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B OE . A LB B E N5 (neonatal hypoxic ischemic brain damage, HIBD) & 45 il 7~ #tH K £ F AN Fi 4]
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The role of HIF-1a in neonatal hypoxic ischemic brain damage
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Abstract: Neonatal hypoxic ischemic brain damage (HIBD) is the major cause of mortality and morbidity to the
newborn in the perinatal period, which results from partially or completely ischemia and hypoxia to the brain of
neonates and leads to brain injury. HIBD is highly lethal and disabling, and its pathogenesis is complicated and not
completely clear. Hypoxia-inducible factor-1o (HIF-1a) is a key transcription factor regulating cellular adaptation to
hypoxic environments. In HIBD, HIF-1a has both neuroprotective and neurotoxic effects, mainly related to the

duration and degree of neonatal cerebral ischemia and hypoxia. The research evidence of HIF-1o in HIBD and

downstream events, as well as the specific mechanisms are summarized and discussed in this review.

Key words: hypoxia-inducible factor-1o; neonatal; hypoxic ischemic brain damage

B A= L Sk o 5k 40V Jix 45 495 (hypoxic ischemic
brain damage, HIBD) J2 fi& [l /™ Ji i 35 1L i gk 2> 3 2
2 3R B AR B A 2, SRR SR e
BPE. FACSEON SOE S — RYVR B, M
FORAE LN e, 12 S AR RS, LR AET
M) —Fh P RGP RIE 2022 44 7 T AEH
Git, Attt SRR HIBD JET- 10828 ) LK, B
A LESET NELH) 1/4, 12k B 5K e vb [ 5
TERIR R N 1%0 T 26%0 . HIBD & 9% 5l Kl %
FEH ORI 2% . MO B AR B A ki, RERT
g R i R SR AR 2 T AR T B I R A S = AN

Be: S—HrBOV HIBD J51 6 h Y, Bt 32 22
R RURML Ca® BEES] R M 4 T A R AR
LR A AT 55 I BRI E 1 6~15 h A,
2B BRI E A 1 TR 3 Bl 4 o Rk AR AR R MR
REE TN, KEIFTERM T AN R4 T AL
RIFCIRAS, IFit— P OIR R RAA DRE, B I

WisHHEA: 2024-06-19; 1&EHHEA: 2024-08-02
EemB.: EXBEARBSES 1 L0 H(82073824);
Wb BRI 4 A0 H (2021CFB232)
*BIS1EE: E-mail: 329856208@qq.com (fiiA);
yueyue.ccl1@foxmail.com (%)



1526 GRS

364

IR AN, F5RANMAET 5 55 =B Bo R AR AE w445
JEHIEBR BZHH , %P B R TR AN A A 4
AP G2 A SO P 4T 2 20 HIBD #4s Jiti
SRR LI T Bl T IR 4 JCAE TR
RHARIGIT 5 A B E KR A . B AT, (KIER
19T (therapeutic hypothermia, TH) & Mk — 345 11 PR
HHERIVE Y 7, {H HIBD B2 Mg & . 1897
INFIB) A 7, PN AR VR T I 44 N bR v A AR
K&, FEORTRRARMANE, HEERGH
PR B Rk, XSHZBE AL RN T R SR E L
A RORTT NG 1 2 %

B415 S A F 1 (hypoxia inducible factor-1, HIF-1)
e TR AN TR B A T e S ) S B Y R, AR
J& I HIF-10 F1 45 kg B HIF-1B 3 17 56 B 45 1T A
o SEELER ALY R A =R AL, 43552 HIF-1a.
HIF-2a. HIF-30, 3 HIF-1a 7 85 (5 5 38 i
RIEEEAER . HIF-1a (125 F1E R T4 AN
MR, HAEWR 21% O,) & N,
FE S S, I A U s A DR B SR A S A
KN IEAE T B 1T R A 2 A AR FRAE T M. A
i 22424 HIF-1o (2R AL, 5 )38 HIF-1o £
HIBD i fE I BLH,  IF 7 B 72 b BR Al 125 HIBD
R IT TR 2 AR AL

