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1. XEZU

o ARSCHY S % BRAE TR SR A0 T 55 05 R AL M iK% 28 ( diabetic retinopathy, DR) i &2 . & JBETIAOE, kBl 2
W BRI ZE AL . DU R G i 15t B T i S A Rk v

2. Bm5&M

o CAIERIET 2 — PR AR I R e M I SE T 2, DA Bt S fb i & BUR A I B K 42T g 4 B stk RG2S
FRIE, BEAERFSSIESE S 58 . ph &R T H B SR B

o RICERIAE DR, BRECT (W ELAR R4 B ARAT LIRS . RWE 8 2k 0 1 R 3R T AR i 32 A, i 25 sl )
JEAN BT R SRR 71, TR BB AR . A R BGPTSR & S 2 AN IR R, XPERsE T A
kg Btk KEENRMEAING A A B 4 SR B B OE . PR ARG SPFET 3 BAEM, TR E AHE
TER&E AR LRI BERERS, B2 ARG AR fh A R BRI

3. BENEHT

o AREEIR I 1 BB ARAET7E DR G4 FoRIK, il 2543 DR W AL 5 BiiaF Bese tpi oy il . AR i 22
il BEFai 4 b5 DR A2 R EER T ERIE, MIEE T SRl Ab D - S AE - 4SBT ARl A 25 G TR . BRBE T 15 50 AT il 51
BT R HESI T RFE T B 7] ¥R TT IR 5% 1) I R FE fb i 32E , A DR VAT SR AR RN . RRTFE M — S ir i sh s
-l 5 S AR 8 I 45 R AN R B B B RO, R A AR R A s Ay RSy R R A .

Bf E]  HRIET (ferroptosis) J&—FP R PE B B P PR AE T 72X, LIAG Bt k¥ (lipid peroxide, LPO) 5+
W EFASEALE RS R N RRE , WHIES S S IR B B AR B s B R, A HL AR
RE BN YT R AT (PO A0 . AR IF ST B, BEIRP AL SR 48 (diabetic retinopathy, DR)
BIRAE . RIBSEICTEYIAG, HAGHLS AR MR ZEEL . PURI R G0 I IR i SR AL 9k I
No ARCLERTHRAET-S DR KA RIRAFE 4T OCHE, B A B T R BEEREE T 10 540 i 4 5t
TR AR, LT R, BRIET S LRI T AR AT K A AE RN I BE RSHIE SR, it S
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Progress on the mechanisms of ferroptosis
in diabetic retinopathy

PAN Yanchao, PENG Chao
(Jiangmen Central Hospital Affiliated to Guangdong Medical University, Jiangmen 529000, China)

Abstract Ferroptosis represents an iron-dependent form of programmed cell death, marked by the abnormal
accumulation of lipid peroxides and a disruption in redox homeostasis. It has been demonstrated to participate
in the pathological process of fundus and metabolic diseases. Consequently, exploring its molecular mechanisms
has emerged as a hotspot in translational medicine research. Recent research has revealed a close link between
the development of diabetic retinopathy (DR) and ferroptosis. The pathological procession of DR encompasses
iron metabolism disorders, a breakdown of antioxidant system, and a cascade of lipid peroxidation. This paper
offers a comprehensive review of the molecular association between ferroptosis and the development of DR. It
also elucidates the trigger pathways of ferroptosis in retinal cells under high-glucose conditions. Further in-
depth analysis indicates that ferroptosis establishes a positive feedback loop with mitochondrial dysfunction and
inflammation. Through the oxidative stress-inflammation-angiogenesis axis, it exacerbates the destruction of
blood-retinal barrier and causes damage to the neurovascular unit. Moreover, this paper delves into the
translational potential of intervention strategies targeting ferroptosis. It proposes that future research should
prioritize the screening of stage-specific biomarkers and the analysis of dynamic regulatory networks. The
ultimate goal is to provide a novel direction for further exploring the pathogenesis and prevention of DR.
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W DR 9% 40 D) B 2% (diabetic retinopathy, DR) DR P78 B9 #R A
JE W DR B UL B LM A O R =2 — 1, ,Jﬁﬁﬁ BT R My ARG R . R
PLN S S AL . A SRAE RN . A . IR B A & p53 E IO S AL S 0 A
Bk MR AT AR S 2 EN R, EAR, B FHEASET A, o e AR i e R
FET™ (ferroptosis) 1E A — M RUBR OB PEA AL T A ARGty , SR A e . PR AT PR
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FATC I & B R AR . A e H ik S A P il 4
(glutathione peroxidase 4, GPX4) Il iRY 7 KW,
TERGUEIR YT e B IR U R W ) o A S gik
BRAET 19 7 AL J HAE DR iP g se i, 4R
WHAE B TERY TR S (B

