Med ] Chin PLA, Vol. 51, No. 2, February 28, 2026 @

5L T FENE R I ZE R IR 50 R

AT, FWEDT A, R, R

VAT E R R E B N AR, AT 230031; BTN E S K B E R S S, AT
230038; EMELEATEE R B PO RIEFRFRBE, ZRAIE 230071

[RESZES] RS872 [XEkFRERSE] A [DOI] 10.11855/j.issn.0577-7402.0323.2025.0618

[FHE] AR IO g5 o

[SIAA]  HALL, Jriig, 4547, 558 . BAE T FERE R I A0 T A IFoT R R (7). MU B2 2 4%, 2026, 51(2): 257-264.
(Wi HEA] 2025-03-02 [FABH] 20250529 [EZ&HH] 2025-06-18

(FEE] PRI R e 2 R 50, HZE5E M., R HAmar FEAWE R, (AAESEA LI
IR PAT R PR . BT VR — R i A Ty 20, ML S ERAE T AL, 0 Bk 5 e B R R AR ) —
RIRIEAIT S| R E A TR RN T, RASEEMIET . ITEeAE, F ) AR A0 T3k — 7 VA IR A T B %) 3R W e PR O
FETFFFE T A 8552 TR o ARSCERIR T HFET 1 & A AL B ICAERE PR h A DG SE R 5, I NI AR L WO L AR Fr
Do RS 8 5 22 TR AT T 4 S0 T A MR PR H & E 2 A R ) ELAARHILA,  LASH SRt PR B A DG 3 A I IR TR Y
PRAHT R

[R$IA]  BEIRMG; JFRIE; HSET; SR, —JRMRIEI; M

Research progress on cuproptosis in diabetic complications
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[Abstract] Chronic complications of diabetes mellitus typically affect multiple systems and often occur concurrently. Despite
the continuous updating of current treatment methods, formulating personalized regimens remains challenging. Cuproptosis, as an
emerging form of cell death, shares similarities with ferroptosis in its mechanism. It involves excessive copper disrupting the
mitochondrial tricarboxylic acid cycle and triggering proteotoxic stress, ultimately leading to cell death. In recent years, targeting
cuproptosis, a novel cell death mechanism, has attracted significant attention in the research field of diabetic complications. This
review summarizes the molecular mechanisms of cuproptosis and its related gene targets in diabetes, and elaborates on the specific
mechanisms by which cuproptosis mediates the occurrence and development of diabetic complications from multiple aspects, such as
renal disease, myocardial lesions, and retinopathy, aiming to provide new perspectives for clinical treatment of diabetes and its related
complications.
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Tsvetkov %478 T 4 AE.1- (cuproptosis) X —#7 i 4 g
FET- AL, RIS 5 = SRR TG A (tricarboxylic acid
cycle, TCA)FFRYBLV-BEILA > FIRES &, 2B
BEALEE PR AN S Fe-SHEEE I 222k, T R H
FRPENARAET . B B AL T AR SIS
Z AR T RE K ER IR B9 (Wilson disease, WD) s8]
FEMIR AUk, B9 2 4 P T A S ) i 5 1
XHEEAE AT NS s 7EWD i, B2 T
HOCER TR M ALT AL, i ST T A PR T
SR FEAIAL TR BB, NI, ARSCERAR T AL
T 2L PR AL B HAERE R o R DGR A AT
B 1AL TP IR S O B R 0L
TS . PRI E i S B PRI P B Y
KRR BT TSR, B S AL T Y ik —
BT, DARENE IR S I AOE A B2 5
IEYIE &

