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Abstract

Polycystic ovary syndrome (PCOS) is a common endocrine and metabolic disorder. Its pathogenesis is
THEIRTEHE .
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complex and involves multiple pathological mechanisms such as insulin resistance, hyperandro-
genemia, and chronic inflammation. Hypoxia inducible factor-1«a (HIF-1a), a key regulator of hypoxic
response, participates in the development and progression of PCOS through various pathways, includ-
ing the regulation of insulin signaling, androgen metabolism, mitochondrial function, and inflamma-
tory response. Both monomeric compounds and compound prescriptions of traditional Chinese med-
icine may exert therapeutic effects on PCOS by modulating HIF-1a. By reviewing the relationship be-
tween HIF-1a and PCOS, as well as research on TCM interventions that target HIF-1g, this article aims
to provide new insights for the clinical management of PCOS.
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1. 5|8

Z PP FEEEGAE(PCOS) 2 —Fh Lot 5 W N 0 WA, S0 2Bk K2 6%~20% 1) B e [ 1]. PCOS
I PRI B FEHE IR R AG | SR e & 2 BN LRSS, s B AR & se /) AR (2] PCOS
FIRRHLIR 2%, BATARILE AW Rt Wit R Sl RIASEELZ RN KB Hh, 1BHRE
RRE FRE R AN T 5 B A& PCOS R 1) B B BRI Al 4] TR BRIWIRIRYT PCOS
(1 F 250 B0 48 10 5 2 3G BIGT) . (RHFOR 2GR R s, (e TR AR B E AN E . S, IV
JERIER G AE(OHSS) KU G N 45 2 FhAS R SONE,  FEAIS T 838 2GR MIES] [6]. B4 TR F-1a (HIF-
Vo) 72 40 it i L BRI 00 OB Sl R, WFFER A, HnTDLUEd RS /B Sdls . S 5MER
Wy OUNEIIRE R BRI, 25 PCOS WIRAES K, BARBUNIEIT PCOS Bl st /1[7].
HHER R 2T, ZIEEK. BRI, B2 T PCOS HIIGIKIAIT » IEAEkR, HOkEk 2 1A 5T
e R 253850 4% HIF-1a F-15 PCOS BIEF XML, v PCOS BRI AE T 1A .

2. HIF-1a ¥ER

HIF-1 (SRS F I T-1) 2 —Fh R I8 = RS 7, B S BUR Y HIF-1a AW S AN BUR Y HIF-18
PR B A RS, A 2 R I 3 R sk S A B 1 % 0 7 (8] HIF-la J& TR MEURTiE - ¥R - iR e 5 A
(bHLH-PAS) 3% K 75K H&[9], H/F DNA 456 1) bHLH 538, 25 MK PAS 45itik, BLA K
PR SR 1 % i &5 A9 3k (O DD D) A e S 45 MY IR (TAD) AL K[ 10] 0 75 #5826 T 5 T ¥ 1L B (PHDs)
i1k HIF-1a F7 58 2 R R R R R4k, BB VHL 25 RSBl 2 R - B A B A kB A s R,
TR ATk Jee 9t ¥ A Bl (P TH) J2 2 A 2 At ) L SR M o I FE SRR, PHDs A FIH WS PEREHIH], HIF-1a 13 LA
FOEM R, NG 54U FRIE K HIF-18 WA TR R AR . 1% AR SE & 8L R 8 3h 7 X (1
AR BLTCAH(HRE), HAEZELEGER -, A& S SCHE R R M e 5, 2 5 RS 40 AR R T . 4B AEvs
FUR B S R SR IR BT 38 9L S N R A7 S B[ 11] 6

