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1 35|§

e FFEAE (sepsis ) J&FAE W% 55 % WA BIE 2 —,
2016 4F, WREEAE 3.0 Bl SRR SO 2K 5 [ Y 22
TEIREREATZE AR Y, HARE RS R , PO H
2017 4E— I GRATIR AT o X R e s e S EAT T 4814
Br, AEFAELIRIEEIN, A 1100 J7 BIRREEAEAHOCIET 9%
B, (5 ERIET AR 19.7%, A5 4 890 Tt P, M
SRUTAFSR MR TR YT T BORIBT SR, (A AR T |
TRIRAS, FHA BRI R G DT ER A BT fuE P,
I, HETMEERE A ML A T 0B RNG AR o

HAET (ferroptosis ) & 2012 4F8 & FAYAIMEAET- 52X,
CIRRHE T4k AR T A A 4 sE T Y, S A e R
FNGT AU 7 18 A T8 1y R BT A B L I G R R  OR
F T T FEHAIE T X, BRIE TR & FE T B S5
A5, RRGORL ] e, BB RERG N, SRR R 5 i /b sl
AR B, Besh, EIERRAREE . BRAREHRAR T I L R A B
BRIET Y =R ML % . B BRI AIAR Bt S et
JERERIE T R ORI ER, o B A G A T Akt
E ALY 4 ( glutathione peroxidase 4, GPX4 ) AKAG 4 AIAEAK
Tt B S A AR T S X LR BT T R AL . 4RAE
T AR R BE T R EERE I S O ME RSB 40, DR BEL BT ik
FET- IR LIS B Ak R, OB MR B AR S AR YT 1Y
PR

5415 5 A F -1« (hypoxia inducible factor-1 o, HIF-
Lo ) S 20O 1 it S8 PR A58 1) DG BRI DR 7, LA R s
SRR | RAE . AN SRR V. LT F N4 -1 (heme
oxygenase 1, HO-1) J& HIF-1 o B9 FUFRLN 3 F 22—, TEB
SESEAF T 52 HIF-1 o P85 ™ B S0R Ak N KT I 75 9
ERIET Y HIF-1 o /HO-1 5538 BRI R AL . ZEMRERIET,
PAT S R BRI A A, RECRMERK M, S
RN 2VENFIE B AAE, Ah, M8 NG, 4
Iy fil i 1 R 1ML 2% 490 P VBTG 100 5 B T 2 LRI 1

KRB I
ZMREHER (FBRESR) SHTs, 2

F5K
730000

TV AN JEE 2 i B 40 T At B S R s e
IR 4 B E 9 0E 5 24 DI RE SRS b, HIF-1 o /HO-1 15
3l S PSE TS HAE L, © RO E R A AR S A
fris PP AZ R BRPLE . PR, HIF-1 o /HO-1 {558 %
SV T R T IR YT R R RE AR DCIVE RSB 5 (0 VAR A
ARZEA B AEHRIT HIF-1 o /HO-1 155 8 B XK FE T 1 L
FTIIRE, BT RREERE AR SV AN E 2 FhL
i, DA e EEAE (17 72 (LI BT (Y B S AR S dE 5

2  PRILTHEXRLE

BRAET EZZ F 2 M N T % (reactive oxygen species,
ROS ) 17 AL R Z ) (AP 5 L 1, 5 2550
TRGEE VIS, WA L.