1 $ESETHIHLH

TR e MR A W sk BRIt R Z —,
ATTS SRR . ARl A% e
P B B R, (EAERR RS OL T, 4 ATP B4 %
iz B £ [ (ATPase copper transporting 3, ATP7B) [ 1]
AEIE R SRR T 75 2 O BT 20 M o REAR R, ]
PR AR, BRSCR IR, HASE TR OGP kA
A % M 1(ferredoxin 1, FDX1) A] B Cu® 18 J& K 4 ,
FDX1 /i B2 A i (lipoic acid synthetase, LIAS)# il
W E E AR BEAL ;0 T RS U T
J¥ S- £, 1% % #% i} (dihydrolipoamide S-acetyltransferase,
DLAT) 4543 I A2 BEFLSER AL, M B2 FLA A AR,
JEME, HLEA S RA, e AHLAT TCA BTG T
BeAh, iR Cu 2 42 U 43 Bt H K (glutathione,
GSH)%fk, Wb GSH & i, THeiiF Bt K,
i) ATP [0 5% 32 o/ B(ATP7A/7B) M IIRE™ . (HAFTE
EHE, M GSH KV A B AR5 A BE AL 2
DLAT 5 5 AG BB ANAH X I, FT At 96 40 5 5 %
AT [, SRR NS H,0, 1Y SR 2T
JBE, AIAERL Cu™ 5 O, M5 RNRIT . Ak
L DNA RS, FEANMA T A Co ikl
5 GSH A= iU A e H IR —aife sy, Fd s wish
S5 N A= JSUA LA™ A 3 1k 48 (reactive oxygen species,
ROS), Ja# 5| K AT R g A4 BE 1k ] S B i
FET, Bz, HRRASRAT . BB E SRR
GSH FE & ROS FURAEALSHISLT A K

2 HERFFEETHEXER

AR, WK, WACT ARSI N S
PRI ) R M e SR A AE — s A AR DG, N R R 3 =

fif 2 & ¥ (pyruvate dehydrogenase complex, PDC).
ATP7A/B.. 40 i J& 9] 25 11 4 1 D8k i 400 o) 7] 2A
(cyclin-dependent kinase inhibitor 2A, CDKN2A) Fl1#{K
wEH 70 (heatshockprotein70, HSP70)§{SF , XA AT
I AL TR AR ROE RO 1 A T R T 1]

2.1 PDC PDCJETCAKISCHES S, HINERIIL
2 i ol (pyruvate dehydrogenase E1 alpha 1, PDHAL),
N B 2 i % [ B(pyruvate dehydrogenase E1 beta,
PDHB), DLAT Fl — & #i = Bk e I & il (dihydro-
lipoamide dehydrogenase, DLD)Z i, 1A 5% Uk 5K g
1 PDC 45 2H 73 1 5 A 24 O 2 5 4 8 T~ 1 5C B ik
P, PDCIE LN AR S 5 TCA, FE(ATP Y
Z, PEMEE KTEIECH . CalIEFTIT, S
By AR, R 3R o3 ELAT A R A
ST — T A7 & BE BR 5 B GE BR h EF (diabetic
ketoacidosis, DKA) BEWIG RIS X, DKA &
RN PDC PR, SRR HBE TR S R By B
BAERRES S TR RO ZE L. B L5 [R]
FEUESE, bR/ NEUAR P PDHAL LS, /N R
g 2 W R e A2 A5 R BR B 2 WA D BE W R AT, i JBR
By RUSHEBA Z4 R EIR R T PDC
TR 5 ZRIC AN RE AT h B0 OCEEAE T, L i sE
T EHSE I RE PR I B A0 RE S T B eEd
2.2 ATP7A 5 ATP7B ATP7A 5 ATP7B &4+ T
X e 13 5 Y IR 5232 ATP [, 2T REM S 4]
(534 e HE . B98I, WD Bl ATP7B 3 [ 58 7%
SR A ACEER , SRS R R, ik e
L2000 81 iy WD 5 R B A 1A R s 151 &
L, R M A A B R AN BT e A, nT ek
HRFE R TIRE, MR ZLE PR, B
Jige 5 2R A 1 D0 LR, Rk
B & DI RE A k35 il BB U DR T 25 ) R T
ATP7B KA 578 It S B0 5 2o 2800 e & B 240 i Fr) 452
Bio [y, AU, IR 8 RN B A Y
ATP7AFRIKIEAR, HATid s sl bk
WIFEhers , S ia R 2 S Fr B AR AE T m] A2
FORE b B 5 T RES2 40 i B A

2.3 CDKN2A CDKN2A j&—FP i i e B I 55 2
Tsvetkov 25438 131 4> 356 R 28 P 7 6 15 HY CDKIN2A 2+
A AR B P SR T SR B, T o 0 i 0 4
BT AR BURE , TR R R RN DT . A
WFE K B, CDKN2A 55 2 BUWE JR 9 5 J% v W] o A
RIS, LS MR R B P e AR PR U A K A
Ko PRV B ik B AR R AT 5 5 CDRIN2A 3 2k
K, e 20 TR R e B AN R AR, A
SANEE, SHIET I SCE LR PRI [R]40 FE R
heE, RAFEPELRSWAL; FIZUIEL &