3. HIF-1a £ PCOS FI{ER#%1
3.1. HIF-1« 5SESFERR

Jik &% Z HEPi(insulin resistance, IR) /& PCOS H— MR HFHIE, £ 35%~80% 1] PCOS &35 F:bE 5 A [FIFE
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FEIE B RIPU[12]. IR AU PCOS [WE B ELEAY, 2 AR RIEMAZ OISR R . BB RE
S GRS PENRARI AL, BN R R 2 BUNE IR . AR TERE I AR S O R Y XU
[13]. HIF-1a 7£ PCOS & = Hihu 9 & A 5 ke vp 86 OB A 8 . 9T S, PCOS JE35 ILil HIF-1a 7K
PR EF A, B IEEE Z (FINS) . HOMA-IR &5 15 2 i fa br 2 1EAH %, 278 HIF-1a 1825 PCOS
JoR S RARP UL AL 14]. BEARELVLEE 3-B/ 2 A IS B (PI3K/AK)(S 53 B2 R 5 3 T R oA Qi i a%
OMESHSIRE, PREYW, 7RSS PCOS KRB, 2[5 %% ENiE(Western Blot)k il 45
RN, MRS PIBK/AKT 15 5 i OC B 8 1 1 R IA /KO 1238 PR, /) BRUBE 3 3 BUE M IS, B A1 D)
AR N FE, KU PI3K/Akt {5 Sl % 7% 7] LLS 2 PCOS M = HEPL[15]. ELE[16)0F 7RI, Akt
& HIF-1a B _BFREE A —, fERkigifer, fH PI3K 74 B2 M| H NI & A HIF-1a 1%
Ko BRI, SMHES AT/ BN p-PI3K. p-AKT A1 HIF-1a 1355, 06|42
fi#E[17]o DN HIF-1a 7] G2I8IT PIBK-AKT/HIF-10 {5 5@ # 25 PCOS-IR MR A KE. BEFELIZEA 4
(GLUT4) & —Fifife i R BUB M 1B AT M AL s B 1, 75 8 3T A5 06 1007 440 6 55 4/ J) AL 2 0 7 26 v 1%
S, —TUIRRIF R, ARG RPN PCOS BHE T ENEF, GLUT4 RIEHE T, R
GLUT4 7E PCOS-IR fIRA 5 K e rh i 45 et M €[ 18], Wang F Z5[19]50 55 B3 72 K B ALAn i,
RIUAECOLER I RE T, HIF-1a FIRIEEE L, GLUT4 f mRNA FI&E N, REAMEMBE L
[0 A ek 2L, 5 S0 & MR 0 R B, o UL HE B IR, B HIF- 1o 834 5200 GLUT4 3Rk 55z,
AT 20 B P R A R RE T o (AL HIF-1a T REIE 2 5 PI3K-AKT/HIF-1a {5 518 . 17 GLUT4 i
PCOS-IR.

3.2. HIF-1« 5E#HFEMIE

e R T (HA) 2 PCOS F 2GR RILIAZ OFFIEZ —, HA 7E PCOS H B AW m I ERZE, 4
60%~80%[1] PCOS H#H A-1EAN AR BE R R A = [20] . — TR Fadid KEdE 5 AT R0 0T, #iar
T PCOS IPUFPEERIREN R, Hor “miE K B (HA-PCOS)” #A A WIRR R A, %30 R 2 3 (1)
ORI IR R R RS s, HIME R KAER B EFm21]. mkEEE E AR PCOS 1 —AN F 2RI,
W HBUR R  Wang Y S5 [22] K90, mi KPR R 7T Lod s B IS 2k ik i2 80 SLC1AS R,
N SRR Gln R EEFE, F o-KG &R IR BRI HIHI 0K & A =
B BE S E T, SECBMEE . HIF-1a 72 HA (& A3k R % E B . HIF-1a (5%
FARSPH BRI AN 15 ThRe, SN E Y MERCER M MR 1 OF B L) SR FEK . Szymanska M %%
(2310 70K, PCOS 3 U BRI b HIF-1a fIRIE K- 2%, B3R 7 HIF-1a 1 microRNA-210 7
fiir, SFECRRLANMITIRE AL, 7 BEE(CYPIOAD)RIEPEREZ ™ [, A1 ki) — R A 52 A o2 Ao
MERRFIME — 1, T30 HA [24]. Ib4h, —IZHP MRS Mt 7RI, B er & 5K 5 PCOS K
W18 0 B S2 RSP TR A O, KSR ILAT 2 1A AT Rl I HIF-o 3@ 8% B %I 7 «B (NFKB1). RS R
A (INSR) %5 52 [ AH 5% 3[R () RIA HEBh 22 WK P FH [ 251 45 EATiA, HIF-1a 25 PCOS M E IMUE 1)
RAFRE, B HIF-1o, AL IE S EBER M5, 538 PCOS HIAZ Lo BRRRAE .

