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Abstract

Stroke is an acute cerebrovascular disease caused by sudden rupture or blockage of blood vessels
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in the brain, which has become one of the major causes of death in China. As an important tran-
scriptional regulator under hypoxic conditions, hypoxia-inducible factor-1 (HIF-1) is involved in
the pathological process of cerebral infarction by regulating glucose metabolism, angiogenesis,
erythropoiesis, cell survival, etc. The regulatory mechanisms of HIF-1 in stroke include energy
metabolism, oxidative stress, vascular remodelling, neuroinflammation, cell necrosis, autophagy
and apoptosis. However, the role of HIF-1 in stroke remains controversial, and the specific role is
related to the duration and degree of cerebral ischaemia. Meanwhile, the relationship between
HIF-1 and neurodegenerative diseases (e.g., Alzheimer’s disease, Parkinson’s disease, etc.) has
been increasingly studied. Based on its role in neurological diseases, HIF-1 is expected to be a po-
tential target for stroke therapy. Meanwhile, solving the problem of when and what interventions
for HIF-1 should be taken at the time of cerebral infarction will provide a new strategy for the
treatment of ischaemic cerebrovascular disease.
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1. 5|8

oA v, R I P L R SR 2R B S 5 R ) S I A, A BRI A R if A
Arp, A A SRR R R R m BRI R A Tk, IREN A R RO R B RIAE
TIERWIIE S, BLC O R RIS — A0 T SRR o 0 A Hh 2 53 g ) afi P i A o R e i A i A e, e
B v 26 o SORRIAEAE,  JLEER 5 AT 22 75%~90% [1]. kSR AESG, Midigiftimmmd,
AR SCE FRAE 38 BRI R S B i R A2 [2], 3R 1 5 ORI 1) & A B R T R AR U, X
L9, AieE T, SRR RE R R X, RA FEMA SRR, TIRIE RAEThEEE K.

B S F-1 (hypoxia-inducible factor-1, HIF-1)J& —Fp7E B Z% 1 4k RFERRA 10 BAT e sid 1k
WiZEE, NS RIGEFWRIE. ESRMPERA R, HIF-1 8@y ge s3], A mR4]. 4
YHARARRIS] AR EWR R TI[6)5% 2 Mt S SN EEAE R B RE . B AT, HIF-1 EMREZE i 4E R AT
HEW. LT RI, SE TR (hypoxic preconditioning, HPC)F HIF-1 5 K F (&P I AIA L EY)
oY HIF-1 B 3 2 B H 2R, DMOG )il i $2 @i S I 1) HIF-1 /KPR R IER 2R3 15 H
[7]o SRTM, A HAEETCUE B H0H] HIF-1 BA R RERI[8]. AR SCLRAR T HIF-1 £EBR I fix A< o
(PR R AR, X T AR 2 rh R R ML AN R A ST i B B X

2. HIF-1 9 F&5+

HIF-1 /& — Pl S 0GR, AT AR 48 200 A N 420k P52 11 728 A T YT R R 9, 2 el 0 19 2% HIF-1a (120
kDa) 145 K315 HIF-18 (91 kDa)4Lii 78 Rk . HIF-1 [FEZEIRE . BEARBHIIEE 3 B (PI3K)
A ERK 22 247 3540 B I @ B 1 1 3% . 120848 AR KR T-(. %5 PDGF, IGF Al EGF), #4bAEKRE T
(TGF), MIRRFER T-a AU Z-15 B35 [9]. HIF-14 1640 i o i 23k AN 52 SR BE 2 M, A6 15 % 4
i R 5t 40 4 6 20T A AN 5 i 5 95 . 1T HIF-lac J2& HIF-1 FVEPETEEE, 5 32 SR FE 5
XA HAR 2 bHLH-PAS 2 A K, HIF-1a [ N 354 bHLH 25 /30 A1 PAS 4503k, 5 %1k,
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DNA Z5&FE S M K[10]. T bHLH Al PAS 454184, HIF-1a WIEE BA C i ke RIS 45 115
(C-TAD). N i 2 sUIE S5 F38(N-TAD) S8 58 4 A 45 /4 33O DD) A4 il 45 #4148 (ID) . C-TAD 4 44 35k
I 5 S R 7 CBP F p300 456 R R RIA . M EEA T S 71 AR AT s AU, s =
Tl PR 22 e B2 AL B (PHD 1-3) M1 K & Wk ¥2 AL g, PR HIF #0#) K 7(FIH). HIF-1 ¥4k REgiE B C-TAD
p300/CBP 55 JL 0T IR -1 2 18] A RH B4R FH SR 3] HIF-1 OB im e[ 1] %84 F T, ODD 45 Fyis a] 4
R 2 LG 2 (PHD-2)¥ 2 AL, S350 HIF-1a FEMR[12] [13]. B2 FEAL (A1 3L 3805 7)(11 O, Fe* A 2-0G)
Wb, M FE PHD. FIH FRAEALPEFHIRES, 23 HIF-1a B, WEMETHE . F20E 1 HIF o WA T DL
PR AZ, EI B S5 & HIF mi N L A8 5 DNA X8 A S 40U B 014 (HRE) LA 5 8% 3¢ 141
HAr S sa AN R A HIF MM, SRR 4 R EEPO), M P KA KK F(VEGF)FFH 4
WA IZE A (Glut-1)5F . G, HIF %7 B3E v DUE 207 KT, 33X A Vr HIF AR i S0 S )
()R By 5 Vo 1D P A P AR A A 40 R S B P s o e SR AT TR 2