L, CDKN2A izt 35 n] 3 5 A0 Ji5 7 2H 2L 19 15 2%
AT, T FEE IR I KA

2.4 HSP70 HSP70 & — A H, Al P ikHE
FRAE, (RHRRIT SN E A TS, 2w
BTV, AEFRFAATREDY . Tsvetkov 3 LI
ZEB, WD /) USRS i I A AR B S SR AL Fe-S
A RIE K T HSP70 YA, o MM T JIE S T
LT AR AE R I FE RN I . HSP70 7E M PR 40555,
WA . HEREN IR, HSP703 A MAIRAY,
YL tHSP70 FRIUAHURFEE, 451 eHSP70 %
PR R R, BFST R B, 2 RUBE R R E
eHSP70 357K W BTt , eHSP70 Al il i Toll FEAZ
& 4(Toll-like receptor 4, TLR4)/c-Jun & 3 A ity 4 i}
(c-Jun N-terminal kinase, JNK){5 5 i [ 5= 4= 4 4
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Wi PRI 5 iHSP70 B 4 56 RANAEAE G FF o
R IR PRI A ) m RIS &5 3 iHSP70 1 AT
7 A A M R AP R FIRS, T D — 3 A3 A 5 0 R R
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Fig.1 Mechanism of cuproptosis and the pathways of genes associated with diabetes
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DR e — b8 P o Ml P53 1) 53 i A £
BeATE, BRI R ARk 1 . Ak
PRI AT S o7 35 1] 3 BB 204 B RS . A2 AT
BeszAt, Mgk 2R It AhE . BFSERM,

FET AT S0 MR DR S HT AIE BB B, RS &
SCHRAF R ZE T X4 PR I 26 1) 52 Wi L k) B A7 S Bk
PRI AR T

3.1 BRI 5 M (diabetic kidney disease, DKD) A
SR B, Aol 18 PR Y DRD B85 R4 S it L
VIS QRT3 =T RS L VIR N G =R VA i k= e
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VI A AT B S A, PR A v 18 ke DA oy T 3 ok
SAA R R VSR TR DRD (i i kg2, 45F DKD
HRA R BT, B — TR I GEO B 28 i
i1 37 DRD B AH G R AE T3 A . Ry i = A
EH 1(follistatin-like protein 1, FSTLI1), CX3C #aik A
T2k 1(CX3C chemokine receptorl, CXSCRI)*ﬂﬁﬁT%
EEH 2(anterior gradient-2, AGR2), #H P A
N, —AWHIMENEKE2IEADG, 5%/
R, EREESTER, =S REH
MHEFESES . BRIERS . AN RG-S
15 T S A MAFIEE 1l PR 7% 55 e P58 22 49 3 i HL AT o
SCBCPER S (B FSTLI1 4 i 7E I 40 A /R &
BRI 2R3k, REAERFSEIERT, FSTLL AISZMA IgA
. R B A 2 R B R A R R CX3CR1E N —
Pk bR Pz R, EZAETIREIM . Sz
Mo KRB R AN 2Rk, Jin FER A A Y5 B2
AT RIS L B IE & B, CX3CR1 X/ B T RE
(52 M) 32 28 5 HO A 0 T A e B PR A i
FET-H Ko AGR2 J&— 7 35 2 7E PN T I b = A il
HS KA T B/ NEFEREAR AL AL, — 55 DKD Y1l
RIAIREE R B, ST E A RA L, BN
PR A R4 AGR2 B K B T, HLAGR2 K35
TR SRR B DI REAR G, A AGR2 521 DKD
A AR T4 768 2 T 175 Y B A OC 1Y B IV () S
PR, IR Z WS I [ SIE T FSTLI . CX3CRI
FAGR2 AMUANE M HAFET - HRAAE LD, o im o e i id
2520 DKD 1) & )&, HATVE N2 W DKD 459 1)
FERW 1. [, LigEBRBL, i Fb e 2 2 s
I RTR: -y e R D& = g BT LTy (35 S YN o S
BB 2R 7 5 A AR A6 T ) AT YRR B R R S T
S NN L TINIR G  aWa o) W) & R R N R &
PR ATP &1, P03 DKD & S IhRE. ok, %
W5 LA P 45 R B, B LA™ 4 1 C-X-C
I ¥ #a b [ F 5(C-X-C motif chemokine ligand 5,
CXCLS) 2= S P b 5 i A BT 25 22 34 0] 193 CXCLS
eIk, T CXCLS SRR AT I AE T, I8 2 4
M2, $Em CXCLs Tt i S HSET- S 8 4k
BARTIRERERS, SEmS R L 0 e, bk
Wi T 4l A B e 3E 2 75 S AE T i DKD
AU AL . — R A AR B R AN RN
Yok AT e BE AN s —J& 38 i FSTLI. CX3CRI K
AGR2 “SFFFE LK 2 5 B 938 A O 3 12 52 R 2 93 1)
&, XECIER RIS TR HEAE G, HiE
7~ T RN 405 e 20 LA A5 AF DKD H i) G AR
M1, o DKD 2t T 2 MMETER LGP S . Aok
o P — AR IR S AR N iz 1AL, JF2%ik
WS RIS A6 T 5 Sese 1 R RNE YT T B