3.3. HIF-1a S5IEINERE
3.3.1. HIF-1a 5254 ThiE

LRI — R A U2 BREE M SR s, R AN AE AL I RZ O3 T [26] . LRRIARMI L5145
ThRE ) 76 B 6F T4 FF O B E A BV 3 2 OCE L, MR RLARTh RERR AT D IE ST & PCOS RAES KIEM
BB, WLV EONE R B FRG HEOR RS J N A WA SR ELAE [27], T HIF-1o 54K T RE RS ¢
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REY) e — TR I,  FIURLA B A T LA (A W A B B ok AR B &, HIF-1o 2 518 MBS 1
LR KR T RE BRSO WR T A S 5, 3 7 S e UR 4 i e S4B REAR R B [27] 1T Wang 2528 il >k
i S PCOS K ERAR AL B, PCOS K B OF 5 5 1 S (ROS) & & sy T X A2, HIF-1a RIS(K T X G
4, B DR T LR A RSB ASFRICE AR, AR, HIF-lo B H0E ip
BNIP3, SRRk g LUE BRI RE 78 R ki, 4ERFEILRECF 1, 1 PCOS BF LM+ ROS
(3 B R T8 HIF-1a RIEEE T, SEm#ns BNIP3 /- FHILRA B W, S ECZHL kAR
S AR, HZR R R A 8 T Bk S 3 — 2 I ROS BEBVETEIR, TER “ AR - ZeRifkifs -
HIF {55407 R A, B2 PCOS UP SR AN D RE et . UK & 15 i A B 5 Rt
PIRA . FIRGEFUIESE, £ PCOS IRA T, HIF-la 5 &AM ] LUl IS HIF-1a/BNIP3 15 518 8 Hl A
SE IR E IR RARTIRE, NIRRT, Wil ARG5S T PCOS IR R R

3.3.2. HIF-1a SUREA %K

GRLEF YAk 2 PCOS P ST BERERG 1 B R K 22—, FCARAF A U1 SRR AT A 41 A it J5 336 A6 R0 4 i o0 J
JRECM)IFR 2, f& Je 35 Lot (AR BEAE AN AR 35 B [29]. HIF-1a VR NEREBA . QIS 41 408 ¥ AKX
4, 25 PCOS JR HELAYEA 1S AR . Wang S5 [30]58 i Mt S 1k M 1A i 43 ) A) S v I 200 R0l 5 2R KT
A PCOS KEMA, KIL PCOS KA ER OF ELAERR Z R (AR I FFZ:E1L 5 BRD4 M1 HIF-1a HI3EIE 75
FrE RS B, AR Aahs W8 3. @ AEYE B2 R, AR SR H 27 X 3877 BRD4 I
HIF-1a 5437, B @ #k— 5 S2i8iE 92, {# /] BRD4 BEFIEANHIF] JQ1 BY HIF-1a 3 FPEHIHI7) PX-
478, IR RANHE] AR HIFESEI, FEiksE PCOS IR 4tk . IXHEIR HIF-1a 55 BRD4 & [FH R T {2
AR B SIE LI — A R BER WR AL 551, AR IIRFSLIS b2 HESh A L RE M B B2 0K Bh 7, T51LI0 AR
W — RIURA YN ER M RIE, FEEAMMBAMEETL EYIR, mALIRIPEF 4N, FHAEKET-41
(TGF-B1)E AN H R A% 03 R T, 78 PCOS P S LT 4E 405 B A% b R 3R 4 B 3RS E FI (3116
— TR FE @ 0 Ee PCOS i 55 R 4 F) B Y003 (FF) A0 50 48 il (GCs) ) HIF-1a. TGF-f1 ik L M2 A
KFebr, KILHIF-1a 5 TGF-p1 FELZIEMIE, HEM HIF-10 381 TGF-41 5 @ EE S5 PCOS HP 4T 4k
th[32]. ZE L, £ PCOS P E74eirid f2dh, HIF-1a iEE E#2 5 BRD4 /1 S AR E W IRAL B0E,
H ks TGF-B 15 Sk T 5N A LM 2F 44k