1 FRIET WIS FHLHI SHFE

BRBCT AR AR B R PP PR 4R i AE T 07 =X
FOME ST E ) 2 1980 4F, B % 2012 4F Dixon [
BAA I 2 7 A s R R P % B T R
fiE 2 B A 40 M N A B R B 3 R XU AL
I o — 7 T3 o 25 s N A Ak 22 O A6 R0 g
fi% (polyunsaturated fatty acid, PUFA) i &4k, 12
HE R M Fl g W5 R (monounsaturated fatty acid,
MUFA) G, 75—J7 - IZohi iR S L wi iR b id
*I T B M % (reactive oxygen species, ROS) 5

R, M ROS Wbt # AL B B, N
¥ (malondialdehyde, MDA) ., 4-%% 3 T-# [ (4-
hydroxynonenal, 4-HNE) 15 i A (W) g A n,
B2 R AN R GRS . BRIETHISE 5 Tl
il DL LCBRFE T 1 20T o DO T T 538

A B A —— A B A 4 L U 2 AR T K P RE U2
BB AL, (AR AZ A 5 3 H G Y €0 5 [ 47
T RAZ LM T WA TR, H
B SR A A bR A RS B R A H R RE B K
NADPH 4 AL

SRR H KR

BROET AR L B B0 0 IR T AR B2 1k Bk Ak S
N7, Hoh GPX4 235 51 A& W BT A A B A8 i 15t
K. 7E GPXa RS, BRI A DALy
(phospholipid hydroperoxides, PLOOHs) [ 5 & &
R o S5 5 I fih K i oo SR A SR TR ff 5
Fe™/Fe’ [N 7= A= 1) B W R AE T 1 43 T 48
L7, et A 1 PIE5 1 1 (iron regulatory
protein 1, IRP1) 1k ¥4 %5 & 1 2 (iron regulatory
protein 2, TRP2) JHHE MU KF i, 1 K bkiefe
g PR R I sh A . BRI B
H -k A2 R A RN AT ik A8l i STEAP3 42
J& R RS A 0 Fe R JE N M R B s R
F 1Rz SRR, TR A W BIL Al U A4 ol
BREE DR R . B A Bl A AR R A Y
FEF R YA, PR S N A v T

1.1

FERY LR 35 AR A, RAE T R B AR 2okl A 2L («OH), 514 DNA Wi, & H Ak X
e ~
( IR j Cystine Glutamate Erastin
System Xe-  sorafenib
O R
DO al\Z
Transferrm receptor 1 Cystine ~ Glutamate
| Ferritin ,‘ PHKG2 c l e
ysteine
Autophaglc\ HSPB1 ly-GCS
degradatlon
Fe[On GSH GS-SG
/ M _ -
NCOA4 a Lipid ROS GPX4 » —— (IS, 3R)-RSL3
( Ferrltm ) — T
IREB2 PL-PUFA(PE)-OOH  PL-PUFA(PE)-OH
( \& 'A'A')' '
PL-PUFA(PE) «—— PUFA
4
Ferroptosis

-

1 BRIETHI S FHLE

Figure 1 Molecular mechanisms of ferroptosis
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1.2 ERRERE

PUFA Wi A LR BIET- RO Cit bR s, Hip kK
BENRWEHIEG A A B 4 (long-chain lipoyl coenzyme
A synthetase 4, ACSL4) Fll JI§ %8 & f# (lipoxygenase,
LOX) & A5 Bt S Ak B ZE 4 . BRIET- ATk
A% O FE TR B IR i i AL O S vy, HO
HE AR 5 PR A A AR g AR AR Y Sy
FH AU T PUFA R9TG L 5180 . ACSL4 i fbliF
2§ PUFA A I L5 A fiTA=%), 4 LPCATS3 [ig
5 #X ABEREIE i PL-PUFA, %14 238 14 Thr328
7 15 B PR AL 34 5l 0% MR LU AR SE T B IS 0 #R
KW FEAEYTE RO AEE N, PL-PUFA 1] DLl
Ik T2 RN Al e A o Ao 4R 1k S N %% 4k 2 PLOOHS,
#7 PLOOHs AN REBEAT 2 AT, AT R SR A o e
SR, ANk oAt T ET M

