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Abstract

Diabetic retinopathy (DR) is the most common microvascular complication of diabetes, with its patho-
logical mechanism involving hyperglycemia-induced oxidative stress, chronic inflammation, abnormal
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activation of VEGF, and neurovascular unit injury. As a key mechanism for selectively clearing dam-
aged mitochondria, mitophagy plays a dual role in DR: moderate activation in the early stage can re-
move dysfunctional mitochondria and protect retinal cells; however, under persistent hyperglycemia,
its function often becomes dysregulated, leading to the accumulation of damaged mitochondria, ex-
acerbating oxidative damage and inflammatory responses, and driving the progression of DR. Current
mainstream anti-VEGF therapies have limitations such as inconsistent response rates, high treatment
burden, and inability to reverse “metabolic memory”. Therefore, targeted regulation of mitophagy
has emerged as a novel therapeutic strategy. Studies have shown that small-molecule modulators,
gene therapies, and stem cell-derived extracellular vesicle delivery systems can improve mitochon-
drial function and alleviate DR damage in preclinical models. However, their clinical translation still
faces multiple challenges, including cell-specific regulation, delivery efficiency, and model translata-
bility. Future research needs to further clarify the regulatory network of mitophagy to advance the de-
velopment of DR treatments.
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1. 5|18

W PR A& —2H DA ey W O =8 bR AR MR, i e 5 3R 0t SR X 43 WA AN J2 R (80 ik & 25 )
Barg 5, SEmOKIL S BARMEDAREEEL. BAr, SERAF 537 CNEF 2 BBERE, 25
TN 10.5%, TiH2] 2045 FiX —HC7 K6 2 7.83 14(12.2%) [1]. BRI AR5 48 (DR) A2 H LI
WEPRIF LA I RAEZ —, HRMRAIREG R BRI [2], RS 1/3 FIMERFEEE . R
TP R v OB S R S 07 . R IBAT AR AN 18 JhE K i N i AE K X F(VEGF)
SR TEATE N I A IR B3] [4]. BRifk B W2 — PR I& R, 40 M i m B I BRI B e 7 20
THRIhRESZ AR E AN T B R [S], PR R B AR RS, RN ) 2 A IR I R R Bh & T 1
IR, RRAThREFAS /& DR %O IRENIN R, Mi4ehifd I (Mitophagy) /F ik 437 R 52 451
LRR I CEEIR T, HARA KM DR RAEKEEVIAK.

71 DR IRPRIEIT(PL VEGF 23, WO BAEIESMTE, (BAF/ERE AR, JAI7 i B8 eyl
B ARPHCIZ” SRR, Uk, IRAENTZRRA FHNESE DR EIShAS YIS HLE], I R L e 1258 % g 7
J7i, BAEUIMIGRT K. ASCLaR DR RRBIIERE, =S IR R R E AR . IR
S OBRHE,  FEPPREE ) HAE IR YT HT SRG M opr e 53k, B 762 DR B HERT R R AL HR AR .

2. DR #LiA
2.1. RATHRE . GRS HA

TRIFAK L4, DR 43R 0 2202000 A B2 8 n[6], M 2020 /2 1.03 12 A3 hn %) 2030
ER 1.30 12N, F) 2045 4ETITIAF] 1.61 12N\ [7]. DR % 4> JyAER 5 (NPDR) M 54 H(PDR), NPDR
PVRFAE AU R L SRS . RRZRBE . 0K R B 0D R P T e, B e 77 ) 3
T, EFREA N PDR, PDR LU HE 4 A 4 IS8 A I T O bR G MR AE , A BB AR M . 22 5] PR
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IR, X S8 B8],
2.2. fRIEHLE]