2.1 {RHERIE T HYIE B

2.1 B SR AR S5 NLLE S A E R s
AR TR, LR AT R B R B i
A R HEH S BB S KRR I AR 4 i 1,
TERGEE H (transferrin, TF ) SEHMAN =14k ( Ferric,
Fe' ) JF 5 40 i B¢ | %% % 25 1152 4 1 (membrane protein
transferrin receptor 1, TFR1) $EEZ5 S, 4 Fe'' LINER
TEAAZ I ML PN . 42 i Ji i RO A 47 B /S 5 1 B R Bt Jie 3
('six-transmembrane epithelial antigen of prostate 3, STEAP3 )
A LATE N A R Fe™ 38 )5 — Bk (Ferrous, Fe®), fEiX
Z 5, WA M4 8528 H 1 (divalent metal ion
transporter-1, DMT1 ) B Fe™ B, IR E Rk
W (labileironpool, LIP) Hr, H 4 Fe* LI 1 (ferritin)
RYTE A7 Bl B2 25 1 (ferroportin-1, FPN ) HEH
A, BRI EAYEAL T, SRR (Fenton reaction ) #
W, PP AR H IR SE ROS B A, I8R5t
i A 0B BT R IR A L v Y S A RO A, (R A
T2 DR, P ) A R AR B k1 7
SRR AR AR A AR DGR IR, AT AR B Xk AE T
AU E T RE M ERFE T
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212 fRBUH BEEAHES A S REHREE SRS 4 Cacyl-
CoA synthetase long-chain family member 4, ACSL4 ) 4 1k
ANAEAE R BN R b B 2 A REAGER ( polyunsaturated
fatty acids, PUFA) 5% i A (coenzyme A, CoA) % I,
Ak 2 NN I ZE 8 A ( polyunsaturated fatty acyl-
coenzyme A, PUFA-CoA ), %, Wik Mt /5 F1 PUFA-
CoA ZIAJ KRR N, (13 Z A FIAR IR - BEARMHE £
= J% ( polyunsaturated fatty acid-phosphatidylethanolamine,
PUFA-PE ) )i, 33— 25 2 V4 L W I I O o P 2 5 I 3
( lysophosphatidyl choline acyltransferase 3, LPCAT3 ) 4 1k
SEALAY, )i, PUFA-PE 7EJRE A (lipoxygenase, LOX )
YERTF RAERR UL EAL A SERIET: ) KL, ACSL4 i
LPCAT3 fEfie BERRAC T p A AR B AR AT, T A0 i 57 B A1
T T A I M e o R R 9 3R A R T b i A AR BT Y
T N TR 11737 A s

2.2 MHISRIE T RIIE B

221 SRR MR /AR 0 2 (System
Xe-) & H1 7 P BT R K% 7 B 11 (solute carrier
family 7 member 11, SLC7A11, WHKA xCT ) FIE ik 4
K % 3 i 1 2 (solute carrier family 3 member 2, SLC3A2 )
R 5 R A, i IR LR AU R G T 2
By, MEmRMAAREE TR« 1B A iR s
e, BEE MR 240 M b 5 S BB R S o AR, JF
VUG & A A il—Fh B 20 B o BE BRI B Ee R
it H ik ( glutathione, GSH ) ", GPX4 J& — Flfifi & 11, i
ot FI ) GSH ¥ 48 A3 A= (04 A BT ik 4201k 4 3 I A g i
M, N ERAR B e, X —id B RT AR 1k ROS FUR,
i, GPX4 JEAKSET- AR 80AR U, HEdiaE, 7%
GPX4 o[ iS5 Bt FAL R B AARsE T 5, psh, Mkl R
4t Xe- ] T ECANMIBRIPUN 2 WA M5 B GSH /b, AT
TE ROS FURHIERIET ",

22.2 FSPI/CoQH2 il ff #RFET-#MHI & 1 1 (ferroptosis
suppressor protein 1, FSP1) & & it & ML B& GPX4 Z 4N 5
— M EZENYIETITH T, EREASIH BRI A B3 M4
BB BT H 2L, I0H1ZRFET- 1 & Az FSPL J2& 7 T A8 #1
OB R 1) 0 T g R TS — A% R B R ( nicotinamide adenine
dinucleotide phosphate, NADPH Wil S Abif J5i il , i i H: N-
A A SR S R ETERR BUSU 12, %4k NADPH,
IRz R (ARG Q10, coenzyme Q10, CoQ10) ifJ5
A &2 (reduced coenzyme Q10, CoQH2 ), CoQH2 A A
kA M, PrikigREE L, i gkst ", FSPY/
CoQH2 il 4678 T AMISE =75 J5 I 2 A5 F LML, R
YN G 2 RAE TR S TR