1 HIF-1af945H 55

1.1 HIF-1ap9%44

HIF-la & —F & 826 N B 7k 2 1) 8 A
i, AN TN 120 kDa, fii T 14 5S4k
Q21~q24 Kb, HZERITE R N A i 25 F4 350F0 T BE AL 1)
C R iy 45 M B AH . N A ity FH %% 3% (R 1 5K ik i 1
bHLH. %5t — SR HE A7 51| PAS-A #1 PAS-B ZH ¥,
HIBE NN T HIF-1 BRI AL 3 HIF-1 5
A L [A] Y R 480 S B 5L (hypoxia response element,

HRE) 25 & ¢ o A) [X 38 %0 0 0 B o 405 H) 3
(oxygen~dependent degradation domain, ODDD) 1 N
Uiy 531~575 fi7 24 1R 2 18] (1) 33005 [X (transactivation
domain, TAD) 2 &, 43 il 21 1 757 & A2 € M A 1k
HIF-1o BEAFIIVEIT  C I 786~826 A FE MR 7]
WA —4 TAD, H54HEE BB RERR IR
[N TCAF45 4 B H (cAMP-response element binding
protein, CREB) Fl p300 £ &, 7F H 48 2614 5
HIF-1a 85 (B DP,
1.2 HIF-1afE KR AT

HIF-1 %% 5% K 1 0% £ 2408 T HIF-1o 1
B . EHENIT, HIF-la 4 ot gl od b b
fiff. HIF-la £ 4E 3 AN 34N £, H b ODDD f#
122 R iR AE, C o TAD HAELE 1| M RAR
PR B HE o HIF-Tou H F18 I 22 TR Bk i e 4 A4 M 128 i
Bk -4- $2 AL B (prolyl-4-hydroxylases, PHD) ¥% £ 1k,
HET# B3 12 2% 82 Von Hippel-Lindau £& (4 (VHL)
MR . 53— PRI ALS BOR AR AL g
T, HoA s & ) K1 (factor inhibiting HIF, FIH)
¥ HIF-1o ¥ C 3t TAD &5 #4480 4 F) R 2 20 IR ik 5k
A, BRI S LGS 7 CREB 4565 H
(CREB-binding protein, CBP)/p300 %5 4. PHD A1 FIH
AR FRAAE H S U6 T 78 2 1 O, A 2- S 1R
(2-oxoglutaeate, 2-OG) 1 A JEY), I H.75 % Fe’' 1
AR . MR AR, BT IEHAN S
- JhE SR LA A ) PHD A FIH (3& M4, 2R kit
BT A 3 25 L AR i R 1 I T K Fe® A AR
Fe*" 40| 7 PHD 1 FIH & M, X L6 & 55
HIF-1o ANHEFEf# I 5 HIF-1p A K — Rk, F)5
¥ AL B AMMIA% 5 HRE 454, P40 N SRS AH
IR A 5 1,
1.3  HIF-1afyIEERFBIEBATIRE

B T AR RS, HIF-1a 825 JE A K

222 0 W i P

“BX, HREEAKX

&1 HIF-1o8) — 4% R=E
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MR8 . BT -«B (nuclear-factor kappa B, NF-
KB) {75 5 it % 10 5 42 A R S S N Ak RORE S R ) 3R 0A
110 B Al & HIF-1ou (1% 5%, T A 42200 B 1 3 %
P ) (AHE s Jor — AR = R R ) T AT DA )
HIF-lo A4 7. tah, 2RISR [
(mitogen-activated protein kinase, MAPK) 15 5 i %
FEYA T HIF-1o o 42 2 3 20E F . — IO 66 i e 4
PSR S5 AL, B i B MAPK {4 HIF-1a A&
BRI, T HIF-1 ) VEL (s o,
Ak, MAPK it i i i€ #t HIF-p300/CBP 5 &4 1)
T, BETTE TS p300/CBP ) 2 s s HIF-1a
i P,