22.1. BEShESKECIZ

DR 195 BEA= 3 2% ph VF 22 (R 3R (A ELAE R Ok s, i e s K A0 F 2 — N E R & . E BRI
WHERIE R ML L2 —, WL ST M 7K SF 1A AR M R o v IR T 51 R X RSk L 5 A8 L 4 i S
FPZIRATVEAR o I g B ok R [A) 43 3 1 - WX 7 B (BRB), 5 BCMLIM L Mol /D A it . A
A FARIAGG I A5 30 A 8 o D B 0 B A A A B[ 3 ) o HL I AR 0 2 B0 A TG 40 L = 4 1L 57 AR R0 D) 7K Jo
BT, o @ i S o SO 2 PR, Bt L I P B 4R 9], FFIE 2 70
BOE . CFEICIER . PKC B, AGEs BMSE, 55 “MREHIZ” RN[10], RIS M pE 45 214,
FH AT R LR ATAE

2.2.2. SILRIE

AR B B H SR TE A 25 B Z IR AP AT 5 RS IR, T iR 4 Ry e 4 vk, o S 4t
oy BRUALE B A B B4 (9], 5o 200 A AR B 2 T4, Bl AR 7(0; ) dEME(H0)-
A H B ROO) ML B HEL(OH), X L6 i pk AR ATEMEAU(ROS), Ml H AR AMRA B FEH. =
BN ETE ROS HZRRAARF= A2, Horr, FPAL B EE(BTC)MM it LR A Ay B ST i TR6E,  TESHRESE S
[FIIOKE) ATP & . = M-S KifA ETC DifghEhs, ROS REA R & ROS #F—SHif & kifk
DNA (mtDNA). #IHIHTE A (U SOD2 5 14), F ¥k 8 T3 B (Wi 4i i (4 28 C BEfif/Caspase k), i
LT RAL S I P R A0 AR R A AE T 80 ) N K% BRB 3R, {3 DR HERE[11].

2.2.3. RER K

BRI 2 UEHE R W], RIEAE DR AR AL AR AR . o U S I G e 5 T 0 40 0 s
RAEWHE, FE— RIVIEN RN 7 R ) B, filok 58 i Eagnie - p R4 AE B4R
[12]e IXFMSPEAREE JE RN BN BRB, 38 00 I 38 38 325 14 (51 A X K By, A 2t 6 400 i 6 T E v (Y
B AHAYE 1) #0ER IR AT I AR (P2 0 P 1) DA S BRI BT A= 1 TR Bk 7E DR Hh R BB AL R 7 (L 3% MCP-
1. CCL2 1 CCL5) LA B AR % A A7 (1 TNF-as IL-15 A1 TL-6)7K P T 15 A0 40 B R 120 S 240 i P
Bt 237, 41 ICAM-1 1 VCAM-1, IXE855 -2 5| BRAZ A0 A 1 4 5 (2 1 45 8 1) S RE S B2 13 ] [R]IR
AT 1 VEGF 724 v] B8 K S f Bmi 38 b, I+ H VEGF & B I £ A . &Ed 2 VEGF
P FIVE R S L 0o i i 65 45 2 R D9 S e R A 8 ]

2.2.4. MER % KEF(VEGF)

7E DR FRIFHLEI S, VEGF #i\ A2 — P B i A K DR 7, 85 o M R X i 2 1 7 T ok
A, FEHE N EIBEVE[9]. AL BEGR I B A i & VEGF (3 B 2835, He— 5 ThI 9 ZAR 1975 B 40 D) i
WA M TR, G B B 5 A RS9 48 (PDIR ) B JH 3 i (B S A i« 2 P L R i ) s 7
7 TH S 2 B A B ML S M, 51 R M B TR RO PR M SR BE K M (DME), i BRI B [14]. BRI
VEGF /K*F5 DR /B FEE K BRI B A OC . £16F VEGF BITRTT (WO i ik gk /> s ifi 8 (] 2 f5
ik VEGF, B{HE IR N7 54T VEGF Z9%[15])66A 2030 PDR 1 DME, #—2HESZ T VEGF 7E DR
FARALE A% O A
22,5 MERITHESHEME B ITifid

PR AT M AR S04 L5 A C(INVU) DI REFERS /&2 DR IS A MLA] 2 — . R0 AR A kS 1
M FAR PRI AR AT A, REUALM A TR T i F4E 2200, DL IR HE B (ERG) 5
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FtF ELRBUR R R P Th R ERR [ 16]. NVU (B &ML 0. MR N R A0AR . 5 240 B K JI2 5 4 i ) A2 s TR 453
P A% Co B S5 17]: e IR 5 P I 4 B (A Meiller £ )30 3 2 1 (B0 Kiird. 1. /KBTS 25 ()R8 5 hRE