3. RERMEBRERT HIF-1a ZEREZ R G FRIRIL

EAFERAE, AR A ) HIF e SIS A] FRk i R MR vl AR Y, HL G T B e 22 5
(RORE FEE RN 482 ) ] DA K S IBGR A% 40 I IA RNE 7Y . HIF-1a 998 BELAE F AT fiE 5 R XA 28 2R S I 4 Jf 2
RV YRR o SRAE, #1228 70 HIF-1a BISREFEAC T #HZ 006 77, 380 T #h & Tont a7 3 20 T 5 8tk
TR TR AN A HIF-1a BHAE % B P R AR 2 T 32 B S IR 4 e BT [15]. £E/M MCAO
B A2 P o ML R AR PAL FEAS0 R, 7E 15 min B 51EAPEE T HIF-1a (R PRIERBERS SG 00, T A TR 5 40 i
b HIF-1oc BR8N ZBA8(H 2 82 1) K o #4287 HIF-1oc OB IARES T HIF-10 MARBEOI0H], T2 TR IR R
Y NE S P2XT SZARMKAEHLEE T HIF-1a FFEERIE[16], RIS tHA BIF 70 R ILER I B4 AL R 15 5 1%
B ICAN HIF-1a 383 P2X7 RN 2 560N %2, T2 70 HIF-1a B3 INAZ 5EUIN 52 [17]. 1
Ab, FERE MCAO B r, HIF-1 7EA £ oA P R 20 38 vl 5 3k, YC-1 w4 HIF-1 SR
WL, BB T R I KM SEARAR, H HIF-1 306 535 st 7 B S 00 i 57 % (BBB) i 4«
Y C-1 5%t HIF-1 f$ ] 5 458 A A SR if o J o P 8 M AS 1R B AE F 5 Y C-1 A (W 52493 Jn =2 &2 BBB {14
AT RE S ) 5 40 28 00 S LA Y BE AR R HIF-1 (3RIA G 08, X 3R HIF-1 7EAN [ i 48 i o vl B LA
AR H—Dr PR, Sl BIEsZ o P 4 JHIF-1 &R RFE EPO. VEGF
A Glut, F¥H YC-1 #0|H3RIL, W HIF-1 %S0 VEGF ¥4 7 BBB (@& PE, 1Mt HIF-1 R K 465
1) 3 2 L Ath 2 (1 53 (0 EPO)FE I A AE Bif £ i i 28 G4 VE F (18] HIF-1o SREA /N B AR 1k A A
i EHESE(ROS) = A SR BE N 7 o (TNF-a) 73 J5 T DHRESZ 45, AT a2 ol o 28 i 2 v bk B 22
TG 2F b, HIF-1 745 E 4 A R R IETE AR Hp g RAEAN R AR [ 19]