223 GCHI/BH4 i@} DS AEYERS ( tetrahydrobiopterin,
BH4) W] LI T8 BR IR BUad 4k B B 5, GTP 3 /K fi
fiti 1 ( GTP cyclohydrolase 1, GCH1 ) &4+ 5 BH4 L ¥4 1
WA A PR . GCHI1/BH4 3 5 15 & Fh s 4 At
W RO I B B, AT LA AR SRR B, TR
20 32 A AR R s e Y BB R, GCHI it 7=
BH4 24 H B EEEBRBT AT DL JGE T GCHL A 54 ™
A2 1) CoQH2 RARP A e Z R AE T 1, X — R HNIRYT
BRIET-HRAE TR AL A AN v, RS 2 A AL AT
Tt —gE .

224 DHODH/CoQH2 i % — & 3L 15 M B | W
( dihydroorotate dehydrogenase, DHODH ) 7& £ Fl {8 1§} i %
TR T EAE R ™Y, DHODH i % 1] DL i i 2 R il (54
L G 52 AR RN , AL I ROS K| 4
FRER AR A7 A 40 M g8 1 ®Y, DHODH 7] 7 ki i
N I HOlE 72 iR CoQ i Jh CoQH2, J34h, Zkifk GPX4
11 DHODH AH H.#M: LAFa il S A4 A 5 it A Ak i 7K, B
DHODH 1 FH 1 fif $2 2 2 i ik GPX4 K% ik, 4 GPX4 &
TG, DHODH i&PEFIFE A 2RI, F8EL CoQH2 =
Az DA R et 4k B TR i DHODH/CoQH2 3 # 1T i
SEAE PR T HE MRS 7B AR AT F A5

1« ferroptosis NAKIETT ; ROS WIGHESR ; Fe' N=Mk ; Fe N
TR 5 TFR1 HSSERE (324K | 5 STEAP3 SHRiSIMR S ESIE I bt
Ji 3 ; DMT1 A M&JRFEZHE A 1 ; endosome AL 5 LIP AR
FEYSH ; ferritin AR ; FPN WEFFZE A 1 5 PUFA WZ ARiA
RENITR ; ACSL4 NBEILHHES A & IS HE RN L 4 ; PUFA-CoA
J ZAFNE LI EE T A ; LPCAT3 Wi LB AS L AL B ik L 56 55
fiff 3 ; PUFA-PE "N Z AN FIERGER - BEISEEZ BERE ; LOX MIER A
fiff ; System Xc- AMEERR / A &R 5 iE K ; SLCTALL R BiE
IR 7 BB 11 5 SLC3A2 AR IAZ % 3 b1 2 5 GSH Ak
HIK 5 GPX4 WA H ML LY 4 5 FSP1 RSB T-#HilEM 1 ;
NADPH S HRBERE BRI — A% BARERR 5 CoQ NIZHR ; CoQH2 S —
ZUZER ; GCH1 i GTP FR/Kf#fE 1 ; GTP A =R S+ ; BH4 H I
LYY ; DHODH h S FLIE MR & ; «—7 A& eat, <
RFA0H 5 AEIEH Figdraw 231

1 IET-HIALH
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3 HRETEKREE

24 E VIR PRI R MR R R A R, SR
R0 e BEAR G, LT R BRI TR e e 7 i 1 PR 45 2R
FHEE P, A B A P A e, BT R SR
JAE S AN B G O AL 2 — . PEdRiE, 7EHIRZ
¥% (lipopolysaccharide, LPS ) Ab ¥ 19 fife 2 4E /> BB EY v &
BT BRIET RS B R IR, Bl GSH #6365 . GPX4 £
KT AR 25, MERFET IR T BREEAEE /N BRC LA
ZAVFOIIREAN A, AHJE X R S IR AT DLk 2R AT T4 i 50 gk
2 -1 (ferrostatin-1, Fer-1) %% P LPS i S 1Y ik 3545
/NERRIBFTEIESE T BRAE T2 5 IR REE 5 S I E bt 5