1.3 BER/SEBYEFEEERRETHEZE

GPX4 2P BT RO g, I P AR
T4 BEH I (glutathione, GSH). 2R /45 2 W2
[ 2 14 (System X)) DBERR AT 2 520 GSH #E4,
VLTI 55 GPX4 HIPLAALAE 1), System XcfE N
SLC7A11/SLC3A2 5 5K, @l 11 58 figsh
B R S5 M N A E R e AR F A S A
R JDE B2 R 20 30 DR A B R R R, Bl S5 A R
(glutamate, Glu), H & 2 (glycine, Gly) £ GSH &
AL N A i GSH, 1% = IR A IS PES F AV B %
15 Bk ROS, H J& GPX4 il i 1k 2 g it ¢ B 4 [
U718 GPX4 3 3 4% GSH 484k K GSSG, ¥
£ PLOOHS iA J5 o TG E B AR EE, M i BB A B it
ARG

2 $KT-25 DR RIFIEHNLH

21 SHEFESHKRAEFEL

KA W PR AN SRR BF 7 R W], DR (B A7 16 2
FH VR AT, Sulochana 25 PO LI I PRAFF 5%
KB, SEIHNE DR G BCHE R A BROK P B A
AHET i 2.5 4%, $n BoltiZi 5 DR W H R )
LIPS

B, mIRE S EREROAMA R A, =
B LL R 5y TR BT RO B Ak TR, e

A 5% 005 A0 9 B Mialler 40 A 0 148 Bk R I
(angiotensin I, Ang- 1) ik, HIKFHIEF RS
TFEnis 10 /5% Ang- T35 F R CIHIACIEA,
38 SR LI 40 i Xk ) R ECRE Y Xt
T 5B A AR T RN TR B DR R R0
S [] Jo0n ) 248 L oA R 2

BREFAEML M BN 2w A T R
FZJZ (retinal pigment epithelium, RPE) 5 6/& 32 4%,
X R IO T A Rk T vk . Bk E B i A Ak
IO - SR AE - 1A 7 AL 3K ) DR iF . Blasiak %1%
ey, AR AL S8 ROS A sl i, ik 2
3 2 25 Sy 2B R R A . IRz AR
A A TN IR IR AE PUFA BN ROS K ifi Y
FER A, IR IRR I E AL BE O, [R] s
RV e 2 5 R T ek 2

S R A ZE LA BOR R AR T B
PRSI . Chaudhary %5 P/17e 4 IR0 B 2375 S ) B
PRI /N BRASEHY v S AR I JBE 4k S i AR . i —2F
W BB, PRk BB A R B IR IR T
FEPU R B AR SR OTAE T L LS A LR )
Ji 5% % (blood-retinal barrier, BRB) B il . i ¥ 4
ML N B2 40 Ak BRB Y B85 M sy, HAR 7
PEFET % B3R BRB 5838, SEUME S FH
BAMMBEA L, PURIBFE R, ol 208 o 7
% G 8B MK Z ARG 50, 155 RPE 41l &
FkB X, PEMifEDE Ang- T 2E K, Ang- T RV
I o R AR A B R OE A N A KT
(vascular endothelial growth factor, VEGF) & {4, 4
58 1M1 A5 308 3 1 AT A I A P, SR T BB
VEGF ik, INEHLMAEEL , 5 1 Bk,

22 RS

P BEAE S AR PUFA B 5 B2 (93047, FLop
MHLFEE R EA M EZ B, XA A1k
BV R0 S A R DR Y SR BRALH] . 5
B A IR S AR B R R N iR AR . PR
feisferd, LOX KJGfE L PUFA #ilg H H 21 JE
B, % H L A IR R 2 A A
JiE W R Wi A i S AL o S W o i K 4 it
(RO &SR RN L ST 1) 8T v O N ]
filh % Bk T HEFRCY . ACSLA 1E M B8 T 6 B Ak
N or -, fEfb PUFA & WUBE BE 4 Bl A, 3 17 28
LPCAT3 Bk M RS ", 3 26 & & AN A iy
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BERRTEER 2 1 5 e A6 AR T A4 i Bt 44k
2ol % RPE 4UAEkIET-P,