4. RHEZERT HIF BOYER B84l
4.1. HIF-1 5§21/ 4

K& NARTHFER SR G hE i 2 R o RS T, M4 R SR EE M AT A AR = A R =
R 7 A P — AN B T R A IR Ak W TR A R D3 T8 TR I 2 S A R A PR SR PR 85, ] 28 W B
iE M ERE B ARG 9 e B A SS AL K 32 HIF-1 R4%, 740028 77 vh % 4% 8 BRI [20]. 24 A%k 1ML
BT, BE B P DL AR R R S M B IR, HIF-1 383 855 Glut-1 LSRR IR 1842 (1) S Bt il
L] 22 1 -6 1 F0t S R 6~ 1 61 267 M R I I () 3R 0, B ] 28 WIS B A W T AR I A 30, TR i
25 200 A K 48T 26 B (0 B [211 ] BELWT PHID X HIF-1oc F B A 1T LA B8 22 (14076 260 0 43 0t B0 S8 AL i IR LS
BWARPPP) R, [RINT R/ WE IR AR B, e 28 AR 48 JUAE B ML R AU SRR IR )R AR A [22] . DRI, 4EHF
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A M AL JF AR AS 2 HIF-1 RIS Sl 2 55 A B ZENLH 2 —, I8 HIF-1 454740 M S0aL JFUIRES T LA
PRAr 4 i G 52 S A LA 5 A 923

S 1L e A T Ak 3 2 A /N BROGT A s ML 7 AR i 52 14, FHZE AR BN R BRI R Bk e, 5 AR & AR B/
BSUAH LU B AR AR R8N, (ERAE YR PERA T EPO J X Fh & {7 4 1 H BH 2 0k 55 [ 24] - HIF-1 7] LUE i EPO
(AR DABG INZL AR M A i, 2R 1T 3 i AU I, DR 4 I S 52 R AU ML A3 495 (5] FI07R HIF-1 B)3RIK 1) [
iF EPO + Glut-1 RiE gD, I HMHE RGEDRedifh =z [25].

FEh, MG IRV A 1 (NCX )2 4ERFA A SRR AS R O o ok Sl I, S50 2 T Ac B2 T g I HIF-1 225
HNCX1 RiEWD, AR INEMAZ . XRH HIF-1 3853 EiE NCX1 REERF I A RS RIRE e, i
WA TUANESFRAS([26] [27]. BEAHE 1 IR SRR T (PTRE)E R TR 2 . MA RN Z AR JER
PRI 2 b AR A M e B 2 b S e/ E . M0 PTRFE 5 2602 5 a2 25 (A B A 5 1) IR A o A 148
T PLA2GAA PG MR Mo I i P (VR B JE A & o4l g HIF-1o0 1 STAT3 jiid 5 PTRF
TEMRZ TTAR M 1R S 37 45 & K R4 PTRF [ VR AR, HETT 7T PLA2G4A s ARz e Mk i
K IR $1475[28]

4.2. HIF-1 5§4M#

KEIGRBTFIIG R ER B, WIS B SR B B3 . S50 2¢ 1 B i R e FE i A Y]
BT H AR R AR SR 29] . WM I A A B R S AR AR, BOREAARAE HL AR
i R e A AT B T B AT RS T A N3 8 PHD R3S, S8 HIF-1a AR E FIAL 2
[30]. #R1f0, TELRiIfA DNA HREHHBEE G M BIX MG, SRLRIAIE NGB,
I I [ 4 TR TEOE M SEU(ROS)RAS 5 4EF B4 HIF-1a A2 5E[31]. BEAN, B9 ROS A LUEE NF-«B i
%, #EiE HIF-1a 5317 —ASHH NF-«B 45607 A5 S HIF-1a, S8 HIF-1a £IATHE[32].

FE/NE MCAO FAIdr, HIF-1 AZEGRIMAZ X L G ) X R [ i il i 45 & 5 — A AL R A
(iINOS)JH BT 45 Ak Ll 5 iINOS FEKRIA[33], @i #in—% L ZA(INO) A AT LG 3% NMDA
AR G B BRI B 51 AR £ AR T [34]. A TR R B 7 R 5 A0 B S 2L HIF-1a 1 INOS 1)
R, HIF-1o FFE G PG 58, HIF-1a M1 INOS 3 5E AL FEYIZR f Z 4 48 70 P RIS HIF-1a AT ek INOS
(AR S0 S I 5 AR R (R R A R, 327 HIF-1a 25060 7 96Uk J5 A0 375 5 1 Ao sk L i 32 3 2 7 INO'S 11
WAT[35],