3.4. HIF-1a 5XER N

£ PCOS MR E SR e, 1 PEAREE JORE I B AR SR — AN BT IR A B O BRARFAE[33 ], XA R
AETFAR SR G SIS, TR — ARGV SR AR SRS, HARERSNE M A Z R EHE
WR 2D A L i 45 S e A PR PR i B, DA VAR A #-6 (IL-6)+  IHRISAFE IR F--a (TNF-a) 5412 28 2
FEIE T /K I ST i [34] . HIF-1a AFMBREAIIAE N F I T, et fe RN 7 RIE, s R
ERIER L. WFFUFSL, PCOS B T 5 MR T HIF-1o KB R E T 5, fEHE TNF-a. TL-6 25 R 5E R T 1)
BEN[35]. HIF-lo JE ] fEdt ECRRARML A 2 58 M1 RIBRAL,  SE0I0 S8 REAR I A0 SRS o« 15 SORE S o
M1 73 G 4 D355 A A1 ) E et FEE AT SRR TR e A bR 7 A e B A [RI A [36] HIF- 1o IE X — AR
R SCHRTT %, B RE L R AT S 1 R 2 A BT AR G S (X 0%, 9 ) HE Sl I 4 Y T e
B, HPAERRR . BRI gt — P AE € HIF-1a FFA2HE SO MABEE, AMIE R AT
RIJIESIGAEER, FEEis B4 e 7E 0 28 1) M1ARAS[37]. BEAh, HIF-1a e AR 20 A0 A 4 A
R 1B (IL-1p)H173, 25 RS IERAE R LERR[38]. ZRADRSACUNE P L ThRERERT, t1-SH R
RS R E AR TS AL Bk, HIF-la £ PCOS #8AE S B H iR 3 S 2N (2 EAEH
e 3 P AR K A M R 5 A A SRR AR A AL, SRR AR SORE 22 O SR D) RERRAS R R R, A
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3] PCOS Jp B o
3.5.HIF-1a 5FERER 4

TENRESZVE R T ENBEAERER . FENERE LN, 2l RIEHN 543 5%
BEFAG, SRR ARVFIRIGE R RN IRIIREJ1[39]. 75 PCOS B, TEWNREAEZHT 2
FEERAREN RIMANAZ2 ) RN 322 —[40]. FFFER A, B8 I 2459 s o Wk &2 HF R Bl oo il B A i R
PAHLTRG, PCOS B3 BRI A AR,  H IR X4 R, XK PCOS i 75 P EHE 2 Ml
YRR IAHE N R BE JIAEAEBRIA[41]. HIF-1a 7T LASEIH PCOS HE T2 W2 321 . Zhao Z5[42]% 81 I
HEAT RSN 2 S FIE BR RS HE 8 35 40 PCOS AR IRZE, Kl 2H HIF-1a. M5 W A K FF(VEGF) &K,
5555t AL AR EE, PCOS 4 HIF-1a 1 VEGF ) mRNA FIZE [ %15 7K 7 8.3 FAS, iX R HIF-1a 7] A& VEGF
() E 5 R, HIF-1a 1848 VEGF 21X T, BT 5 W IRI IS AL RGRE 71, 30T 5 WIRESZIEICT .
HIF- 1o 3R] 3@ 1 42 WE R Ao i 1 5 N RSt D g, AT SR8 AR 2 1 . BFFE kI, HIF-lo RER%IE
PRV AR BR B M2 (PKM2)FIFLER I A A (LDHA) RIS, MR HEREEEACIE, HIF-1a R4S
BB RO RERIA T M R LR AL /b, 40 T B WA 2 VbR S RIE, SR RG I G 1 D
B SRA[43]. FHRIERBE RS HIF-1a @A EAER, WFRREIIERTFES HIF-1a 7
R, PRl s IR B AN T A, R R E N RS S M 44].

4. HEZ5ERE HIF-1a T PCOS
4.1. PHEYR S

LR NERHED Z EARZ PRI — Fhsi K M 2 W 2R &, R R 2B R ) 3 B
By s BRI FOIESE L BT Z Ptk a2 EA G . W90 IE S 32 3% 2 nT DU I oG S
BOANEME JORE R MR PCOS [IREM[45]. — I 28 2522 100, 2538 FIR0T (M QB S 46 R T HIF (5%
PR, JEENEL SIS RE, LR L E R ARSI HIF-1a F1 VEGF FI8& F R RIRIE K,
[ B PR RV P IL-64 IL-1p8 45 S8 RE R TR BE , B/ 22 3 Flad Y1 HIF {5 5 18 B o5 i kb R s 2 LA
R SR IEIRAS[46]. AATFRI, ZHZE @M% NF-«B F1 PI3K/AKt/HIF-1o 8 #%, o508 SRR 1
JE DT FF 48 /0N BB SEREARAS[47], AT HE I 22 38 35 m] DU ik 142 PI3K/AKt/HIF-1a 38 2% -1t PCOS.

