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[ Abstract ]

Ferroptosis is a non-apoptotic mode of cell death characterized by iron-dependent lipid-peroxide-

accumulation-induced membrane lipid peroxidation and mitochondrial atrophy. It differs from other programmed cell deaths

in its morphological and biochemical properties. Ferroptosis is regulated by a variety of metabolic pathways that are involved

in the acute lung injury induced by hemorrhagic shock, ischemia-reperfusion, sepsis, and radiation. This article reviews

the main regulatory mechanisms of ferroptosis and its role in the pathogenesis of acute lung injury in various animal models

with the aim of providing new strategies for the prevention and treatment of acute lung injury.
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LRI AE R AR IE T BAE % 1M AR 52 ( hemorrhagic
shock , HS) | ## Ifil F£3#E 73 (ischemic reperfusion, 1/R)
il MRS e IR S B ALL th R /E ]S &84
BL, LIS BTG ALL SR 08 9L

1 $%R¥ET

1.1 $RIETHRIAMEY

BRIE T A G O HE B 26 1 R 4 Xc — (cystine/
glutamate antiporter system, System Xc—) -7E 20 {42
80 AR LR B 48 & ;2003 4 Dolma %5°) M 23 550
FRAE A i 8 Hh 6 Ras J DR 28 48 40 M EL AT S i
HWHT 7 erastin, H9¢ 5 585 W erastin b 2
(B0 A0 LA A A%, A BRI IR T A LA A
ARG B G AL, i AR erastin 1755 19 40 1 5L
T-REAEH TR ,ﬁt%xf_\m%@ﬂ erastin A% EALAEH—
BB, &l HAR 3 E . 2008 4F, Yang Al
FEG T A Ras 5872 i 40 ] BAT — & R B B
ATPIRR T RIS, TR Hofin 44 4 Ras BEHEPESE
/IN51F-( Ras-selective lethal small molecule , RSL)3 /1
RSL5, & ¥l — #1530 40 B 58 T2 RE B~ e K 4 il
Pt 00 BH 1k, 2R DL B kB A ) R 2 Bk
( deferoxamine mesylate, DFOM ) FIHT 8 L 4% E
i, AR IERE I Dixon 25 WLEZE F erastin 4b
PR Ras 572 e 40 MMl — FRIE 00 S 3 Zobi A i
A /INFIIEERE BERE I, 55 B A 1 S KR Bt S Ak
(1) R TIAE G 5 B IS 1 F 52 DR B2 — R K
Y AR TR B AN A T 07 5, IR X R AR T
JrIER A A BRAETS" . 2015 4F Dixon 451§
R G i A B I BE Z W B 4 (acyl-CoA
synthetase long-chain family member 4, ACSI4) ¥ Il
Wi g P9t JIE A /5t 2 4% #2 | 3 ( lysophosphatidylcholine
acyltransferase 3, LPCAT3) 58k FE T 1) & 4= 2% ) A
K HITE 5 Z AR DR & A K, 5 & SR
HIMHK,
L2 HETHHSR

BRBE TR AR 2 40 N B B AR (lipid
peroxidation , LPO ) F BRI E LA iy, S9HT- . A
Wt IRFEIE I TSR IR AE v 4 ML AE 1 7 R RIAE TR
B A MA Y= T A BR 55, BRIE
TR F2 SRR IE 2 A0 MRS 5 2ok A ) T 285 2
S AR IR S DA DR R0 Ry 3 SOk AR S
DA% 8 1 o 0 4 /D BT 2R O 3 A AP
DAY £ FE R I ROS k2 1

B 22 g AL H B (mitogen-activated protein
kinase , MAPK ) 3 i | ¥ Jbb 2 R 5% IR 4% b H Ak
( glutathione , GSH ) #E 35 , f£ 4= U 44 & ( arachidonic
acid, AA) SRR 5 40 F 2 0 RN A RS
Jiff 2 ( cyclooxygenase 2, Cox2) (ACSLA KK ke i 122 nd
% TR B R ( nicotinamide adenine dinucleotide
phosphate , NADPH ) %8 ft il 1 3k B, A e H kit
ALY 4(glutathione peroxidase 4,GPX4) 4 Jii K
05 T B 11 (‘solute carrier family 7 member 11,
SLC7A11) BREEFRIZ T, B ior s R
21 i S AL i JE B 3 (recombinant peroxiredoxin 3,
PRDX3 ) 1t 5 411 il I 22 2 $5% I B R T T, o e
FAETHRIE T4 b, SOk w5 A ALY PRDX3 158
PRCIR RO N/ RS B BRBE T A s R BT T R
A= B, PRDX3 7K F iR
1.3 SRIETHIRENH
L3 1 B S8t