2 HIF-1of0HIBD

TEFIXIE KRG, AHE JORT BRI ER SR 9 B
&, I IR R AL AR K 5 R 1 Ry
THFFMA TR NI IRARAS, HIF-Lo @i 845 % %
P #4312 5 1 (glucose transporter, Glut). Il 4 4
K [K-F (vascular endothelial growth factor, VEGF). ¢
LM A 2% (erythropoietin, EPO) 255 [K [#) & 1A 1
RIFEMARP M A TEEH . #H70RKI, HIF-1a
£ HIBD " A XUEAE ], — 7 i o 755 4ok i
(AN N e 11 A = R oY £ AN BTS2 U oY AN R = R
W JFRAFEREME R IER s 5—77H, HIF-la
JE s 35 ot i o o RIS M L R T 2E R RORE T

A5 4 SE T I = s (P 2)M
2.1 HIF-10iFE 8k (X5
R — AR SR 6 B e 7 R B e,
rh 22 ORE A 7E AL B IR A Ik BE AL T a0 M A
HIBD &A=, Sobifaid i 8 77 ki ik 5 &Y i &
PR S BEIR T 2 i T e 45 7 R A2 40
AR 7 oK. Lee 2 U R B, SR HIF-lo &k
A BORLAR FL 1A% 336 B T 52500 110 I 5 A 7K e ) 22
R BEARAH K, BRIy HIF-1o ERE &
Y1V i 2 C AL EE 4-2 (cytochrome C oxidase
4-2, COX4-2) Fizkkifk LON (Lon protease, LON) &
FIREI L, BT COX4-2 B #E# i COX4-1, LON
fle 1t COX4-1 1) [ fiff 12 [] 45 384 i COX4-2 [ £k,
NI 2 RN R G & o Tl = NEE - L e S o1
4, Douiev 45 1 56F COX4-1 Kk BH m b fry N\ 6L B Al
CF 4 AN AT SR BT A R, HIF-o B A 00
[ R COX4-2 () mRNA I F/KFHEm . BR
SR ZRLAR B2 G W )& M, HIF-1oo 3403 5 1 o
Glutl 3% PERARBERH 2 TCAEE . Guo 25 " BRI,
B N i 2 RE 2 A JR 4 1Y) HIE- Lo 8 R B 7 4100 1) A
P 0 B -6 TRl Mot U ) M T S A AR, e
A H] Glutl Rk RIG Ingn st - Mg . Lokl
AT AR 1) W TR 1) O R B 1 o TR P 1 1) 7L TR
A2 7 LRGBS A 1% 4. HIF-1o 7] LABOE 5
i P2 5t SO BB 1 (pyruvate dehydrogenase kinase 1,

R |

COX4-1  Glut1  PDK1 LDH ROS VEGF

1 ) \ )
[ T
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EPO  NF-KB Effﬁg@ BNIP3 P53 HO-1 Tf NCOA4

ETIRE R w211 R 22 N i R 5 A N vz {Et4H 14
ER5 AR g4k WERE LR FERIE fEgeT fegeT
— (@i —

[E2 HIF-1a7EHIBD A HY{E &
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PDK1), A& {5 A Pl 1 it Sl 1k 12 A 17 20, BELIE TS
PR 1) T S G A I 64k s S5tk EII), HIF-lo 38
2 0T FLER I &L (lactate dehydrogenase A, LDHA)
(et AR AL RR etk Y. W RRBL, RS SR
PDK1 fil LDHA ) mRNA i, 3 H 3% K415
B 2 33X P AR Ak A 1 HIF-1a {5 5 3 2% 5 5 19,
R, Ml 1- FREEE -6- Fodk -2,2,4- = FJ -1,2-
& W& Bk (1-benzoyl-6-hydroxy-2,2,4-trimethyl-1,2-
dihydroquinoline, BHDQ) 5 7 K Kt fixi 5k I iF &2 B
BHDQ F#AK HIF-1ow 3% 4 119 [7] B 9458 75 K i v 7L IR
ST G R T N V3 = B G DU K (TS v = R AW
i RAFEM 2R ER 1,
2.2 HIF-1oiE SR ERS