FEPRE R — M RN EY), |2 TR BESHEY . AR, AR AR
[F) 77 THI 24 3% PCOS % 0o BRI 5 A RREAR [48]. — T =B BEHLIK R T 70K 62 44 PCOS B i BEHL 7 1%
PR, WALEF I b — IR A GG D IR A 22 i 800 250/ RECZEF, #rak 40 X, HUWAEH
YUREAM, DR, Ik s PCR & & HIF1 1 VEGF R MEIA. 4R TR, ARSEAN
S2 AN B A R (LH) AR T2 BRI AL, R U4 i 28 (FSH) /K i T2 4, L 1 28 7 I 20 ks 41
fiirt VEGF 1 HIF1 :[RIgakiiksl, O80T O B 4 i 252 0 v o s VAR e 5 m . 2 BH 11 A2 7 I m] [RGB 4
i HIF-1a #1 VEGF (2R FRIL, $&T i = 1) U1 R0 M 2R =y R 2RI 28, 25038 PCOS [49].

ANBER R B R ) B S 2 rh B — b e v AR R, R B R AEIE IR V5 KRR
AL F B RNy« BES P 25 58 SRR ZE A R U — Rl B RS TR PR R 2y, W LR /N BE S 3 %5
BRI R PrEA . GRS BTG N 4 S 2 EAE FH X% PCOS [50][51]. Zhou [52]5%
T AT AR R B 2 WAL 1) W 2 R A 2R L R v R W A 175 5 (R AE R /N RO R I, /INBE BN 25 5 LA
3:1 WIS 2, BERRR TR RMEE T TNF-a. IL-6. IL-18 KRNl ELRRAR T Mg 4o
HIF-1a ik, FEHEE T HIF-2a F£IA, 3008 AL/ R IE S 2 Ut . dmid b IR 7825 5 mT DU
T, /NBERRRN 5 %57 A DA I 3] HIF-1a A0S HIF-2a SR [FIZE AR AT A DS IR, BT 22 % PCOS.
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4.2. PHERS

H245 5 J5 % HIF-1a 3677 PCOS MIHLEIIEAER—. LM, MR — D220 Mm-S
2o BURIT RO R T Gk BAERT Y . BB MA. R A IS, BIE A |
B\BRZGH R, HAMAFRM. FRBFEZ ). K/EE[S3]1H 48 H AR f w5 5 457 PCOS K REEHL
SN A BRI O R A e R B ) B BT KU S TR R MR . AL NS T
FHRLZP) T 28 K, G5 Son, AL AN % 7] i 2Ry KU R 55 U7 203 e AN R R FE i 4 KR PCOS 3+
WA . For, BUETT R 55 75 4 AT 2 K N S0 4 HIF-1a. VEGF ) mRNA #£iA, ¥~ if HIF-
la~ VEGF. TGF-g1. o-"FiENHEIE H(a-SMA)KIE, [FIR$ETH45 R B H-1 (B-cad)/K°F, H 2R K
P MO . 2% BSOS XU R 8 55 5 AT 3 HIF-1a/VEGE 15 538 i, A 2 4Efb A ¢ B %k, 23 PCOS
KB — MRV PR R AT K OR AT R . IRZ 7R P EERIE LT, HAEMARKM R (&
BEENE) , HHREE, M. NE A, NS, EHL Bk HPH . E2E HE, R, #4441+
TRRZGA R, B IRAHITE . FEMALIR I Th AL W4 25 TR, HIF-1 {5 5@ 2 E 4677 PCOS
MRBE 2 —, D TE e, S5 REoR, 1E PCOS BAUNE Y, IR&7RERE L §i4H 21
o HIF-1o 1 p-AKT S HRIE, FF FESE 5 VEGF. 1X— R 5525645 B3R, L&z LBt 4
1E PI3BK/AKT/HIF-1a/VEGF {5 5l B 2L, o U0 LR A I S 4A 5 L8 AR BOIRES AT 22k R IR IR
KB~ BINEARA R, R R R R B[54]. AR ERFICET (RESP) . H2MHBN &L
R 8. 425 20 2o, HIF-1 15 5@ A GAIT PCOS VB {ER Y, SIMSie®], 43I
AE 2 3% PCOS-IR K BB AT b, IR0 O S 7 (1) PI3K/AKT/GSK3p i##4[55] HH T PI3K/AKT
& HIF-lo SEE iR iE s 2 —, DA & R aT iE i 80 PIBK/AKT {5 5@ %, 4% HIF-1a, R
G R B A A, ANE T R I BRI IRIA YT 2 ON B LE AR, T B NSRS A R
PR E FRTE T EERIRAE[S6] R IANE K J5 RE (R PCOS &34 LS LH. FSH. M —FE(E2). 22,
ZE R, A FAK HIF-1a. Beclin-1 FIHRAEIE S LRI M) B {5 5 70 T BNIP3 mRNA %1k
Ko HEMKNEALFE T B0 4% HIF-1o, TTIEWE, 3% PCOS EFIGARTER . Bk B 2451815 HIF-1a
3 PCOS FAE FAMLEIEEAT 4k, L3 1.