BRag LPO FREMPIL T R4 b ma 1, AR
W T E AL TR R A AE , DL 3o 5 A 1 0 422 0
IR AERERITE I (B ST, T 4k
FEA KO I sl S ok 1 1Y Fe™ AR, F6i8 Rt A7
EAZETRE W, JEIF Fe' il it H kB A 321K 1
(transferrin receptor, TFR1) T A4l , 7638 )5 B
T Fe™ s Fe™ it M &R & Tk 1 A
S, NAZ A A N AR L BT, 3 HOTE SRR 8 1 Bk
(labile iron pool ,LIP) ; Z 4 Fe™ #A7 T 41 Jifd JIE )
%32 8 1 (ferroportin, FPN) %% 32 21| 41 Jilg 1, LA Il
RPN BRAR S . T B2 2% i A I 1l 1 X
5, 8 Fe I T AR AE BN BT A I L
H T HA EU A Pk | SO M PN 2 5 Y Fe® S8
T 5 s R ECR A R A, e E ROS 77 AR T 2R
AN R A AR, IR A DR R T,
MG, Fe™ 5 FPN 254 T8 U R 145 &
(transferrin bound iron, TBI) ; lt4h, b /D EEA L
FPN &% &, Bl 3E 5% 8 55 A 45 & % ( non-transferrin
bound iron,NTBI) , Ji#{E 4L T, NTBIL 3% Z 8\ A
W5 A B i 57 AR A A0 2 EVE T, A
PR CE A W

BRI 12 458 30 3k 22 B B I 20 M b R RRE
MER, SR BRFE T, W RO T, AN A0 b i
BROK P %, 5% e 25 8K 5 &R 1 (iron regulatory
protein, IRP) 5#EEE K mRNA I 198k )2 b T4 (iron
responsive element , IRE) Y454, 1 8 1o 8 #2824
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WA OC JE IR 3R 35, A Rr BR AR AN 7E IE O 4i il
IRP1 G PEH Fe-S #EFH, Y 40 Mk % B ARAT, IRP1
N5 Fe-S 456 il 5 27 mRNA 737256 9F
O AH N PO BSOR 184 I 240 Bk 7 o5 X A
B mmey, EH A WE IRP1 5 mRNA 4565
REARARMERE . SR, th T Fe-S M 5 2 25 B LW
(RIS | 1 AL M IE AE Fe-S #, IRP1 AT39R 212 #E 40
Lk i hn 0 o Al L A IR A IR Yt A 4R
FET- IR A,
1.3.2 BEE i 5ekstrs

Z AW F G B BR ( polyunsaturated fatty acid,
PUFA) VR 40 SRR 2 56 43, nT 15 2 R A= 3
g, (HH THBEM C-H HAEAE T WU T8 S0 8,
SHPUFA B9t Ak, B4 i i 1 i PUFA % A
Jig it A B 45 Y SR A A R TA R, PUFA
KU PR B 7 8 11 ot A A 2 AR A R AR T R A 1 O Bt
AT W PUFA J2AE B S 2 i )
WO 2D 1 5 BT AR B 5 IR I A AR B
YIMHG, ACSLA 3% 5, #E LPCAT3 2 51, liF &
PUFA 5 w4 ig 45 4 I i PUFA-PE'"" | PUFA-PE
FENRSE A BEA T A2 S 0 R, JE B LPOM™ I
Hh kb FE AA BUH AR B X B9 PUFA, s 25 K &
PUFA AALFIAR TR A M 3L/ 742 2 LPO
i B 25 | R R 7, S8BT
1.3.3  ZAmMA 5T

