S, NEEEFEEORHEI TR L T i
T M e R R 2 R TR MRS O 5 F A 7 = X A ORI, FrEEHREO B &R ONZ OEFRIEIC B W E
FHEINTWE, TNFETIZ, ZLOHNNLGMRCE VISR E L o720 T AN Z A LAPBEIRE SN TWEHL,
ZFOIFE A DRI OREREZALITIER L2 b D TH o 720 AR, MFRHINE O BEREMER: Iz OV, AR LL L
WL 7 ) THIBOZRENRHETH S 00> TELIRIMNEICBIT S 270 7HIBOKZEIZIZE A ESh 5
TWhhrorz, x4 ZIN T T, PCRICTEMALT 27 A bad 4 FARIMHEESICEETHLZ L, TOHT A
HZALE LT, %L ORI T % Hl#§ % #55 K F hypoxia inducible factor (HIF) da PUHTHAHZ LxH
LML TE72, L2 L. PCHi® HIF-1 a BBUGHEIIMIEMILE 72 a4 FOMjHE CTRO 5N LA, it
MilecidZz <. 7A baH% A bo HIF-1a 2SRIMEHEERICEZETH 202 EAWOF T TH o720 Sl #AEEM
W% B 72 in vitro FEEE L RORINBIREA2E (middle cerebral artery occlusion: MCAQ) EF N % 72 in vivo EERD
BEHc & b, fiksifeE 7 A a4 b T PCHD HIF-1a BHRRA N = ZADEL B s L FEMICEIDLES
57 A MO A b HIF-1a OADBIMLIHHEER IG5 LML E R o7,
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1. 7AbMEHA b EMRHILO HIF-1 a B85 — ¥ O

PC #%® HIF-1 a 8B O ZEALEZ 7 X b a4 b EAERHIBIZ 5T TR S 72912, MCAO €7V % T PC
(15 M) %88 L, FEik b2 gt d:12 T HIF-1 a ORBEALZ 72 MR HIF-1a & PC1 H#E2 S
BTG L TW2ds, Zo%BUI—8BWTHh-o72 (1), —F. 7AMaH A4 b HIF-1a 1 PC3 Hf%, HHELLAT
Zba¥ A FPTRBITELTEN . AR LD 2 M T TEORBUIHE L Tz, ThiE7 A bad 4 b P2X7 %
BB A LT —RAL L —HE LTz, INHOMELS, Rl e 7 A bus A P CTHIF-1a BHHAH =X
LSRR B Z DR E N,
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1. 72 bad A b EMRHIIBIZEBT) S PC O HIF-1 a FEEHELDEW

(A) 1547 MCAO (PC) 75 1, 3. 6. 14 HE O RIMABSEARIZIB T 5 HIF-1 a FHE
1b%& ., SEIEMRIL A T7 A b a4 b &M 5 TRMT L 720 Sham <7
AWZBWT, HIF-1a BHEFO SN L0 o720 PCZHEND, IHHALLA2T A oA
FCHIF-la () BBAICHEL, 2% TH 2 MM F TRADPFHL Tz —F,
AL CTH PCIC X % HIF-1a BIHILHEIIEE 505, —#BIYTH 572, GFAP (k) @ 7 A
baH A4 Fo~<w—A—., NeuN (k%) @ #ifEMg D~ — 4 —, Scale bars: main images,
30 4 m; insets, 12 um. (B) GFAP & %\ & NeuN BNz B1F %5 HIF-1 ¢ OFBHER, *P
< 0.01 vs. sham (sh); #*P < 001 vs. dl;n = 3 -6 (Tukey's test) .

2. TAMOHA MBI HEIFEAFN 2 HIF-1 a FE3H

HIF-1 a FBUL@EH ., BERANICH < PHD2 12X - THE 525, PC O X 9 ZEEERAMIZ X - T PHD2 O
BEASTHE SN LS, HIF-1 o 2SHIRE NI ERL, BINICBAT L., MREEE 2 L8805 — 7y N1k &
NBEZEFRMOENT VS, REFFED in vitro EERIZBWT L., A M~ KBEANICLY, AER
HIF-1a BBITHENIRD SNz (K 2A). —F, AIMREEET A a4 b Tl JKBEAMICE > THIF-1a O%HIE
PALL o lzo F72. in vivo. in vitro FEERICBWT, PHD2 ML CEBH L TWADIZX L, 7A May
£ P TORBIIHERD SN o7 (K2B. C)o Ld5o T, MEMIEIZELZY, 7AMa% A b HIF-1a %
BUIMKIR ZEIMAE R A A Z AL Lo THI SN TV B Z EBEZ 5N,