TEMEPR YA (diabetes mellitus, DM) Ji R AT,
R ZEL 5 18 1 50 S B i P R RS Rl )
A B ERFE TP RS VI RERRAG . X R AUE 11
A5 R D) RS A 1 N K2 4 ME (retinal microvascular
endothelial cell, RMEC) X &5 B B 55 0 Ay f0 sk 31,
IR SZ 2 A L DI RE e R AR Kk 2% BB A il 4 28
RMEC } RPE %3 (180 5 & F= 1L\, . RMEC {453
Y5 RPE 4l il D) G R -4 5 | 2 Iz A Qi ) 5 vk
FET=BY,

JL4E DR HAERBE T 1Y B TR AL R o0 4
B, B WFSE B IESE ACSLA BY S0 s, LA
ZEYUA RGN RERGT, SLR K30z &
BRFET 3R, dEMR SRR ZETL . OB 2R
155 DR Jo5 BRI R[] 1 53 S

2.3 ZRMKINEEFERS

b2 ROS M9 B A RLR, HARGEH & &
f) PUFA B 58152 ROS Wiy, T RUE S ki fAk
JI§ B 4k (lipid peroxide, LPO) P, H:FH ]
1 157 £k B7 /KX DNA(mitochondrial DNA, mtDNA),
PECH R 0 TR B A L D e A, [ AT R
AR P A B ASTF S BRI B s PR
oE— AL g s 1 P RV Lok A i
BRI R A RE A RERESRRS, K mt-
GPX4 il S 4 b 1A 43 e H Rt rp ik S04k g o
TEFERE PRI PRI i, 0 D) 5 0 5 24 i 2 B
FRE . RS ZkA ROS PHEFHE . LPO
T WS R AL, B LR AR RS e B
L2417

fE DR, S B S A0 LR AR T RE I A 5 2k
PET-Z [BAFE R AR A 2% o Sepifi i F15 i
B (electron transport chain, ETC) /& ROS [ F %k
P, HobaE a1, AT H 1R R 0
+ (O) B E I E T (0,), JfFi#r—Liikh
H,0, Fl«OHP, i & ROS AY 41451 mtDNA,
i ] AR 28 kL R B HL 47, 5 B ETC i 18 B¢ i
ATP 4 R SRz 21 R R R 200,
HIRe @ AR R R B B AIE A . R, ZekifA
F S AL, B ok A B W T R 7 i LR
LIS TIBUES AL NAEL I da o d W95 125 7 IR NS BN o
ot G R 2 2 e F

e WE B 1 o AR X — - B L 9K Sh R AR T
Chang ZF " B 5E 78 1 LRk A W 5 2R FET- 1
EAEORHK : TEMBER B AN, LR i R
WS SRR H WS, GPX4 RIK TR, fEmiid
FACAREYIKF T R, R BELORIAR [ i i
55 5T A AL BT AR HEERAE T . AL 7E RPE 4
H P BEAEAE . Singh SR, e R
Fab A AR IR B AR T e, &
BOZ LR ARHE R A A AR E R R

24 RESMEEEMEEM

BRAET 38 ) 375 7% ] F kB (nuclear factor-kB,
NF-«B) {5 Z i, 7£ DR HJE il “ % 5E -SA b1
MR . PRI, FIET AR AL
72 T] 3 0E Toll £ 32 {4 4(toll-like receptor 4,
TLR4), PEIME 3 MyD88 1K #i 1 145 4% filk & NF-«B
KA O VEAR Y NE-kB 3 3o 5 5% P8 4502 2F P 40
Jifi /- 2 -6 (interleukin-6, IL-6) 1 4 4i il /- & -1p
(interleukin-1B, IL-1B) AYREIL'. 1L-6 #i% 55 4%
RN SR TR 3 (signal transducer and activator
of transcription 3, STAT3) {5 5 %, 5 (A 81/)\
i % M -1(zonula occludens-1, ZO-1) F1 4] 81 & H
(occludin) FYBERR AL K3 I, %R P 1z 4[] 3%
BE AWM E M, i FITC-dextran if 175 4 4
U G i IL-6 5 VEGE B W IE % B,
I PN R 2 I G R T 4 )i B T 9 (matrix
metalloproteinases 9, MMP-9), [ fif 5k JiS I il 43,
0 9 B B A B o PO TL-1p MSE 3 F 3 NOD K
2 AR 458 B0 OC B 1 3 (NOD-, LRR- and
pyrin domain-containing protein 3, NLRP3) % fi />
&, 55 Caspase-1 K FET iR 1S, HE—F Bk
SERE T I I B 22 T A i R -