A it 1) 28 A 3 SR B A5 Y- 1 R I A AL TR R 4R
TR RN R~ o AR 9 SRS IR B N 4EFFAL AR AL IE
JFERa S SRR R 1, HIF-1o 3@ iy 2 b v v 4
()77 A e el b 2 i R SR AR A . — TS BRI B A
YN N B AR SR A5 R R, RRR HIF-1o 22K 22 3
SO0 it P SRR R 1 AT At T MY 2R A
JOiE M) 3 BRI, I A R A R R
PRSP AE I — A RS . I A A R G B 2
v AR 1o (peroxisome proliferators-activated receptor
y coactivator 1a, PGC-1a) A HIF-1a [ F#EFEK 2
—, FEARE S N W HIF-1o0 0061 328 10 ek 20 25 i A4
% . Huang 25 " %t C2C12 4 o 3 AT S 4 b 51
JGRBL, K% S HIF-10 383 PPAR/PGC-1o. 15
REp ik I ES Y R oY aE S TITR WAy 2N Tl S S
s b e R AR R B 10 ik R R dE LR ik H R . Bel-2
A B AE H 55 A 3 (Bcl2 interacting protein 3, BNIP3)
S L RAR B R OCHE 7> 1, A% HIF-1o v] 3 9%
BNIP3 ) #2151 i b LR WL A F . Fu 25 P R I
B B JUE 457 DR 4 B T IR -1 o 35 K] 23 349 m 4 i 3% 1k 4L
7= 2, T3 22 1k HIF-1ou 56 R U AT UG 13 1% ot o
A, HIF-1o 3838 o #i) e bi A 2 G4 T sk
Pl IEHE AR R A . — T FU AR g AT B AR A BE
(VI AIF 5% 45 SR 3K B9, HIF-la ¥075 (1) microRNA-210
W HPHIE A T ek g AR T PR PRI Ze ks
= A s R P [FFE, Chan 25 P2 3@ i i Bk /D
f VHL % KIE B T microRNA-210 %% () T = B
A HIF-1a MHYE, B FR I GO AE 1[5 I 1 e
SAEY T ik 8 R T 1 B A A A S A
AR

3 —J7 T, HIF-1ou 38 ik 3 hnids J5 20 25 bk H ik
(glutathione, GSH) [1) & B R Y 715 48 g 1) 4604k 380 Jit

FadS. GSH TE NN FERHUAMT], HAK P14
FF AR T O 5 2 M TR i i N e TR EF IR B R
(triphosphopyridine nucleotide, NADPH) & 5. #t
FLF B, HIF-lo n] DLBEOE 22 2 16 2 R R il -2
I R 36 DY S 18 e Sl -2 (1% % 53 DA hn 4 A4
NADPH (#4:k ®l. 76 K562 41 fitd o, 3 3ik HIF-1a
TEFE I NAPDH S FlE 2204 1) [F] Bt 2> BRI 40 B Y
TP KCE B Ak, Bl SR HIF-1o £33
TEREER H O A B 2 MR A -1 R
22 IR IR (e 53¢, (R &0 1) 2 2 R R 4L
M2 Z RN GSH & i TR i, H& iy
I FI TR GSH 14 i
2.3 HIF-103F#E M ES R