20 LRSS 14 IR SR A SRR 1) R B AR R B X,
DAL s 1 L e i a6 1) 542 S ANME P R A
R AR RG Xe—JR nlKE I E R 8 I N
KA, 5 H 2S5 GSH & W, GPX4 fff GSH i fk
LPO i JFUR TCHE A L O, GPX4 2 —Fh £ ik
B, S MH G AP 505 (GPXs) oAt % 51
M, Btz R, LR e, LA M
Rk 5w 0R 8 & A2 A 08 X8 IRt & AL g
o, iR ARG B 8k . GSH J& GPX4 & #51E
FH G B35 B R 3 3 I R S8 Xe — (B 08 4%
SLCTA11 [k ) BHAS GSH Ay Ik, S50 GPX4 i
PERRAR, 40 bt A A BB T B AIK, i 02 77 1 SR HE AR
SN A A L PERE T, il R BB T,
1.3.4 S5¥FET-REME S5 FIEN

BrRumA AR e AR R S 5 ik
FET- 1 & A A, BRBE T4 i B 1 ( ferroptosis
suppressor protein 1, FSP1)  p53 BHe kK TR 2
FH I F 2 (nuclear factor erythroid 2-related factor 2,

Nrf2 ) S5 50 FEA [ RR BE 3 ik i 759 A DA
R, 25 TYICTm & EDLT

FSP1 A3 F 20 i o 55 1, 3 e 3 N i PR G e Ak
BP REPUBIE T AR S BEAL Y FSPL W] LLK
PR I T A A T, 85 I #E NADPH. /934
JEL R BB o R Q (coenzyme Q, CoQ) 10 i N
CoQH2, CoQ 3k i ¥ =X BB A 41l 3K M ot i 44k A #H
FIFBHIE LPO MY BB I 484 R E MM 5
SERFETUS AR, RSP AT AR CoQ10 {2 HE 5
JE £ B Hi B Al 4K BT % AL A ( radical trapping
antioxidant, RTA ) £ %, RTA & 4541 E AL VE M IA
RBH IR LPO s i R M BRI Tk A B K
B, BIF GPX4 Al FSP1 /e HEF AR B 1 #R5 B ¥
TR (mevalonic acid, MVA) IR AHAS . ek —
W52 (isopentenyl pyrophosphate , IPP) fa 52 T fifi{€ 2
e S (RNA &5 LT GPX4 78 A Al
fifg I 75 14, IF H CoQ10 FEA MVA & 428 iy e 24X
Yz — W2 FSP1 B F R, A e i 41 il
MVA JEAEFEAR IPP 7P, AT LA B A% A A 2 Jht 220 iR
tRNA B, HE— 254 GPX4 45 1R FSP1 MyHiik
FETAER], BIREFET= . WL, FSP1 2 5 Ek5ET:
FIBLR S 11 AR A R =R A A G

YRy — Tl NI i g 400 1 S R p53 3 3 %k 22 A
5 s R 1 SO AR T, 5 o R AR L
BARHH AN ROS 45 Z AR AR , 175 5 IR 40 i gk st
T, 410 P A B 4 A A, R AR
Op53 ik 2 EE IR A A A2 TR 45 i 2 M RSB T2 2 p53
AN SLCTATT BHIr b b 20 W iy 5 0, 3 EeAm
HL P2 ez R A /b, R i GSH & Ui Zb, 75
AU GSH #E 3 AR FE T, AT 410 ] Jie 6 2=
KU A A S BE T 2 (glutamatase 2, GLS2) £
SRR o — 20 A @B L Y GSH
MBS R 2R, A AR 1 = RIRIEA S 54
R A PrRE R BT pS3 5 GLS2 HH ) Bl
T IX BB DIRENE p53-DNA Z5 G oSS &, H R4k
RARREIR Dyfg , (2 #E ATP 7= A fE A A 2 IR 1) KA
BT A R SE Xe Wk, 38 8 BT - Ui b 20 R
BHORIE T A AL T @p53 aE i g AT
AR RAET  p53 LIS WA Kk N1-2
PRSI 1 (2 Wi o i A i) PR it ) 7 o =3
AA-15- 54U 1 3 M A 3R 38 7K F, 42 &5 LPO K
S, R SR AR RS E T