4.3. HIF-1 EM&EE%

PSRBT, J5 0 I B g e I T A R — AN R B IS AR, AR BRI AR 4 B ik 4 SR A SRR R
Wi, AR KINIhRE K 2 B e At . (Roles of HIFs and VEGF in angiogenesis in the retina and brain)Ifil
AR AR EWRNSRE, WAk SR B B B, X SR R % R
THE DL AL SR BB 4R SR . I 7 ARV P S A ) S R Y IR TR LA N R A KR (VEGF),  FHEZH 2
LR AE . VEGF B0 ML A K 40H(EC) 324k, BUETY EC /2% 85, @@, X2t
Y1 1M AR RN 4 R L ED IR [4). HIF-1 A4 H] VEGF 31K ARG AR 1E 75 22 0 I 1) AL SO0 A7 & 2E I
Wik MRS HIF/VEGF REMEUEAKCFRIR EHEE, SRR A EK, FaealiHiB[36]. Mk i Hk4
i), HIF-1 @it B8 VEGF [3RIE, S8 s i i 20 23 1) S SRS FR 08, AT (32 37 A= I8 i F2 B 7 /)
. MCAO #ifd, [HZE R zhikfE 48~72 h, MALLZH/EME N RN Z, HIF-1 HE%i5S VEGF
A VEGFR (1381, #&7~ HIF-1 4% VEGF /1t R WIIE £ NK[37]. AWK, BAsyd, 18 - i
B3z B 1 2 30 550, T CAIE S HIF-10/VEGF 38 i 52 25 950/ 0 i i 1 K R PRIASE B T AR A i 48 D RE SR A3 [38]
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Rltk, 7EARPREH, HIF-1 81877 VEGF /3 £ R AR ER

HA2, MRk E I B0E 1 HIF-1 5 515 S T ae i LA 2 Dhse, 5400 BBB JEi%E P )5 BBB 4
MR AR . A0 T3 R BN . B0 75 /NS0 KA B 4010 5 5 /e ik b, (H CNS 1
ISP ) 20 5 PN B A P o B e [39] o SIS N R L2 BRI, 225 BBB HITE R GERE L LA i |
MRS A e A e i ss . AR, HIF-1 nJREIE ps3 S R4IEIE T, HIF-1 5544 SHEk
Y I BRI S A 7 5, O T R AR B DX R A e A L ke T U B R e R, IR T I
EBUR DA SRR B X St 22 o i, o508 7 A D Re B [40]

HIF-1 FE8 1 2510 1 VR 15 22 /N BBk DA, i e ML s S 40 4 i A I8 s = v ) O S 3 i 1 5 ) e
FFas . — 5T, HIF-1 a7 DU 3 i 45 28 Sk i il i i 20 SR B0 RSB F- P, ek 4B E .
{555 —J7 T, i 2 v 18] HIF-1 15 5% 5 AU0E 2 7= AR A R I I35 2008 o (B A R S 2, A HIF-1
TEFTA QU RSR B R S50 5 5, AR 4 M T 453475 RO 52 PR A [+ T 0 3 AN ] 1) Rk /K, HIF-1 AoE RIS AR AT
RE7E AN AT AT 917 (S 5] BBB 4 i o7 A R [R] A 50

4.4. HIF-1 5K L E

R 9 2 Mo A A, i P 9E 9 452 07 P B o IR o 8 2 I 400 B ) SIS R 0, 38 /0 SRR I A L /) A Joi 4 i
MR TR AN [41]0 /N BT IE PR 22 2R 450 v ) 32 B0 I S e AN MO 2R 20, /N B Jo 0 i e e Wk ) 1
S P S 20 R R R KRR AS [42]. BRI E R Z . ), BRMETTHMET S 5, b
i Y S SR A O R 1Y) 50% [431. [RIRS, B R o 4T B 2 A4 A 28 1ML BR. G (neurovascular unit, NVU) ) 5 %
YA, 7EAE B RO ERAS TR OO R A O AR R RN 45 84 5 D R (0 4 538 R A B AR