W, G AHRM K s B /N TR 40 B R FBUE 28 Rl F-(41 TNF-as IL-15), 3R BRB 56281 40 A
ERIhRe 2t — DR Mg BT FR, SARBEUR RN NRF2 {5538 5 ) (e i3S P E(ROS) R L,
fil R A2 G T (i@ i REDD Sl #6) AR A0 Ml RF 235 4k, B BUE R B TBOR NVU $ifsi. & 40i4h
5 MRS AH B IR IR AT PEARRE I SRE A AR P4 (1 Semaphorin 3A)MS L& @iEYE; K&
2., M ERIFT BRB IR B A BB AL (AN . B FRFIRF . BRI XN d sk 28 o454 F1
T2, M RCRMEEIEIR, JLF S BT % R [18]

2.2.6. ZRIFTHEERETS

LR R T BERERS 2 DR KA R M OO BRI 2 — . FERFSEm MUBEIREE R, A0 22 Rl 41 o (B2 45
I A R 2 R . LRI (2K b B AR . Mdiller JI52 5 200 M B 400 IR e 42 =% 440 i) Py 2 o 308 52 1L 9%
W, FHNEFALRBEThAE R [19]. Zikifk DNA (mtDNA) G . S5-I BIA[20], LK Drpl 45
Tk B 43 R0 MFN2 A 1 i 75 52 FHL L[] 5 B MR R 210 X e 5 51 R & M S (ROS) I & 774, TE
RS N BB EIR, it — i AL VB (SOD) i AL B TG R [22]. B OCHEMN 2, o b 2 A
INERLAR B )RR AS: — 51, PINKI1/Parkin 55 JCHEIE I X FUNDC1 %552 44 1) 2215 F T Repl i (23]
FUE Z ARG IR TCVEA ROE BRI HERR s 53— J7 T, R 4 288 7R B0 B B e R Ut P R S 8
e MRS R E 5 (L BRI I 40 M 25 2R) (2410 BRRLAAR W 1) R AR A8 45 DO RE RS () 2R R A4 Rp 52 SR AL,
HE fk & % B R @RS & ROS BUE NLRP3 S8R /IMA[23], it 90 B 7 (40 IL-18+ TNF-a) BRI/
RN M1 BRI A 2R PRES R R (5 P X RIS B LR/ P ) Ca2 -ATP i 2 (SERCA2) TG HI %) K
IR EELAST 342 2R TR A 2 o 4 S 3% PE R 40 L(mPTP) TR, BN 3R C S TN 1, 3% Caspase 20K
B, ORI A 8 104 B T AN (Y B A AR AR ) TE[22]. RIS, ATP & adsiZb Hi 55 40 i
BIERET), FEREIR Nat/K*-ATP BEiS P, 084000 25 7 R Rk P [25]. b i R 2L Rl R4 p SRR AK 109
FRAGIE, f RIR BRB 1 SE 8 | 5] RS W0 o0 RS 0L 5 28 R 22 IR AT P 45477, AT 9K 2N DR A5 #EE &