VEZWFGEAGE 1 AT LU ok $  8E  ATT AR k BE e
WEFRAR (0 7 o A2 22k ) AR B 3@ 5 (Nuclear
respiratory factor 2, Nrf2 ) -3 A5 3@ BN EFeT, *F
R BEARE 175 T 1) S PRI B 405 26 B IRy P AR . IR RSS20
WEBH, 47 EFEPKE )38 13 #E Nrf2/SLC7A11/FSP1/CoQ10
R BRAE T IR R E R RE A DG 2 B BT iR R
Dl M 8 AR ERIET, IR MR AT AH OS2 1
T X e B e 4 I 22 (AP P 2

BrT EaRXEIRITAN, e T TR IREEA
SRIER 5 A ERFET - AOCHE 25 Xie 55 ¥ & 3 #35 Polo
FEI T 2 (Polo-like kinase 2, PLK2 ) H] LA4MHI4RFE T, Wi
BRTERRBERE /)N B Co LA L 28 R A AR LA £, 1T PLK2 T
BRI 25 R A0 A, PRDI-BF1-RIZ1 [A] 5 45 44 B8 45 A
16 (PRD1-BF1-RIZ1 homeodomain protein 16, PRDM16 ) 7£
LPS 755 i e R4 /) B bl i Nrf2/GPX4 Rl il gk st T,
VAR (BRI T 0 228 T ARG B0 25 b, e R B i
THFET A MRERAE R IR L] S s F R A F 2P, e s
P FIDKS 20 4 B ) 2K B 1 AT RS2 T B ANV 7 IR B RE AR DG HE %
405 1405 SR

4 HIF-1 «/HO-1 {5 & 1@ B& Xt Bk &5 fE Fn §k
FET-HIE NN

4.1 HIF-1a/HO-1 {55 i& 8

B45 S F -1 (hypoxia inducible factor-1, HIF-1) J&
— MR R R, B HIF-1 o fIEAE ST -18 (hypoxia
inducible factor-1 3, HIF-1B ) W % 2 i%, H o HIF-1«
ST SRR S Ry, MBI P A SR,
HIF-1 o YEN ARSI FEEAT K, 1 HIF-18 JSEZ4HIK
AR B, HIF-1 o 2 AL — AN SR T I A 45
B, TEWSESRIET, SR I R R AL (prolyl
hydroxylase, PHD ) 51 28 #4350, I WA~ il 20 8 o7 v I8

FEIEAL B2, LA SR R R SR, T PR il
M (von Hippel-Lindau protein, pVHL ) iR 5l 3454 HIF-
Lo FREEARAT &, T AR HIF-1 o™ (R 78 B 2 1
™, PHD (RS YEZ 206, FHLIE T HIF-1 o B Y, S
FHHIF-1 o TEARME B NR BRI 2 (0 Bl MiA%, RS, HIF-
la 5HIF-18 454, MR IH ol sk i s v HIF 2 &
T, ZE A RTEN AL N 5 BRI R n il 4 P B 2
KT fRLgnizl iR %) k% R e (hypoxia
PABEAEH A S 7, fi
S — FR B R 223 1o P S

HO-1 /& HIF-1a By T IFII AN Z —, HO-1 /&2 A
I £LZE N4 1 ( heme oxygenase 1, HMOX1 ) J& [ 4 it i1
I A A, ZEMIERIIFE th Rk ol 5 B, HMOX1
RS2 13 148 bp, A& 5 MM RFH 4NN E T,
A 3 AN X, PR I S S sk A S0 (n
HIF-1 o ), IXEETTTOAR#E HMOX-1 SEFE X 45 Fh S Ak AN
JERE RO TE RN BT HO-1 AL 21 2, W] LI7E RAE
MR B Y RS R . R T — AR AR Sk
R /RO ZELE DA, MR BIR . PrT,
AT EA B,