AP O B S, A 2R 4 R P I R AR T A T, S K A e S S, (R B (A
MR AEA MR 7 EE T ROS Al NO, MF—RIISCRERIR N, S BN BE A Ak 22 1) e
TF[44]. HIF-1 @ik i 55 28RE PR B O SRE A = 2 5 AR5 R I P& ORE I BE[45]. B FiR M,
HIF-1 55 R T AL T2, W1 IL-20. MCP-1 F1 MCP-5, HNEE 2 AE154%5[46]. 1E S 4 ik 25
rhE ], HIF-1 383d CD36 Ml MFG-E8 i@ B (e #E /MR BT 4i il fk . ROS F1 TNF-a (174, MIfTF-Pi s
ZHA[19]. toll BESZAA 4 (Toll-like receptor 4, TLR4) & —Fh /- F & KIEM E B2k, 5/NRER RS
R PR 2 IR 25 D) AE G [47]. TLR4 = AT/ S5 40 BAR At o mp P oh 200 M V2 i R 98 i R 1 R
OSG4I B RE (48], BRESKAT R, HIF-1 83 B 345 & TLR4 2K )5 3h 7% TLR4 (1)
ik, TLR4 AL NF-xb B HIF-1 [3R1K[49]. TEARSMEIELT BV2 diffarf, #f] HIF-1
ABEAK TLR4 MIERIE, RREME RAE[S0]. [FFE, WFFCAIL HIF-1a MIANHIRAR T 20 R SIS T /MR
IR 44 6 R0 o HIF- 1o T 0 XAR BB J5 /N 03 4 i - NOD B 52440 8 F1-3 (NLRP3) 4 fiE /NH A S AR T,
AR BE A AE 55 (AT A B E, aX ik — 0 58 1 FRATTRT HIF- 1o 75 i 00 14 i 16995 A R0 16 4B A FH 09
PRAR[51] [52].

HHHX A 22 2R G5 (CNS) A2 2] e ifil SR R B , HIF-100 RT3 3 300 80 22 S JORE A B S0S /N e B 4 Ha [ 53 13t
43 IL-1a« TNF #l Clq W53 BIE R AL A Z P E KRG EEE Al RA[54], 2 A
AIRGRA T M IR TOIET . B T RCA S A TR RO, AL R TR 40 i 2 2 3k 37 R fid
TR fEdE CNS #H4 TG T RETE 2R [55]

FyAh, PR R Ik O I B R AE A U S K R R IR VAR I R O B (56 . 1% 08 % PO R TR
(cerebrospinal fluid, CSF)IY# #h K ifiL 5 & BBl 2 AR N KTl FE7KIBTE & H-4 (AQP4)/KiEE FI/EFH N kA
A TE 5, E A 5] 5 Y (interstitial fluid, ISF). ISF FHZH 24 A4 QIEHE Bl BA K A FIA T B 41 1 5 433k
DA K — 6 [T PR R A AR R[5 7] FEMR LS, WPE VR RN ISF R K& BBl SN HEAE P45, IS
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] BR AR S A0 I A B B AR R AR R Y (B W ABS Tau B )55 [ 58] FHE8 Hie Joi vbk EEL i i 11 465 ) S it ol
ST R T T A0 M 2 1R K B T 2R -4 (AQP4). AQP4 R I Y I fii 5 b 5e B . {2 kB VR (CSF)IE A K
R BR AU R [59]. HIF-1a & AQP4 () BUfie i TN, mILKz) AQP4 ik L. HHFFiR,
AQP4 1 FRIE A RS ik IR i3 H IfiL (subarachnoid hemorrhage, SAH)% S50 AQP4 Z#4L A1 BBB 1
3, JFEAHRD T SAH JE S E A RIEMthZ nAt T . ENA S 5 RUIK HIF-1a. AQP4 (3L W]
PAB] RGN 22 TOA7 s, FRIRAR N K I LA R A 22 D RE B 5[ 60 o

SR, MR R 5 2 e KRG s A . BT AQP4 {2t CSF 5 ISF MIsc#ie, g
RVERFEEE B (AB)FH tau 55 £ AR G FRiR A%, X S8 8 1 Bl R ILPE JB A AR 2 148 2R G A8 10 114 K i
IR, IR RKHEEEE61]. THEARE[62].

AN, /N5 2 R TR M o 24 It 2 A 22 A R v R A A B AN RG22 5 AT BV DA SR R T E
FESCRFIIRBES 5 (63 ] [64] i fif L SR S IR DA 58 184 L 10 4o 222 JS I 41 L T e 2 A A 282 9 I, Tk 2 K
PIFHEE RGEHT[64].