3 BRIETHERIRTT RE

IAER , BRBE T 1Y 43 R AR AL ) 328 T HH B
HAF S 5 IE I F & R 2R T iR T
BT o BRBET 753 50 32 R0 ) 40 A N B A A R
G 5PAAEHER, BSOS EIEM
A — 22 System Xc 5, dndn SR ik e
Erastin A1 T A 20 B2 WK B 45 . 3xX 2524538 o R
Wit IR, T3 GSH & 2B, B &Rk
M GSH 7K, AT HI 55 GPX4 (3t Ak fig
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Sl RN AACE L, 55 —J5 R GPX4 EL M
|, U Ras PEHEMERIL /7T 3 (Ras-selective lethal 3,
RSL3) . #KFHET-15F5] 7 (death-promoting inhibitor 7,
DPI7) il %k %L 1= %5 5 #| 10 (death-promoting
inhibitor 10, DPI10) %%, i i HM 454 GPX4 )
A2 e R 16 P oL, AN RT3 ] A 5 LPO
FIIIfE. deAh, dE20 M5 T T 2 2 O,

x1 HETHESH

Table 1 Inducers of ferroptosis

AN &P AR JE 38 1 S P62-Keapl-NRE2 Hliiil it
ARG, FBFIRGET-MHE A -5 Q,
i #% (ferroptosis suppressor protein 1-coenzyme Qq
pathway, FSP1-CoQ,,), & Ji A {12 #k 4E 12 &% b ;

T 1 2 AT AR W R N SRR Y 25 A 2 5 i
B, il R S s I AR S B A SRR R I
e 15028 TR ILRYERBET I SR B HOGC R E FIILR

Das 2590115 YEFAHLHI E =P U
41 [11) System Xc Erastin i System Xc*, PHWIME BRI, FEIRGSHAKE, Hil55GPX4THH: [54]
BIABIYE iy tem X, W GSHAM, HORIER I RALAE [55]
(Sulfasalazine)

ZHhidEJE (Sorafenib)

i System Xc™, [A]IF#iT P62-Keapl-NRF2iE i, WHAMF I ARG [56]

WK (IKE) R System X', RS PEVE SREANIARAE T (57]

1 [7 GPX4 RSL3 NG5G GPXAE L, AL ERG M, RELPO AR [58]

ML162/ML210 HEMHGPX4, 17558 Pt A AR A e T [59]

FIN56 WO R A, RGP AREAE, IR FERIIEQ,, HWIREMMS  [60]

PRI DR (Artesunate) E SRR AW, BOBOIERIER, PSRRI B IR Bk S AL [61]
FINO, SR A P HIROS, [FIAT B4k PUFA [62]

Pl JE (Lapatinib)  FIRSREREE 120K, HEINZARAR Y RRERI, AR BRSO AL R [63]

S A f{:;gg“gjaf;i HIBIACSLATEHE, HUATPURA NS4S & [64]
Zileuton MHILOX, WPLPOLERL, (R 0 T AT Al S AL R AL [65)

0 ) 2oy 4 BAY87-2243 TR Zbr AR R AT AT, BEINSERAAROSEERL, fil & fg Bt Ak [66]
£h#E %K (Salinomycin) i FLRRARBE A AT, BOAIERC, RYSET ST @ [67]

SHEAESH I Cisplatin) ig;—’gi%ﬁ(}s& THIGPXaTEYE; [FII G S DNAR , BT AR 815 (68]
FPE 2 (Curcumin)  HMHIGPX4, FIGNr2EH, 7E4FEWRE T @ BB assm g vl Ak [69]
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TED ISR WE 7 1T, ERAET I8 i 2 ik 1R
FELTR SRR, 3R 2 9028 T % WL BRBE T35 5 741
J AR ML . B8 T S Ak AR 4N Ferrostatin-1
(Fer-1) fl4EH= 2K E HIE T A baEXX N : Fer-1
i1 T bR AR Bt AL A 3L (LOO.) A A Fe' i
I FERPER, M4k R EAE AR MDA
Fli A 4R, #0 PUFA Ay it E bR . BRAC
TV 7 R0 a2 R e D) 3 ok oA AR D 5 K KT i 2