3.2 BRSO W (diabetic cardiomyopathy, DCM)

DCM HYFFAESE i T O UAIIAE T | A8k e S 1S
B2 O NUE RO IIREAR 4, I RR I N 2.0
FNEH O S W . AR, HSE B AL A
O MBI A R R B SEHL] , Howy S ok i)
REREAT . ROSFHER | Hsi 40 M i il 55 24> 7 il Y.,
TEARBRZEETR o0 U 2 i o 3 5 v 19 4 o B (IR
W O E FFRERIRAN) 22—, [F]C LA Hf A Zbr
R 2, W, o B0 L O LB L B
i, Al AR AR A i R AR N R
WU PR T, MR Ee0 LA LU 030, thEZTT 2
WD Il R 259, AF R — il & 7 e P e
FRI AT AR R A 22 B PRI P R, R TR AR
PR A EERRR, RS T . — T AL 4 T 5
MRS B, T T R DCM 3 1Y Zc O = TR
ML IREA4:, B T 2 SR s DCM Y
I PR 24 B AL 1 W DD B A A7)0 Hiuo 2503 3 4y 2
DR /N BRI B, /0N B L IR o JUL R G S A
b 2 K 77 ¥ (advanced glycosylation end-products,
AGEs) W [ /Y ] B TH e vl R B LA SET: . B
BHYE, AGEs FIH HAPREEENE, ELd i e 74
SRR T, AR ERE EER X AR
X—BIG AR AGEs Al fEfie v 140 BEAR R, AT
VA T R AR I S BUO IEREE . ISt — 2
TRICHALHI AL, BEPRAG T AGEs (Y id B 14 22 A i iod
]%5( i # i tFif sk A 3(activating transcription factor,
ATE3)/Spi-1 Jit ## %& A (Spi-1 proto-oncogene gene,
SPI1), AT 4 %% 12 85 [ 1(copper transport protein
1, CTR1), fEH7E.CMLAMEHRR, PRI,
BT B Fe-S 8 FIAYH K, Ll & DLAT 1 — Bt
5 WE 3E 1 Bt ¥ % 1§ (dihydrolipoamide succinyl-
transferase, DLST)[¥ =¥ BEfk, 52m TCA, hnE L
VAT 2R AR D RE R, R th B LA T
N T W 5E DCM AR AL T AH A= s i ) B i e B
HLH, Chen S5 48 43 M 41 JE T AH G B PR AE.O LA
ZUP g RIL LI, DCM A i I A AL A 2 ik
[A (lysyl oxidase like 2 gene, LOXLZ)*HI[II%W&EE{( Al
- A(vascular endothelial growth factor A, VEGFA) ik
KO- BH 2 TR . LOXL2 2 —Fh 3 S5 IR A A
FEfEOomeE, o5 220 B TR0 , R E
(SR AU TE AN ML £ Al PR A AR . S
JER R R e iR N g ik, 5 B A2 o
B oAb G i FEDCRR, AT SO0 E | I A8
HAbS B AT 4ifl, RZ PR TG MBI 1 A
JEM - Johnson ZEM A & B, DCM /) B IfL ¥
LOXL2 ¥ & Fl.0 )L LOXL2 mRNA A KP4, 1
S5 T W PR BE A LOXL2 [ 78 HOC2 .0 VL4 fd v