4.5. HIF-1 54AT. 3%, B

BB T RN AR RMERNL. RERARIERNG . AKRIE PR %S — RAPR I R L RS
H A 70 i 40 B AR T 3842 KRB N =Fh: T (apoptosis). K5l (necrosis) & H I (autophagy) — 45 i 1%
IRFE & B A R B ME IR BB R 1, MBS — R R, PUE BB T IR R AE S i o B, AT
Je— PR I A AR T T e R BRI SR L ASE R AE 7 v R IR 22 TR BB 2 B R AR AR AR A 0 X3, T A
22U T R A AR A BT R R i SRR R I X k. b T R A BE S AR P R 4 T A TS
JRLE NS B IR BE S I, 4 B I R A A SRR AEAE O AR B0 . A IR ER ML ERAEUS 19 30 min, F5ERE
W Th e, BOE IAS R A REAE SV A 4 R 25 HIFla RIFEMR, H0H] T 40008 45 5 TR E T E[65]. 1E
BRI AR 1 Y40 M L P85 B TR BE S INROE HIF-1a #sk. AR, (EFEFM T HIF-1a
(A% e VX A R T A A6 A (R i I [66]

FE A A A, HIF-1 S0 T B A DU SR« 78S S A0 i) HIF- 1o ] 9520 o 45 A8 T2 40
MU [67]. MR, TEMHTEIE HIF-1a S INPREc G MR Tl dE . HIF-1 nridsd Bife e
TGS TS T8 . Bel-2 Z0REIERIH T8 H 77, W Bax. Bak. bni3l. Nip3 Al BNIP3. SR,
HIF-1 %% BNIP3L {31k, JF5 Bel-2. Bel-x (L). EIBI9K i T &AM HAE M, MHITHET-EAK
Dhse, MIme st g s 1-[68]. Ak, HIF-1o @0 p53 72 ZiEEMIm2) /- F 1 p53 FEMAZ 5 AL,
BN p53 BIREE VER R T-[69]. 4RT, HIF-la 7] L@ _FiE EPO M1 VEGF SIS BhE 414~
IR TR TS, A RN 20 B3 N B FA [ 70]. HIF-1 36 7] DU ik EPO KIS 1EH . HWF5T
WY BPO AT LAl i e i oy 475 PE R B FR(BEAA) IR 71]. A B FUARIE TR BAE LR KRB 2R M
AR R I /I 22 G ORE HR R SR IMN. EPO JE A &R AR /b HARE o H B R34 n. [, EPO
R 5 PR KR -1 BA 8 AT BAYE D N-FE-D-R AR A T A0 8 T Rsh 2451455 72] -

W 2 S AZ 40 M 7E K B E A0 I AR HR O B — Fh B ORI AL, AR 5 P 0 O 38 DL % Wk R R 48
IS IR FORE B2 DR [ 73] 1 W 7 SR I P 2 o o PR A PR O 1, G EL W AT Bh TIE BR T A R I R 1, R
TR AN MIAE S, T I W AT B S B A AL T [ 74]. AR Y] HPC 78 B il 26 b b R 4%
Ry E T, W g8 HIF-1a/beclinl 45 E WE[75]. ££ SH-SYSY 40 ML) OGD #5784 Fr, HIF-1 345 [ 1,
T2k LB 5[ 76]. HIF-1 7T LS 2 Fug A Ak, L BNIP3 /& HIF-1a & B ZE LR 2
—. BNIP3 A {2t Beclinl 5 Bel-2 ({14355, FHiHL 5 beclin-1 35 4+45 4 Bel-2 ¥#ih HE[75]. BNIP3 ki
1L #01] Rheb mTOR/S6 K/4E-BP {553 B (1) i K1 A1 mTOR ¥iE H W[ 77]. HIF-1a % 31 p53 -
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WA BT A0S . 2B R RS T, HIF-la B FR TS ps3 ifae, @ Mams S
NS REE[ 78] HE AN, BRAE HIF-1 i /23 BNIP3 Al Beclin-1/AtgS H &Y 1AKiF S LRA B W,
M2 ROS B2 4797
5. ATRRE

HIF-1 e tZ 81, AT B IR X SR 4 R 3 o7 1 28 B RN B AR B e N . HIF-1 BT o TEFE(HIF-1a)
ML R RIE ) B I (HIF-18)2H 5o 0 S A A0 S5 HIF-1 s, I8k 18 4 S0 38 IR 78 i 25 o 2 2
FORIEEBEMEH, WAREMRS . SN B, MEEE, WA I0E. MRAI. FHT. BWESEZ L.
HIF-1 755 58 1 A A R T 20 B S Y R ot L () 4 2 i (R AORR B o AE BRI 14 25 i 5L, 041 HIF-1a 7]
PRI BK PR T, FEESEE A T REE G . SR, fEARHIRE, R TR R B
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