HIF-1o X 1M 8 AE B (1) VF 22 J2E IR #0 BL AT R 454
A, - VEGF {E n EE 1 RERE 7 H%ES 5L
EAEMRMZ AL, FRERY], VEGF £ A F K
HIBD o {5 28 70 2 A AN R 4 H - £ HIBD L,
VEGF 8 i i3k 58 % % 12 2 1 70 ff SR 385 o of. o o e
FEE M, SEURKIFZ o, I B
FERE 5 VEGF IRIE 2 IEMSE. Mu % P17 P10 K
B R TS 5 PR K 2 J2 % L, HIF-1a 1 VEGF
Ve EAEGRIN 8 h 5 ¥ RGN, HrEBE G ZH 2K
Jifo R AT RN, T I S A ORI ) VEGF
5509 B AR IR T B2 M 45 3 T s PIBK-Akt {5 5
WS, BSOS — AR A B AR BOS AT AN R 2
TSR L PR R A %) 5 5 1 ke o i P Bt e (1
ik B, 78 HIBD J5 #, VEGF W@ i e i3k i 5 A=
BRI RIEM AR E . 76 P7 /N BRI B AR R
BRI 24 h J5 18 R 5 FG-4497 (PHD #1477 ) S8
fili 9 HIF-1o K& % 4, VEGF £iAF 5 LA
P A5 DX A i 5 A 2B e BT [RIRE, sk B gk B
FAET Y6 7 R R 808 A KRR I, T 1 R
JE AT SR 28 R BRI HIC AT LR 2 F 8 HIF-
lo 1 VEGF 31K M J8 2 i 451475
2.4 HIF-10iF#FEPO

EPO & HIF-lo FJHRJE K 2 —, g —Fh 3%
(3 A B R 7, 54 1 40 I SR T EPO 2 1k 45
EEREb G IRE S by e 1 E AR S DU fichri EAN
ST B 1R AR R A R R, AR 40 R e 32 R AR
afio X P1O K U & A B g F 5 B, HIF-1a
FERG R M 8 h JEik BI0EME, [FIR % EPO 3%
B P, B EoR, EPO 1R KN R B AR I B
I REREEER . £ KR E R, EPO ]
DU 30 A /0N BRUG 28 IX 4 8 e A R S T BSORT /
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V., & HIF-1ofE 874 ) LSk S M i 4545 A r 47 1529

IS 5T 440 i e B R L R AR, HIF-1o0 2 25 3 n
K EPO A fs, 38 3 184 0 21 4 Ffa 7 4 & >k ik
R AR Li 2 B I oK R OK i R 3 ok
ZEFR Y (middle cerebral artery occlusion, MCAO) )it
FORBL, NGk 1 b SN A S HIF-1o 7T DL 251
B EPO (1) mRNA FlE H /K I RIEM ARG o
[FRE, ] # 41 N Y8 EPO 97 HIBD KW 784 M,
EPO u] DL i EPOR-ERK 1 15 5 i &% 54 i i (4 5 52
195 [X 338 1 10 A A BT AR B A 2 AR R PP S 4
EPO Hx & WA IR 1A J7 % HIBD & LR34 F ok 1
AR —RYT, XRPWALR S EPO KA il
FAAT B — R mT S IA T 5 28 PY
2.5 HIF-1oF4RAEZEAE

2 A RE & HIBD & A2 & R i) — A~ L 2 7%,
DRI R L SR 28 A6 T2 PR 40 282 6 2 T /) I o 4 B AN 2 T
B 5 2 R T A 8 A i BT 7 A AL R -, FH 5540 A
e 2 4 6 3] DR i 452 4% DX 3 0 gk — A i R & T e AR
55 B9, HIF-1a 1 Sy 4H M 5 328 0 9 1) 5% B e S 1
PR, T8 Y 8 RE 4 A PR R TSR 4% i 24
HIRIEZ 502 20 BT . M 28 RE B 88 L I 2%
SiE/IMA 3 (nucleotide-binding, oligomerization domain,
leucine-rich repeat and pyrin domain-containing 3,
NLRP3) [ %% 5% AU 52 % s A NF-xB il 1%,
i HIF-1o 7] LA 5 NF-xB 3% 7 . Jiang 2 B
FIRIE TR B, %K B MACO FE7U Fi] HIF-1a 414
7 (YC-1) A] DLF#{% NLRP3 [) mRNA 17 4 £ 1A
KAV, D A JE AR TT R T T R A AR 1
Fo [FEIRE, X 2E /N B HIBD £ 284 (R afF 50 0 38 B,
miR-374a-5p 38iL 15 NLRP3 R0 /N 5 57 20 it s
JBUR A AR 7, AT st ph 4 g BT kA,
FoIE I HIF- 1o 38 32 i 2 0 41 g M1 B B Ak T
PRIERIE KA TENG 2 8 3 00 i BE 20 A8 E AR Y
i, He % B E W] HIF-1o AT LU HIF-1o/ 79 B R
B4 M2 (pyruvate kinase M2, PKM2) {55 538 i 42 2t
EIR 40 i i) M1 B AR AL DL RORE T AR 2 Al L R - (
A EK -6+ MIREIRBEIE T -o) 10 D0EE SAE S BE, T A
FI PKM2 IG5, B A I AR 20 s W 32 3]
I o
2.6 HIF-1oFZRAETS