KNS 2035 3= 3v

b2 HA Z IR AR, WA R XEE, S 5MRRIEEHTRR.
LR R F AR N — PR AN SR L, WIS BR 2 R AR SR, AIM4ERFE R FaAs . B WY
AR 1) btk AR S Ak FETEPESE(ROS) B FRik Z 540 M 2 A IS E T,
TR R A oM, SR X2 )E shZR itk W AT S 25 1Fs 2) E R AR S 2R Ak
TG, XU AL) 177 ek v B Se s B AR (N SR AR S QR TE RO S . B, BRI e A B LR bk, T2 AR
R RLAAR W AR (B ETAR B W) XU 33 s 3) [ WA S I B ARl A TR R R R A Wk Ak 5 7 B i
By MK FE M LR RRIE % BRI 55 4) TRERIRFEIA-S N PRI 5 B A P T TR 1 7K e R T
BEVGRN, FEARZRAA N, BEFEF=PI6E S 340 O R [S]. Bk 2 MR R I, Zokifk [ W
1E SRR SN N R R, AEFRZRR R 48 (R {a BOIR AR [26] . 45T B i Pk 52 B3 2R b A4 40 i
AAFECET, RO 2R RA AR E, DI ILIE SRl 2 F T B R gl RS . ZRkiik e
W5 m] 73 N2 il 5 AR R . 48R 4265 PINK 1 -Parkin fKHPEIE RS, BI 2Rk A4% 5 PINK1 7E4%
KL ANE BRI EOE Parkin, HEMZ RAWZKLAE H, 2 M optineurin, NDP52 5 p62 &Fi&HcHE H/F
LC3 WA [ WA T B DL B2 ki AA ;LA R PINK 1-Parkin FEAR#MEE M, 1 BNIP3. NIX 8{ FUNDC]1 2%
P RS2 R B e 4 A LC3 ik HWE[26]. JEE UKW K =Rt 1) dobifiefit A 20845 @it PINKI-
Parkin V#2120 H 28 T R, 8 r) VA AR DU B TE BR SR i 45y s 2) S 4N SR AT B -
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H SZ AR AR SN AR G TR TF RN, T R A 0 S5z o A0 ML S DU e s 3) ZbidR B4 SRINBA
A TR RLARRL G T i LAY R BRI Y VA B A, SEIRL 1 FRIEAR [27] o 1% Le iR A% V) R R4 2R A4 i AR A,
H5ERARE) Sy 25 R A R AL R B VIR G

4. &R{XBETE DR PHNEEH

R FEFE DR A BRI 8 Sl R REE AR 7 0] v FE AR T B B IO S 4 i 2
UK e 7EAEBEECR MR B, IS LRk B WiE I PINK 1/Parkin 18 235 bR DhRE B g 2o i, 4
HEPEA(ROS) RAVRITH TS5, HERFOLM AN Bufaas . B, mybs4) A vT 46 2 0% PINK 1/Parkin 8 2,
T2 RALRAA R [ (40 Mfn1/2. VDACHHH % H W 2 4R (p62/OPTN) Kz LC3-11, {2tk B Wi Al 2 B i =2
TR, AT DR3P I 35 1 B2 (RPE)ZH it R P B2 41 i T B[ 23] 41, Sirt3/Foxo3a i f1 AMPK/mTOR
A PRI I Y5 PINK 1 /Parkin W& 1%, PR 4EFRFZRIAR SN ) 2P, #0H] NLRP3 2AE/MARGE, X BRB 78
B RA RS ER21].

ZR LA 1 W R XU AR LA 3 IR (AR, L T 5 VA T T e o v R i i I ) PR S K P
BBV R R T, IR OREE IR IR A FK RS 1, B AU AR 1 W a8 1 2
TRERRIPR, HEFFEVERIE, REMMATER. R, MEESERER K, ERATI6E BT
PR HEE A (W LAMPL. LAMP2)3 1A R %, V-ATP BEE M55 S50 N pH THaE, /KB ZE 21
R AN B/D)EME AR, thah, miEis S im0 P v v B v JE [ i 3 AR IS sh e e, aE— B R B W
I - IR ARG R . IR AR L [F] S ECE R T2, RN B p62/SQSTMIT R, LLAL
KA PRI SRR TE AN N A B o X P B T RR IR AL - I RIS BRI, SR ZRRi Ak W
IR B M BTG s 1 R U T R S o (1 G B T 3 2 —, B0 “ARMHOIZ” TR 88 iR i E TH 1
(ST