HIF-1 o /HO-1 {5 538 S 5 & A BI85, X
Xt 2 35 17 AN DR AE A PR RN A S 28 6 F
4.2 HIF-1o/HO-1 5 5@ 5%IET

HIF-1 o VER IR AMRERESONV AR 2R, TEABIAR
PF T Feab AR AR SR TN AR S Y 240 it 2 58 il 16 A0 ol S80I
A, HIF-1 o SRBCHERN, P87 40 aE g, aniayd
TORHA AR, DASE N B R A Rttt S i 7
IAIESEZR, HIF-1 o 2R B rh A 85011
IRA—H. WA 2,

response elements, HRE ) £54,

W HIF-1 o MBVEIFEST -1 o s HIF-1 8 NEVEIFERT-18 5
PHD M HEBRFALE ; pVHL I MEIEE ; HO-1 A Em
ARl -1 HRE NSRRIV T “—7 R, " fREIH ;
AR Figdraw 2

& 2 HIF-1 o /HO-1 {55 BRI TR B
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421 POHIRFETT AR B P P E R, HIF-1o/
HO- 1 38 A Ay 40 Al 1o Xof 5 SR LA g 85 ) B A AL, o
2RI . ARSI BECIRAS T, A A 2 P
TR & A — D B AR AL, ARG Ca™ i a . kifk
AE AR EREL . EULII . RAEAERIET 55, HIF-1 o fEHY
58 FPN1 (%% s PR IR A R L 15% SLCTA11 FI GPX4
B FR IR IFIE Nrf2/HO-1 3 B, /0 48 RE FIE T 4 fk /K
S, BRIRRFET S, DI R A e e H R L Y e i
PR IO; . MIAE— S22 RGBSR W & B T 208 B 1Y)
TREER, s sz it 2 @005 s i 0 ) Fn otk
— SRR TP RER ARG . ShAh, BRAE R B HIF-
1o P30T JF SR 20 M 42k PE T A 2% fif e 40 JHF 2 i Ak 1,
TG HIF-1 o BT LUH 00 6] 88 T8 oK LI 1 5 i A
KA Y, TERAEMESGIR T, HIF-1 o /B RERIET- 1Y
B i) 7 PR 5, B A ) R AT T AN T R b B A
f14 9 SN - V8 5 1 1 40 i o o Ty B A Tz M i 2k 17,
JEARER ¥ RSE R MESERE B AU MER, EATRIRL
P8 HO-1 2R MR ERIET, IR A AL LR 20, AT
RS o TR A N R R HO-1 1R
ik, BENS I AR S SR RRFET S, JEBHIE LPS i 519
LurEmt G B RS AR AR 5 R BLO I 2 15 B
HIF-1 o /HO-1 {55 538 i X M il YAt T i E 2 H
AT Z, — % T LA R R R T 4 TR Rk
(SLC7A1l. GPX4 5§ ), —7J5 I HO-1 i) 5-ff =W IH 2 %/
JBERZEF CO VE R N IRMEPTARAL R, BEfS B3 DR BT it
b, R IMEIRIE TR . (R R 2 ke
TR AR | 5 R AT (R i )
422 RBFERIET: FERZEUGHLT, JuHA R AW
WF5E T, HIF-1 o /HO-1 5538 P& 19 W0 J& 2R 98 12 1 1 1k
RIFCR S BFFE AR, B - LR A FBEHIE HIF-1 o,
FECHO-1 o K3k, n s B 2k BRI ROS B, i
GPX4 T, 51 GMAPENR BT E Ak, i U4
JisEa fE R B2 SRR 3R R 2 2L ML E BT T LA
R RRE I AR B TR R RS R R AR
FECHIF-1 o 3 FERIK, HCT LR HO-1 ik, &
B A L. ROS, WERFR . MDA FIERFE T hr S W3
Jn, 1 GSH/GSSG 7K F-REA, 4001230 3 B/ BE IO e
FHT B ROE RO AE B, e T, B AR
B UL BT R AR RO, AT B T M AR PR IR AE
HMIZET, HE /N BT AR SEERTER i EZH S HO-1
1 A SRR R, IR AR R R R R T
e PR E, MR Fenton U, T2 ROS, ik
LG FIET A & A B, IR JE HO-1 Ay 3k v] R sd it 41p