A0 MR T2 — b s g AR I 4l IR A T T 5
AR N RS EENS], FEHNEE (£
Kiff ) MAMENE (FET24K ) B, Hix Mgl
MEBET: 5 AR B KW I 5l B, Carmeliet
26 WOT S i AR AT 7T R B, HIF-1o 32 K]l s ) I

TAHMTES s sl G, FHECT XTI, RILH
B 22 f 4T it 28 B R D AR AR T . HIF-1o i85 1
VA 2 PRI T TR AR SR M T, ok B 48 itk
EL 9% -2 (B cell lymphoma 2 family protein, Bcl-2) £
1 5% 1 0 bk K 25 91 g (Caspase) 5% 1 78 40 g 3 7 o
RIERERIER

BNIP3 /& HIF-la /1 540 i & AEFE T 10 588
Wi ¥ 22—, WOE G ) BNIP3 5 Beclinl 3% 41 45
4 Bel-2 5 Bel-2 JE A &), B 5 i3 O\ 40 ffg i
% 5 DNA ¥ 3% Al mRNA 87 7] i 42 32k 40 B 9 1=
HIF-1o 75 FF 22 6 5 2% 28 T £ A i3 in BNIP3 (13
%, Guo % " 7F HIF-1a id 2632 f.Ca L4 i A 7L
RO, ZEER I FRIE S BN BNIP3 IRIL, I
H BNIP3 (133 7K P F40 i 08 T2 10 40 i 52 1E A G
e, £ MCAO #EAIH, HIF-1o 3 (K] i B 7T DL
# P BNIP3 ff] mRNA FII [ i RIE KT, FFk
SEBIL A S A LIRS s s T RE .

iy $E0 il DR P53 A& 40 B T2 1) o — AN R
ST, fEMEBVESRM FRIAR M. —
P53 it FiREESEEE (P21, NOVA) £ IA K% S
LTS, B J7TH P53 3B R A B kAR iR
¥ Bel-2 KRRt Bax, Bid SR #RIA, A8
2 R AR S 3 3 4 AL 3E 41 i €1 R ¢ (cytochrome c,
Cyt-c) B JECK 2 51 Caspase 1 #6 1 40 I 123845
A G J5 HIF-1o 23900 PS3 R e, Hik®
B9 HIF-10 38 3 #16) MDM2 (P53 2 2408 )
S P53 2 AL BRI B L PS3 A AS AL K 1R 5 41 g
T2 ™, Chen & ™ 38 33 K i MCAO £ 74 % 3,
{ii i siRNA 401l HIF-1a [ 22 34 AT DL i ik /b P53
Al Caspase-3 £ [ [ R IE M > #H & LA T I 7E
[FREH) MCAO #iRI 1, Xie 25 ™ iA457K T miR-125b
JET# ) P53 BHIET Bax/Cyt-c/Caspase-3 115 ‘5 1l %
MRFEM SR ER . [FIFE, XRE DA R A 758
Az JLHR, P53 TR Gk 2% 8T A2 K BRPE Sl i diR A i
040 A o} R 2 o 2 1Y,
2.7 HIF-1oF%E T