TR AR RBCP R, BRI S R,
DCM (1.0 LT A AL 2 e W BR B2 175 1 4k PRz
LA B A v R S 1 i PR A LOXL2 YR s
WAk, TEMERRIA O WL 4t b R FEOCHE T, X mT
FE 55 4 09 1 2 AR R T 5 AR PET- A )¢ . VEGFA J&
B HA 0 A S PR AR K R, TE R R
BN, #EA RS I 55 T B Sy A i AR 2 23
VEGFA ) 7= £, Chen 451 () #F 58 [7] i % BH
VEGFA 7KV~ 5 LOXL2 firifs 5 1Y.O LET 4Rk 52 B 5l iE
FHOG, 3K AL 10 FULEF 4 Ak IR R 1 Ay it
BN K. HAFEERYR, VEGFARIBET AL
TR AR 1 CTRY A T 4 P A6 I 22 30 it 4 Y
B A0 A K A T A% 4K 2(vascular endothelial growth
factor receptor 2, VEGFR2), MO AT 2 148 ) A
B, AN, VEGEA 38 RJ BE S o T 3R 9 2 1 1
(silent information regulator 1, SIRT1)/ X Sk HE B 55
- O3a(Forkhead-box transcription factor O3a, FOXO3a)/
i 68 48 A6 W) 4K i (manganese superoxide dismutase,
MnSOD ) il f##% A 41 il SRL A 1) S8 AL D i, 20 )
FBKEAOTIREAS, IR OIEG R,
FaARBEE AR R, LOXL2 FIGE A U B AL T A A,
PO NN . I8 N A R £F R4k, I DCM
1 32E '€ ; VEGFA X0 I B O) 37 4 I 5 i £ 28
A

[, Chen S5 KB, 24 ] Wee e S il 2
(hydroxysteroid dehydrogenase like 2, HSDL2). B-Hf %
N Z i % i 2(beta-carotene oxygenase 2, BCO2),
corin, 2% IR IK 1§ (corin, serine peptidase, CORIN) Fll
/IN#% A~ RNA 80E(small nucleolar RNA 80E, SNORASO
E)4MRAE TSGR DA AT R 0 52 10 558 R GE K 4y
DCM £ 1.0 LA AR L TR . Ho, iRy
SN, FEARREIZTE, O LA S rh fo 5 20 i s Vi
LA CD8" T #id . i EL [ SRR 1 (NK) AR A M e
AN 35 MR BEN T2 0, HSDL2. BCO2,
CORIN H) K i5 Hi#a L N 7 % [ cCL14, CCL19,
CCL2, CCL21. CCL8 I CXCL16 [ 3%ik 5 W] i £ AH]
K, 1M SNORASOE W 55 A0 DA 5~ BE P fry 2 56 52 AEAH
Ko LA TR CCL K5 il HH 2 5.0 LA Y
SAALRLEAR T, FBOO WA i) i — 2P
KRR 5 Z KK IA MO R, HSDL2, BCO2.
CORIN 554 A= K K 1 B(transforming growth factor-
B. TGF-B)ZIEEED . MR R D - S i B DA 1Y
PR, SNORASOE WA . BEFERFIE &L,
A= /N53F RNA(small nucleolar RNA, SNORNA) ] 18
83T GRB2 FH A5 5 2(GRB2 associated binding
protein 2 gene, GAB2)/# [] #{ [if} B(protein kinase B,
Akt) /M 7L 30 P h A 2 AR ) (mammalian target of
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rapamycin, mTOR){5 5l F% . BHK G4 A s
/> CD8* T 4H f fyCo IR VR O 3 98 40 R 55 1), i
55 Chen™ [ BIF 5% H' SNORASOE [ ¢ 15 AT 4,
7 W1 A6 T2 A OC 2k IR Y 7 %) SNORASOE I i it
mTOR AH I A5 538 [ e 2% 0 AL AH A 1) B P8 T R 5
1M CD8" T 4 ff & E LRI 2E R, RZn] F3
DCM I RA MR R, B2, ST E £ DCM
WA S b A E AR, (BTSN A £
e, VR 7 AL A48 A R N« ARAE S A
R G 2w, AR e S YA 5
IS TR IR R, (HE U] LOXL2, VEGFA,
HSDL2, BCO2. CORIN } SNORASOE % /& & R K
DCM (Il PRER &Y, AT 78 i AR Fia 56 vhoim LA
UESE