HEHRZAR ,Nef2 5 Keleh #£ ECH MR A 1



102 Hh AR PR 22 24 7 2024 4F 8 45 34 445 8 1 Chin J Comp Med, August 2024, Vol. 34,No. 8

(Kelch-like ECH-associated protein 1, Keapl ) 454 ;
24 Ak N T 040 AR Ak A R R i I, Nef2 5
Keapl fif 25, 354 % B 40 M b 5 90 484 = 1 e
Sh4A e T TR A S A R p SR A R Bt 4 2R
B, NI AR A ™  SEARRIRG Bt A 26
FRIZ2 Ak DR T A2 3] Nef2 10 5% S5 )8 455, 300 5t BHL OB
Nrf2 R, 3 Nef2 7KF- 0] DR ERE L GPX4 &
R W R AR SLCTALL B 5% 30 40 o ik
BETS, BRT GPX4 F1SLC7A11 #h,FPN DL M 4 fifd J5i
H B A R AR A 1 32 N2 )22 DR,
I Nrf2 3 fi ) 2 B2 45 e 2R T L i R 4
HFIRIR YT HAC T AR OB i i AR AR 2 —

L5 TR AR IR T A | SRR A 2k A
LA S FSP1 ,p53 \Nif2 S5(55 401 X X LA iR 42 1Y
W, 25 T TR (B 1), 5]k
T4 PR IR R, A R T I R R AE T S L5 ke
A EAET

2 BTSSR

ABRARAST, B A A A WA T R A
WP 1 Rz 3 1 13 e AL o0 1 AP I T 2F B AR R
RGRYEFS I BRAR S . ARMTEOR N R, — BRI
T AR it 2 e A S AL R 7, SR ERAE T

T

. “Cystin

FRER |
LPI
. =SB )
. TheiEk] i
L @ dome

L
TN L 5 A
(ZTT Gy RCLG I 4 i
SSG W LP

AR BRAET-7E HS /R #1473 M B3 E 46 2 fE EEAE
S ALL W /R FH 32 3 56T
2.1 HS5|#H ALI

HS &, BRI S AP A s i, L2 s e S8 AL
fig ) 3ss 77 2R KA ROS, FTHE T A i 56 A7 Ay
AR — B, ol S/ e i 02 7 A Ty A 0 o
A 5, Duan %S ST & B HS J5 b R ek B
K2 F1 ( dynamin-related protein 1, Drpl) ##7 ,
LT R B ZORAAR S L, iE A Drpl BT AR A 417
TR A= ) FUAE A IR AL AR I R 5 | 4000 A 2 b A 4
FRR A WE T BRAC I, 2 BH W7 At — 2L R S (R K
R, LN AR - 2 D AU 4E 4= R E HOMt
@A, P ROS BB R, dE— B WITE B Dipl
TR ROS RS 5 1IR3 5 i i A Y 2 20 0
iz 18 S5 B TI RE A IR 1 K o S5 M T 2K T K
A IR R A B BRI W B 1 2R R
ELVR [ i BARAGFE | 2 5 S 4 B ST S I 2% 45 Fi5
& HS Fl5 405 1 DG B R 2T N2 1Ay R py R
PR FPTE AL+, % NG & (sulforaphane , SFN)
S Nef2 BRI RO 7], Liang 25 KTVl HS
B B SEN i i T I Nef2 SARSEE Al 41 21 %
FARE 58 240 B PR DA T A 3T R AR, 7T db 25 42 o il
L LTI L i/ ity v 240 e 2 1 R 3 AP e 4

Py

DY MR
AA

AL
Gl

/ o

A

T
\PUFA /

GPX4

enton reactior

® it wfckar | SBHIGLRLAE
. IPP ==> selenocysteine ==} @
KR -

v cmmlRi

CoQ10 S CoQH2

BHRETA R
HRBETF2 75
TR PRI 2 Nri2 - X1

: N
KelchFf ECHAR X 7T i,
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Figure 1 Mechanisms of ferroptosis
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T EE K- R ALL, T Nef2 VE RERSET SRR Y
SRR Rt m] g T e AR A D 3
KGRI, UL, #RBET AT e #2255 HS Mt
Bith R R, A, Wang 25128 5@ i+ 2 W45 B2
OYMTERE T ALL AR SRR B0 T A G A B SE IR, IFAE
S HS /U ZVERIE T A 40 F GPX4  ACSLA Al
SLCTALL i 04k, XS g5 ]k — PUEsE T
HS Ja i A SR AT (AR G H B Z i uE A 7
LB E,
2.2 I/R5|## ALI