BENAREEN LR —, SH5ZMEE
WLEDDIES, WSS . 1R AR B R 1SS 5%
iy, 58 MR R PISE, FHOPAT T 48R40 it
BEREE, BRICT PR E PR R 40
MBET, T BRI PR 7 RRVRR T A
WEE . RRAKIMIENRA R E AR, Iz
THEBMZ AW, FIE SRR,
F et HIBD (K R . #F 70 8, HIF-lo [ 48
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FE IR 4 a1 41 2K 0 % B 1 (heme oxygenase-1, HO-1).
BNIP3. #:4k8 [ (transferrin, Tf) 552 54k N8k
AR TER MGG A MMEEES, 4
FF I 2% A BRI IR KT SR HIF-1a 2 5
Tf J3 3 XN ¥ HRE 45 & e Tf fRik, 8
o 45 i 22 00 T 8 Ak kb 40 B AE T . Guardia
% OO X HIBD BEAL B Fo R 0, BN 4h 24 Tf
95070 Foi ZH 2R B B i 1) [ B 39 0 AR s AR i 2 R
I 5 4 L ) BE S T B, IR IR M T AT At
fIC U HIF-1oo F 3 (1) BNIP3 23 410 i) #% 52 44 4 0
LI F 4 (nuclear receptor coactivator 4, NCOA4), 4
SFEAAEEO AL, FRICERAMEKT, R
KT 38 2> 4 i) HIF-1o (¥ B4 % Li %5 B9 R 3,
i RSB 2R AN A R 1) BNIP3 SR > b gk g &
1 PR W e A 7T 3 SO T A K P3G . [RIRE, A
F HIF-1a F2 7€ 5 FALELTT LU i NCOA4 1)
mRNA F1 5 [ 38 7K 1 ok 2> FH- 20 B PR i 25 4k 1 7K
7, HiXFhAR{k 2 i HIF-10/BNIP3/NCOA4 {5 53
AT AT B B ATiZ 5 T ALERT 78 R 7E HIBD
BEAT, ST HIRHLEIR AP, FL) HIF-1o/NOCA4
{5 = 1 BR AN HI Bk AL T BUVF 2 — Bl JT HIBD (14 2%
BT, HO-1 J& — P4k I 21 35 P i 28 BT 2% 25
Fe’" Fl—S LBk IO, SRR HIF-1a 3 {2 HO-1
(¥ 2 1 T 384 i Bk K P R IE, HIF-1o/
HO-1 & 2% 7 £ 2 Mg f b 5 S 20 T fEd Rk
HO-1 [/ BRSUIR A 2 7 I o7 40 v e A= e o Bk 2R
i, IR M B R R Th RERE RS B, IR
TR /N R A, 0% HIF-10/HO-1 {5 5 18 #% 2%
I AL T B NI DA 2 T A TR R Y. Bk,
Zheng % ™ @t HIBD #EAUIER, A FHERBE T4
71 liproxstatin-1 f& 75 29 /> HIF-1o {205 I 04035 i
MR
2.8 HIF-1efIRMIFLFIE

T IEAL P2 & — P ASELAE DNA J7 31 1 5 Wi
DR R A B AL RS A IS R, 45 DNA
&AL B E 4BL. SUMO {61 MicroRNA i
TR, T AR AR I )R 4 B AR I T R CRA E
AR SRR, SEEAT R RS AL s 2 5
B ORI KB 7 H D0 BRI XoF R 1
B AR BB B 5 VR TR B SR b N ) S B
SEIRF, HIF-1a (R IA 32 B R WAL LA R % B,

DNA F3EAL & Hifs DNA FFEEEE RS i Y 26 M
S- HHF HH ol 22 IR I 7% 301 M s g e Bk BBk 5- PR R
famsne, SR ER4K. DNA MR, DNA fE

YRR AR, M d S R Rk g — R AR B R .
BRI FE R B, AR AR A 52 HIBD Ji5 23 I
% 30 K HE R IEAIRZS, R RHXRE B 2R AR S
B HIF-10 RIA T B Koslowski 25 ™ #5753,
HIF-1a 331 CpG & K A& H FE L 2 4 i) HIF-1a
(2%, Tfd FH DNA R 3 5 4 il 100 6] 751 FEL B FY i
PR i S A U AT LA _E i HIF-1a (%34 . SET7/9 #&—
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