SR, TEFRFEE B Bl I R B, ik i SR B R, A0 8 5 | it o 2 1 1)
WS YIMSC . — 7T, K mbE Al 525 3] PINK 1 /Parkin 3B, SFEERRRRE A ALHER. W2 P
(FHN LC3-1/LC3-1 N K p62 FAR), #E1fi 5] & ROS # & «mtDNA B NLRP3 % /Maid B 30 ,
A P JEE 2 R A I B I [28]. 5T TH, R 25 TR (0 Miiller 4H A TXNIP i 3K () 2k A4
B i S0, O RIS BRI Re 2Rk fd, IR Re B ARUARAS, AT (i a3k 2 Jo 4 M ity A AN P 8 1T A B o
K[29] EARER ML, VDACL. Drpl &850 FWE A E A B SR BRI« 940, 7E N B2 4liffa e VDAC
IE A AT BEBGE R PE E W, TT7E RPE 400 FR M VDACT 2R3 g5 45301

XA VAR R IR T E W BE A . B DR A R S 28 R W (il it NGR1.
TGRS ¥ah7) n] BB AR Z IR A SR (23], T A S i 58 1 6 ) 75 S [ 0 1) (A GLP-1 AU %
TXNIP JTER) DAt 50055 HE 140 U SE T2 25] .

5. DR LR {4 B I 3R

DR [1)R A2 5 K & 5400 X LT Mt m 2 R A 1 0 1) (2 38 S i B DDA %, I S O R LM S FE TR )
APE gHM SRR e DR o TR E T = s

FE P55 B J 32 4 P/ S0 VR T (U 15~30 mML 6 2 R B IS, 40 MR IR S 4 (B Meiller 40
M. PRI B 2% 1 R 4 ML (RPE)) AT JE BRI OB . 3X 3 BRI i@ 0% PINK 1-Parkin i #% 511 i
BNIP3L/NIX %5244, {i2iff LC3-I1 JERLA L B Wi s hn, A3 s sz i 2 RiAR TG BR e J1[29]. 24
T, it 7 TURDR 285 1) 27 488 B ™ B R P52 0 (40 >40~50 mM #5145 9%), REHELESOR L], ZoRiiAk B gsm
P R AE T RE R VR R v . DGR R B AL L RS PINK L -Parkin 18 %52 2 2 Z HHI (R I PINK1
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H Parkin 8 FIRIA T ) B2 14 VDACT FRI&R/D, LR OPTN 45 8 B4 #2411 Dh Ak S (19 an 3 K108
PLEUR A BRI AE M), X LG R 3R L [F] 5 BOZ 30 LR A TC 4 A ROR 5 RO ) 15 B [25]

AR A IR JES 200 i 248 28 J A S e A 2R Ak [ W e R 5, IX 2 DR R ERAZ DR IE 2 — o TEAILI I
M5 PN AHI(ECs)H, FERHEN Drpl M-SR 4y R 5 AR LW AF . bl PAEE B i
T LC3B MZRiMARIZEGEI N Cox IV 5 LC3B @ Ar T FF) . HI] 1 B WA B T% 1o B W P B ok
BEE ATG12 KFFEAR), HBHMG T Zekifhk - B4 1A Rl & (MitoTracker 5 LysoTracker 34 5& 798 /0),
A SECRR LRI (B R R T . OPTN RUBEFAB LS HE— LI T v R 40 Wi i 317
FF Miiller BEFRANML, BORAIY TXNIP iA& L AT #GE PINK1/Parkin 4986 1) 2 ki B W (3 B it
LC3BIL i&4%). SR, K35 85 T Wi W00 51 5 37 I Ak 1% A B 1 R | W Ak — s B AR 25 D L, 368 it 1 W
JEA) p62/SQSTMI IR 2R, 145 L AR A2 (1) 1 Wk iy 20 e 4 5 1) D) BB S0 [ 21 AL S €2 2% - 5 1 i (RPE)
X A N BUR . =T 40 mM AR BRIV FE £ BRI PINK 1/Parkin JE B¢, RN LC3-1I/LC3-1 L
R p62 AR, FEOL B WIRAE S A X R RI A AR 300 . BARTEBR A& 1F R BNIP3/NIX %552 44 1]
REACREYE BB, (B TCIA R £ A TS B P (23] A MR IR e 22 5 4 L (RG Cs) - St [l RLAE T
OPTN “ZAKIGERERS . BEIARR N S8 BAIE S OPTN R KA K108 A S BE A AL EME, ik TS
HWEAZ O 125, T BEAS 2R ik EVE B 35 R, WA UG PR A 2 ) B i gt — 25 s 1
PE TR [20].