x2 GRIETHIFIF
Table 2 Inhibitors of ferroptosis

i 52 3K Sl ROS AE 8, e AR AT I 3IE 5 H v 22
fift R AR e I A O e T, JFER AR
F7 PR A QR4 i 2890 . P Sk R 8 B 7
D 368 3 i N IR B AL A AR, plan 2
J¥ie 1 T £ 1 TR 43 o 3E ik b U GPX4 2% 3k B
System Xc#& Ft GSH & i fig 71, WAk & 438 i
AN GPX4 $& T HEGIE PR, 5] QA i A4 i o
5 B0 B 2 2R TR H AT 4 R R T A

PIES 25911185y YEHIBLE 27530k
BEAH BN (Deferoxamine) /IR KRR, MBISFWUR N, RGNS UL A ALK [70]
PE- 4k (Zn-DFO)  FEMIVEBRRPEANMIP YRR, WARGHE S, (R RPEYIRE [71]
BN il Fer-1/Liproxstatin-1  ELIZEFVHILPO, YRE AMAEASEREN:, FHISTERSET G0 i [72]

M #lmiR-138-5p, _LIMISirtl/Nrf2i@ %, H45RGPX4. GCLM%Hi A bILH

HECHH-IV ik 73]

S B Gas6/MerTK/GPXAE: G@a};;ﬁgfggg%gm%ﬂ@mﬁ%% I/ ARPE- 1940 I BRAE T, WAL 4]
TRIM4631] 71 %ﬁ;ﬁéﬁ%&@ﬁmaﬁ%m JI I NF-«BIE B A 5 AR ERAET-AE 73]

TR FiA 2 (Puerarin) Qg%ﬂlﬂlﬁﬁ’fﬁﬁﬁ, TR TXNIPA S LR AR AR, YRS Lo R 76]
12 M (Resveratrol) JE i R HSLC1ASHIACSLAZ: ik, J8/PPUFA-PEA AR, WISt &k (7]

Wil lz 22 (Quercetin) T ACSLATEYE, BEoRGPXafarEth, Bhm] HETEAET-AH T3 [78]

PP TR O R . 4 RESRE

e 75T B R T R A A iR 4 5 v

JYROCR, A R AE R 2B AT PO | Bk i P
O I A PR YRR . R IE 2t —
AT SR SR R E R4, A2y ik R AL,
PASEBURG R I 25 B 25 T 10, HEShERAE T4 035
I M FERIAIEZ 10 1 RS AL 01 2

A FE T BRI T (4 o0 1 I P AL B LA
DR P TEIE SR, ARG Hriasin ST
[A]Fg BHLOCHK , T A A s RS S A ERACI AL
R A AL | AORLIR D RE BT S JEAE 7RI A
Ak SRR RIVERT, JEFIZE T BT TS0
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Frma R, DA A #E— 2R &K DR B kRl 5
B va T B it B . R £, BhE R R
AR T8-S i - LA A 9K 5 DR JE R, B2k
5 1) SR A T AR A T S 3 A8 Ak K s 10 T RE
it RPE AR50 . I3 N B B B s SR 25 ML 5 5
DR, BT, A ZMEIET- T H A
Il PR AT 5% B B, 38 Aok #0900 461 i ot 2o 4k gk
5 FUR B R BB 1

KK — 5T DR FP 50 T 38 8% 1 K5 40
TR IRFERLE] o BT AR5 3 25 - A5 5 S 1k Dz 8 Y
LR AE PN AN A B B B R RGN, ) B K sl 40 1)
AN I R FE T A 40 SR LA . IR) Aot o 0 1 A
Whikr bRy, I 58I R 4
YA R e SRR AR AR T B R N )R o
JE, 4 DR (Y4322 7 1A 40 8 B8 1) 2590 T K&
AR

AR

AT AFAET T M SCR S A R Al A2 U
THERE, PrAfEEXMNAERESYE ., eI RR
AT B Rk E TR T 55 3h ¥ A AR
H IR 5E o

FUTEIRIE ity 15 5 BIARTEAE ) 26 vh o
FF As 3% BY 7= FH

AR SCE A F AR S 2 1 B 3 (Creative
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