3.3 WH PRI LI B9 22 (diabetic retinopathy, DR)
DREHE R UL U A T AhE , DAL AE & Rl
RRE AL X B 1ML PN K2 201 Y (retinal endothelial cells,
REC)SETAHFAEY], R DR £ 2R BN REC 2 ¥
PEFET:, SIRBANMAELNE . A S R LR R
JE, RSB kR S5 A I BB I 4 iy B AR
R TR A B T A AT R, s B
IR MLT R . Fe-SHEEAMAM AR CHA
AT 2E 25 JIT b 0 (10500 B L) A B P i A
BT UIRERE G, Dascalu ZFSUHE T H1SE TS 37 FF DR
R R R B o Fu AF52 58 5o g 37 4 IR A4 TR
(Streptozotocin, STZ)%5 T 1)) DR AR Y 5 415 T 1
Do JEE g AR AR A HEAT LU A R B, AR BE TR AEME R A
(FDX1. DLAT) & IEKF-FE(RIESE T DR P 4sET:
%A, Hil Tt Western blotting. RT-qPCR s ne
JEHARKIE T CTRIL, {5 55 5 S i i LI 1 1
(signal transducer and activator of transcription 1, STAT1)
R RIS A A 1 /N 0T A AR SRR R IR, A
FBESRAET /N A A A A A B TR S CTR1
STAT1 5% ik, #/% STAT1 n[ REFE R CTR1 Y -
TR A S B 7] DR/MIZ TR AN N 56 7%, &
BURFET R A, DT IR0 IR S ) 8 5 BNy o —
SR~ TR (dihydrolipoic acid, DHLA) X #il EL A 1R 3 %)
SERITT, A N Y DHLA WU 3 5 40 i 36 55 b
a-fit ¢ fi? (DL-a-Lipoic acid, ALA)RJFIE W11, —I0
e RIS A B, R o-TEJRRIR (ALA) AT ] 38 22 i 75
IR AR T HRAEAR , AR B LI BR A, ax
A fiE 5 ALA B JFIE i DHLA, HiA 3 Bt L5043 4 41
Ji b i 0 4 B B BB T g, DA BELIRT i
RIS 4 it 2 A A HERR B i ey A G0 DL B 3l s
6 K i R 56 L[] EDIE T Dascalu 255" BT #2 H A6 4
Ut, W B STAT1-CTRL 3 [ 1] VE i FE T 11 1 17
i P% 2 5 DR ARIE SN, H A OC 52 3 Ei 4 AN



R A

20264E2H28H s Aol

A, HAEPURIA G S — P gk . [y, ALA %
X DR LT A AR s A T 20 2 AR N AP S 5
HeHfiE o
3.4 HAWKE PRI I AIE W T 1 B (diabetic
cataract, DC)J&7| AL WH IR B H 8 B By E 2R [ 2
— 81 O A A b B AL (QDP) 41 i SE 86 45 SR R
R RO TR R AR R, ELA RN SRR T R 40
(human lens epithelium cells, HLECs) fyBa A Afd 4R
FEA 7 VUi #H R 4 (tetrathiomolybdate, TTM)Ji5 H 4
SRR A 1T QDP Ab B AT AT A v ELAm A
HAAET MG N, U0 CTRI. FDX1%559, 43
SEHR SR LA 50E T QDP AlaE S AE A T meA
AL S FFAIK CTRI mRNA FOFRE M, AT i SE
THIHERE , WS ARIAIRARD,

% bR 93 i (diabetic encephalopathy, DE) LA 5
PR ZE 45 BN RS Ry e RILBUREARST, Philbert 551
1) —JH L E o 161 %of AT ST 2 B, DE 8 fiki 20 21
T S AR A KCE B S R, X — & B S BTR SR R
% (Alzheimer's disease, AD) B2 A 4 7K T K%
T B RO i A 35 ZE LA TR B fef WX L, i
EJHE WD i 0 v A <08 DX 3k ik 26 2 ) ] TR
PER B4k RPN ZE 4250l Bk, DE B LI AT
fie 5 WD AR, —F v Retl 2 se T im i

4 BES5RE
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