A

A N
Astrocytes (A) Neurons (N) stiogytes eurons
Hypoxia — + R £ 47 4 - .
HIF-1a | ] =] 8
: 2 ol 5 ]
B-actin [ —] [ o—] 5
3
3 24 2
3
B A N £ 11 1]
PHD2 [l = 11 O
0
B-actin [ w—| Hyposdel — - —_—
C
PHD2

B2, KEEHEAMIC X % HIF-1a 53 & PHD2 O R{E

(A) OB T A baH A4 b D WITARHIIIC 4 R KRR (5%) ZHAfML, YR ¥
y7uy MEIZTHIF-la BBLANVERKEL 2, MBREAMICEID, 7A a4 A b
HIF-1a 38 L XV control & leRTEALA 7 2o 7225, WML HIF-1 o $8AF 2 FH
TCHEDTFRD BNz *P<0.05 vs. control; n =4 -5 (t-test) . (B) #MIEET A ¥ A +
EHREMIIL D PHD2 BB L RNV A Y T A 70y MEICTHEL 72, MM T
PHD2 25 5BLL TWADIZH L, 7 A b ¥4 b TR ERBHIED SN d o7z, (C)
HELE D= 7 A% T, N O PHD2 O AL % S MRk b5 G a1 TRIT L 720 #5e
IZBWT, PHD2 () & FICHBEAIBCRILTBY, 7A et A b ToZRBITIEE
A ERD SN H o 72 Glutamine synthetase (GS; #%) : 7A ba¥ 4 b~ —5—,
NeuN (&) : fifiao~ — % —, Scale bars: main images, 30 u m; insets, 12 4 m.

FA IS, PCHOT A ha¥ 4 b HIF-1 a 3883 P2X7 SBMKGERTHH I L2 HELTWBE2), 22 TH)
REGFMIBIC BT 5 P2XT ZBRT T=A F BZATP OsgBAMaf L7z 2A. 7T A b a¥A » HIF-1 a (3B ICFHB
JCHEL 72002k L, sl HIF-1 a ORBELIZRD Shheh o7z (K3A). T72. P2XT7 ZBMAKRONRMEY 7> F
ATP 2L 27 A bua#4 b HIF-1a O3B, P2X7 ZHAKKIET A bu- 4 b TlrBED LN L7 (K3B),
Dbz ens, BKBERGEN R A= ZALIE > THEAS LTV 2 WML HIF-1a L3820, 7A a4 4 b
HIF-1 a 3B IKAENTH 205, b DI P2XT7 SBMMAF 2 A = X 2 %24 L CHRBIHIH SN T2 2 L5
Sk ol
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X 3. 7AbuHA b P2XT7 ZHEAROEHALIC L 5 HIF-1a 331

(A) IIRFEERT A Pad A4 DIk P2X7 28k 7 = X  BzZATP
(BGOuM) ZHLEL, 24 BH&EICY T Ay 70y MECTHIF-la BBL ARV ZLEL
720 P2X7 ZHAKIEMALIZE O, 7 A b a4 b HIF-1a 338 control & H~RTHHF 2L
AE L7228, #RSHINE HIF-1 @ FMR L XWITEIL L h o7z *P <001 vs. control; n = 6 -
8 (ttest) . (B) BpA:# (WT) & P2X7 ZBHRKIE (P2X7-/7) =7 A0ME#ET A T
Y4 M P2X7 ZHEKONEMEY A2 F ATP (ImM) #MLE L., 24 BERIRICY =2 ¥
y7uy MEZTHIF-la BHLANVERK Lz, ATPREIZEZY) WT 7A Mot A b
® HIF-1 a 3&8LiE control & Ib_THBIZTTH# L72AS P2X7/- 7T A ba¥% A bd HIF-1a
BHLANWVIIEIL L dh o720 *P<0.05 vs. WT-control; n = 5 - 6 (Tukey's test) .
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INFE T, PCIT & o THRBITHET 2L HIF-1 a 258 MR 2B 53 2 W REMEAVRIZ ST\ 7225, Fiikk
MNLAF R HIF-1 0 KIE~ Y AR W22 X 0. RSB H ko HIF-1 o & B i RS o K] EERIE T Tl
EENTWDEY, LALARIIEICZE D, PCIZX % HIF-1a ZHITEZMRMBZTTRL 7 A ML P THRZ -
TWwabZE, SHICHMHEDOHIF-la BHA N ZALZELRLLZEPHEHONE R o2, T2, MM E X8 %
. 7 A b A MZIEPHD2 IZ & % HIF-1 a 5B L 2720, PC#% 0 HIF-1a FBBITH#EITFRHR L. £ D
MR E L TE L OMBRIRESTAREE SN, SRR EERFIC O RS 2 L ATRIE STz,
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