HARFET- NI RN 7 ZEIR R T, HIF-1 o /HO-1
T R X RIE T AR A — g AR, — IS0 R A
S BRAR A /NEU T HIF-1 o BT, MM H HIF-1 o 1Y
R PX478 J5, IR FIAR OC fiti B B 45 0 4%, Jf HL HIF-
la . ACSL4 MRIAKF T4, T GPX4. SLCTA11 FikK
IR, BRAET G B

IMET RSP R TR, 2015 25k 67%,
Pk, mC AR, AR REURNYK T,
— 7 T i B BRI 2 s AR R, 55— T HO-1 i Af
DAPA I ERACIAR DGR 1, i — PR . 48 HIF-1
MIFIRTEBR S N 2 OCTE2, (H e w] BRI A9 1045
SR | SN It R R ARBOK S 7 AR AR
423 455 HIF-1o/HO-1 {558 B XS BAE T-VE I “3XL
TGN FEHEIFAERENLE A, fE—@ SR Rl A 3 gkat
T2V ) “fEPEERAETS Bedf. PN R RN, %
T S A ) e A T AR RN R KON R B . PE HL
YERT 209 5 eSS e . o HRRZSER R T, HO-1
BT REVE S, L™ A k22 3] A 40 B 0 T B AL
MtEfrae Sy, SFEOOFmE “fEgRser:” Jrmfst, B
LI, FE—S6f R 441F F, HIF-1 o /HO-1 {5 53 0
JE VO W] RE S IR AU BB S B AT T, R AR R 1Y
AR, i X R 2 S 0 JE PR T e -5 4 AR S R PR
TG B 2 5 DR R I AR B O, TR E—
IR TE A T IR e IR L], XHZE 0 2 T
R AN G2 2 I (4 B R T & SR HZGR AR IR YT M OC B 3R
T ORME AL T 5 B LA
4.3 HIF-1 a/HO-1 {E S BB RS EER L T HIER

HIF-1 o M 7 JER % 1] T 2 ARV AE AL 20, 250
s R 548 AN = N N 1 S 7 D s s e oW B
BRI AR T, 0] 30 HIF-1 o FakHm ¥,

HIF-1 o /HO-1 {5 Sl A N NIRRT AL R G, T H.
HO-1 A PEIA Ay 2 40 4 A AN ZH S0 (R DGR T, L AE R
BEAE I R AE Rk e v 25 G E o RS R B, #ili HIF-
Lo FEf Y 57 5 HIF-1 o & 00" REECE IR B AE R T 10
i3, 1 i HO-1 Fak B IS UE T . A RaE R
HIF-1 oo /HO-1 {5538 8% 14 300076 38 4o 1 o s 7R SRR 25 R 4 DG
RIS . I SRS O B L B 0/ 9 A R AR AR T
KB IR 457, 2 A I B 15 1) 2 it 405 i S
FEFR Y, Ak, fE LPS i S M MR ERIE /N B, A7 4TIk
S TUA R A3 SR AR T RE A 1T SR A 46 0, X — ol 8 [ sf
P HIF-1 o A1 HO-1 FikAY LA . sk se4h 4R HIF-
1 o /HO-1 3 % 2 5 GE Ik BEREAH DG HERH 5405