it I/ R P 2 — 2 B = BOOE S 1% T T 1 il 8
PRFEPRR AT IAE T AR BN G 2 410 i A T AR
KA ARJRAE RS AR Ol 2 05 AR SNG4 Fi it
P FELEG LT RS H R il /R AR bR —
PR 11 42 % 1) 9 0E I, A 46 P9 B2 A0 I Bz #8349/
DIRERERT , RAE LN R M TR DAMPs (1) R i LA
F ROS % R & A R 1 A A AR 1l 536 il 41 2045
15 FER /R fad R, ACSLA 2k TN Rk
( malondialdehyde , MDA ) & &t i Z 380, AL T {4
I GPX4 KIABE R AN A, H /R S 308
GSH Pa0, 42 R ZRAE T30 il 70 F13E w b T -1
(liproxstatin-1, Lip-1) FilAb ¥ | F&K T MDA F1& P
PRF K T IR T Bl T/R 8405 X6 AR 5 4 1) B i e
A2 A ( hypoxia/reoxygenation, H/R ) Zb ¥ 19 Jiifi I 7
290 M 7L, TR O S O P T R A B R R, AEBR
ACSLA FE RS A 1, A 80w/ 41 Mg it ROS
R, AR X H/R M RUREDY A s &
B ARBOT K A T P E TR I B P R A ) A
ACSLA A MDA ZKF-Z #i i, GPX4 /K P FEAIE,
LRt 25 Bl i ST SEE 4| IR & B A T 38 B i) i 25 AR
b, GERIARSET /Y 2 A= S Bt s el 56

BRIETBRZ S5l VR 4551, IR 16T 25 1l 1 20
LU B R F RIS T /R 51
ALT FFREAE I, el /R %5 ALL (/) iUk
FET- 8N, I HLBEE 1/R FREEit el (38 A0, GSH 14
FE,MDA Il Fe iy B 43 Hb to b 2 386 T, 4 S Mk AT
THNHIFA A 2 — 1 (ferrostatin-1, Fer-1) Zb P 55 7
RSk AR YR AR T L R 0 A8 A5 i 3 o
PEF ) Dong % i SERAIE M I/R 41/ TT 7Y
96 R 240 B v B R B TR G A R A 1 kL
(USRS YA N N 3T A i 1 K A
FRYZFEEBE N, WL IE T IR F A Rk i >, R
R ATRETE /R WM& ERAET it R bk

Fe il Fer-1, &I Fer-1 Il 5 24035 /)N B 7K i 4100 6]
NR i Al SEm E B AN g s AR 4 5 T Fe
LA R AR A, AR S ERBE TR SR Y A T, T
i ROS-Nif2 342 P84 SLCTALL 5 Ah , ik
Nef2 J5RERS 18 ZFh ROS 35 , 41 4 1L 21 2
fiti 1(heme oxygenase-1,HO-1) """ &% Nef2 7] LA
EHFEAT SLCTALL Al HO-1 8 AR K /K {23k LPO
HER UL Nif2 A gl £ 75 SLC7A11 #1 HO-1 3%
Y LK R A (S

ERRE BT S5 Tl /R LU A /R
G ALL Y 2R e s DABRAET A% O AL A
WAWFRBRIETAEN /R #5105 T EdupL A B
TS LR 50 S0 8T B T, S A R
Bl SR
2.3 BREFREMIRG

JHRBEARE S S 221 I 2% D BE IR0, Wi R - e 5 L
RV R G RE R G, 32 SR I R W A AT
PEAG S ILAE , 5 & JE R ALL, &9 R I 3008 45
8 FENR £ B (lipopolysaccharide , LPS) i55 ALI
BB b R BLREAE LPS % 5 I [A] 19 4 <, fili b Bz 4
JgH ROS JKF-HIT Fe® KP4, GPX4 25 K iK%
WA s R TR MR B Fer-1 AR FR A [ M7 0 At S5, 40 A
I RO, AR T3 ROS KSR Fe® /KF-
ERARD . B AEALEALD R K BURTEERE S | Il
U IR R AE BN LA K 53405 5 Fer-1 FUAL BE i
TR A A B, e LA I 0 e 284 Y S i 0> ik
IR it 0 B JRE JBE A8 9 8 2 M R i ), R
RE STV , W B sh A e R 0 ST 3R
W, BRIET-S 5 T HERAE ALL B R0 R, 2R
SR G D BR B T R AR T R AF B B M T i M
PR