Table 1. Mechanisms of action of Traditional Chinese Medicine in regulating HIF-1a for intervention in PCOS

5= 1. hEZLIEE HIF-1o T PCOS HI{ERHLE

2T B F R BERY/% 5 L IR
(4% -6+ -15 , SO
s e FEems 0 TS VESEAL s i s, e
- % MR i%i&k%'ﬂi T ORRIERE. JOERE
, \ ] NF-xB.
S AR T IL-18. IL-6. HIF-la. s
E N ZILE W% e B PI3K. Akt. NF-xB| PBK/Aktle-lafnvﬁ;
B, HHAOAE, CGREE
U051 240 P
T I R BE AL - LH. T. VEGF. HIF1|,  VEGF/HIF1 ili§%, 427t
R " peos & FSH1 B 5 40 5 R
I, %38 PCOS
ANBEGR. I 4ifUstiG. B WA A 7Y TNF-a. IL-6. IL-18. HIF- i HIF-1a, % HIF-
3:1 BeE A B S IR/ SRR Y la), HIF-2at 20, DR B R UM
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HIF-1a mRNA. VEGF 0 HIF-1a/VEGF 15538
BORSTT RS s g.es  MRNAEIA|, HIF-la. B, VLT SR E
Ji AP PCOS BUERR VEGF. TGF-fl. o ik, MEHEMEAKT K
SMA|, E-cadt B HLLT kAL
TFTROH HLH LR
DX £ 245 B IL-6. TNF-a. VEGFA|, PI3K/AKT/HIF-1a/VEGF
R2% S EsE PCOS MEUNE AKT. HIF-laf, SRR (55 @EMEAACE ORI,
5% M2 R . iR EEL TRBFIBIE T K E - B
BRA R, IR MR B
P 2% 24 B 5 . LH. T. LH/FSH H.H|; s s
A PCOS 5% % PIBK/AKT 1553
ER VNI ey FSH. E2. PBK. p-AKT.
18 HEHTK BB R GSK31 %, ol IR R
LH. FSH. E2. T. HIF- ... "
NEIR T I PR 5% PCOS H# la. Beclin-1. BNIP3 VA% HIF-la, TBUANE,

A
mRNA|, PRL1{ S PCOS

5. ZRERE

HIF-1a /£ PCOS WIRImHLE T RIEEEMEH, CrhREES RES . BRI, Lhifkohge.
RIE ST T8 N A 2 S 0 B FEER T, IbAh, HIF-la /SIS 2 B A H820, InE PCOS
(P BRR A o 1 JBR B 2 IURE 5 108 5 R ARPT T8 & AR BB BE, v 39882 HIF-1a. &{L¥ HIF-
Lo PIEE b 8 38 2R B S it 2 T P X 5 DR 1 ik R i v IR, 7 v 0 38 3R S i 3
Sy UM, NRIE S R FE, HIF-1a /B RAREH5S SOERINFR, ISR R R F3RE, et
IREE AT, PR RBUBRE, DI E RS AT Ak, SR HIF-1a 58 BT S 80N R A D) 58
BEAS RGN I R A, AN E RO, i i e £ 4 Cm e R B WA A DY LA 4 (ki
Ji&, AR SO — D IR G Mt INE SR, IR O S IhRE AT . fELEEAE I, PERZEEZ
B, 2B/ HIF-1a G 5EB AP RZRENGE. H4E80%D . 25 7 ee% i fe o8 A 201
HIF-1a FJRIEIK, SGEO0 R 4El, BRI RIE i, T RlZkifk Ak, (RitomefdRR s, it
MAELE PCOS WFEHE & o 2 SR A o WA AL 5 TR B AR 35, mT DLsndie a5 ik Bt Xt HIF-
lo A5 5@ B AT T, EARSREANUEIARXT B, (8T 2T E BN S 2oy, AJE SRt ki
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