FON HE IR DR, BRIET T BESZ HIF-1 o /HO-1 i
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5 5 I S E 22 ) VR (R 42 . Shi 45 ) UEBA BT LA A3 34 in
HIF-1 o /HO-1 38 B i R KRN BRAE 1A i ot 484k
IFRFEPURAEH, X B 0E AH O L #5401 45 BA AU 2 S
PeAh, FESE A, g O R ) Pk R
W ALEE HO-1 3 # ] DA BRAE T, KA HAT S ALE I,
AT e R 3 1) B 5 3 R AR AT R LA B P
fio JA4T HIF-1 o /HO-1 {5538 1 IS HURAE T e XA 5|
BT MEEEIE A OCIE 2R 073 H 1) i AR AR B — 8 I, [AiX
Z P BB 2 — 2R 5T

gE BTk, ABRESLE, HIF-1a FHO-1 1Y 3R IA %
MK, 42020 0 32 30 e B3 E 1755 (0 B 20 RN A RE ST Ak
NLECR &SI, HIF-1 o /HO-1 75 538 s Bs , i 1 4
SLC7AI1l, GPX4 (3Rik, #hn ez iR GSH 17 i,
Uk > ROS Filist AR A 1, ATl R FE T 1) % A
I R RE AT DCE #4514

A IS, WHFRRAHRNEEE, N RS
PR B RS, SEHIF-1 o KR IEARE HO-1 it 35k,
4 5 RT3 E B R, YA, fE LPS IS
B L s 200 B R e e /N BB P, BB 1 ( sphingosine
kinase 1, SphK1 ) / ¥# % B¥ -1- % R %2 {& 3 ( sphingosine-1-
phosphate receptor 3, SIPR3 ) #ll i#, FF-HEIG HIF-1 «
SEORWERE RSSO [ 2 R A P I A AN Ak A
THBEREAR , DO UR He BEAE 1o 3 R 22 30 Y 0l 1
AL, HIF-1 o (3805 8 b A i BRAE T T fol 35 01 o e # i
AR WLES AT BERahs U Aok i U SR, ikl
HIF-1 o 19383845 23 Ul AR 56 S0E IR 19 7 A6 L il 41k
RO AERFEORL AT, NI e E /s R A It £ )
RN P B2 4 g 495 ) RO R A Py S g6 & B, A S B
Rb1 i FHFEAK HO-1 ik, Ml e ane /N B . 7 8 2 218
A THP-1 UM EAET, FRECGEIRGE R, XS
HO-1 i 3Rk SRkt #8681 Tk, HO-1 4
MELLFE =4 Fe®', BT LA 2452 5 i #EhE Gl SR, HIF-1 o
P HO-1 K&AERL, it 20 HO-1 ffifF Fe™ ERL, il
I 25 R 7 A K ROS, 5 B0 i Rk A iR 2R 4 K A
VERERIET ., IIEE e REAE AR DG L2841 405

HIF-1 o /HO-1 {5 538 AT A BRAE T v A 454 FH KT
SR RERE AL H AT M AN, R R UGRIE AR
JHEEAE AR FE T I P AETR Y TR AU AR S T ATk, TR,
AR WEFE ] IR R MR AE AL T2 HIF-1 o /HO-1 {5538
BRI FHLHIFNIE S, A R REHE R RS 2 W RTRY T
AT AR SR

5 RES5REIE

ARLEREAIET T HIF-1 o /HO-1 {55 B 5 238 T

JREEAE 22 [R5 2 i) R 45 5 2, 3 TR T 1 I A Jie
AT AT AL A A ER T 1 SRR ARR YIS A R ] LAY
PSR, MRE IR T CRSERET, AT R e
FHEAE IIREMPUG o SEIX — FARTT AR Z AT 5T -
B, RASZHR HIF-1 o /HO-1 {55 il B8 17 ERIE TS ik
BEAE (1973 FAILA A B2 pRe HX ) ] 35 7 O 23101 C 5
W, JT AR BEREFEIE ML 005 (nBEWrEk B ) T fe B
HAP I RERH R T BB 5 fa, RABRKE L, 4k
PRRIZ0 B IR B ER AL T B I AR S LA T S HEAGIR T
XEEHEFETT R BAERE “XIEN” Feey RHER AR, R
N IRRFAE R R SR (6 OB S

FlgRMsE AR A WIJOH g P

Z % x #t
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