R 20 R AL 2 M75 4R Y ( neutrophil extracellular
traps ,NETs ) 7E ALL DL S 580 Je v 2k 2 v i 7 52
BT, T NETs B3l PR JIR oA 2 19 5t 15t i T
4( peptidylarginine deiminase 4,PAD4) NETs 21431
il 790 76 24 ) Al 7 IR NETs JE B[R], 37 T LPS
5 S/ )N BUF TP B 0 L ) R AT AR T i o
BV A B BRI, 74 4w At R AT R N B R
AR S 4P N B 2 Mg 6 LPS FE 5]
JIN BRI I Bz 240 i ( MLE12 200 #R3T T 1 R, s
B9 T N B M R 3 ( endoplasmic reticulum  stress,
ERS) PR 8 IR A Y 8 1 78 TR SR IR T 4
H1 C/EBP [R] PR R IX  H0E 5 A A5G 32
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PRFFIUARTE S5 134 BB B AR 35 B AR LPS 5
EHRIERSE T 5 ERS, SRR T B 4E /1 Bl 45
P54 . LPS 80T /I BUST 20 20T e 3% 56 R o ik
“F (stimulator of interferon genes, STING ) ik, 5| &
TERFET,STING WEBRIBHE T LPS 512 i i 8 4 iE
FE R A M BRBE T, B T SIS AR 3
(signal transducer and activator of transcription 3,
STAT3) (BERR L3k s BRAE 12155 R i 5% 1 STING
R | S Y S E 22 -5 BRSE T8 /b, STAT3 411 il 57
W7 STING iR & B BRAE T, B STING i i
STAT3 25 LPS SR MRS T, Sl IR 4]
i AR FE T AR — B, Nef2 B2 7R 5 T e 7 AE
ALL [ F2 B , GSH , GSH/ A Ak 7 23 Bt H BK (oxidized
glutathione , GSSG) LL{EFT MDA 7Kt 8L 1 [a] A8 4k,
4— A FRIR Y- ( 4-octyl itaconate ,4-O1) Y& 52 il f51 47
PUBG 0T o S 7 TR0, BB 4-01 BTk s T
VRO Nif2,, X Se 55 R W], NETs B \ERS L
St STING-STAT3 Nif2 5545 5 215 1wt hk i 45 13
BRIET I K AEBL
2.4 HBIFSHRERMRG

J R (oleic acid, OA) BN Z5T OA A 5]
B ALL, WF5E I, OA XoF Jifi A B 40 A 42 R 1k
SRR AL, 5 & 6 40 i 5 i 8] 5L/ il 96
KM, o Al a4 B A R T B AR AR B e ROS
PR PR R R AL I TS 7E 0A BUNR
ALL BT | Jiis 20 25 7K H 34 i o 388 585 40 38
BTGS2 11 AU [ F 200 B A7 78 LR R Wi i il
LRIV 2L PG 5 OA 5| A ok B A it 2 4 b
FEHN GSH THFEFT MDA FUR | ili41 41 GPX4 1 Fu
BB KO TN i s g LI PR AT A
OA /5% ALL B9 A tIL ] b A A AR
2.5 MRS

TS P Bl 45 43 ( radiation-induced lung injury,
RILL) J2&48 15 il 2H 294 2 453 403 B 5 2 1) JE 1
PERAE . 7E/DEEE RILL SE5 Bl 25 JESS o) i) 228
il ROS 7K P48 58 4y B 58, Ml b A 7 1 J 2 1
LB, [ B GPX4 3 FH A mRNA UK % 8 5 T
JH) Lip-1 397 BRAR T RILI /MR ROS 5 . R
PRI F K, 325 T GPX4 Nif2 &3k, Nif2 {5
AL S AT LR A TGF-BL, FF % {6 RIL
TEPI I 27 A AL PR o X BB BF T IR T 3R ATT
RILI BRFE TR BEAR , TR A BFTER A B RILL A4 it
Pt TR

3 REERE

DL AT BB i 26 0 , 200 i 4Rk 308 57
HrRASHEIR , A B AR = & B, 51 R
AR S M, BIRAIE T, 7E 2R ALT ()
R SRR PR BRAC T B & A A RRAE P ke
BTN GSH JHFEM ROS BAN, Uit i 55 ™ &, ifF
— B R i 5 ST R 5 TR FH A 8 T 490 7 R o gk 2
BRNRENS A S50 55 45 Fh IR K 51 & B Il 1 2 Bt e
TRERERT , I AR FET- 0 ALL, RS 7E B AT
TJAPEHLE T S T A 2 K e (H B gk
T HAE T WUk A0 T 5 72 vl RE A7 B T B AR 7
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