TEF 2T, DR H SRR B M R & 2 AN GBI R BER R . mr BE R B4 DG B B W B
(I ATG12)FRIL, SEURLIEZ LRI F VAT Bk [31]. B WS4 5 152 2 1 D R ik 52 4%
F& PINK1/Parkin #lIfi| fl VDAC1 T4k, OPTN FIBEHIEL L B T HA SRR H ThAE[20]; B
S8 BNIP3/NIX 7E SRS 6 B rT AT &, (REKHmHE R ) T A B A R 3 23]. F IR Rl
REFE P EEAZBH , K S | I A T R B RS (U R PR K AR S 1 A2 4, B MR TC L ST B A
R G, 1R VAR AN p62 SR B3], Ak, kiR S A VSRR A P R BE,
RN Drpl AT BeRi A ik [ o0 247 AR A B4 5 1 Wi R B8 0 (0 HK-TI-PINK 38 48) ) B 5%
15, FEIRFRSLRAR PR R 21]. BTSN RS R EENIKENFE R, Flin M2 & A LK
Thdmd] 7 3 GTP BEiEtE, X5 E WA . LC3B 3245245 UL K 2R Rk - iR 1A ab & FEfS B340
JR[31]; 1fi OPTN MHRHIMEAL /& RGCs H &b A F Wit i 1A% 00 3 1 S AF[20] 0 BR800 W] B Jd I &
L 38 A 18 4 (R AR A U ) 300 1) S B R IR (0 Sirt3 . PINK) IRk, AT 3R 2Rk B W35 1291

ZE L RTIR, DR 2RI F I 0% R — AN AT R I B A R o A% OVRE 2 T AR R ML 7E
SRR RO T B, OREEE RS I RIA BN R, R SR AR AR, AEIATE R
BT P AR I REAN IR RR A2 PH o 3 S 3 7 S [) A 25 PR 00 PO S 200 e e Rt e () B A, R ) A
T DR AR ) E oy T B

6. ¥ELRIFEME: DR AT

H AT, DR 32697 F B a0k AV UL P R AR K R 7 (anti-VEGF) 2547« 066 BERI 3% 75
WFAR. Bt VEGF Z¥)(150 n DUEER B bt 75 BRERPUAN AT AA PG ) 0 UF B L k2> I8 V2 0 R 2B 1A T Ak
JEAGRITA[32]. %00, S 29%1 DME B#{E6YT 2 4F 5 HELH R R 710k [33]. ok, M
LIRS ) T SR AR T HUAR BT M R AR 48 B R T BRI BRI G B A . BRI
32 1) B E B AT LAYk 2% DR (R AE RN RS, (H—2emf e R, T R0z R, BPELE SR i
FHEE D, DR Al RE4SLERE[10]. BT 4Ty ERRIRE. DR ABR N S 1R 828 T DL K Zepi
R EWETE DR H A% O AL, 385 5RERL A D) B RO AR B S5 BTV T 77 ). 2 AR [ 2 kLA W 1Y)
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TPisens EEREEI R M 1) DS TFAEY: BT S Bm B s 2 b A 7 i), Q2R R HE
Pk 77 MitoQ- SkQ1 25 a] 5 Bl M JF K 2 PINK 1/Parkin 38 B PE[34] [35].2) AMPK #0371 /2 SIRT1
BEhF): 0 UIGE I b 2R AR R A R 1 Mfn2 A OPAL SRARBE LR RIAA LS M INAE[36]; FAZE BEE
i AMPK/SIRT1 /51 IRE1a/PINK {55 51 B 1 15 2R ki & W& [37]. 3) Hr2% USP30 #llilFI[38] S 7+
PEGE SR A 2 A [39]) ) B0 502 AR e RARIE BRAE /). 4) BEPRIVAYT 908 it AAV #iikid
FIA PINK1 5§ TFEB 55 BERER,  7E I PR B AR 28 v 31F sl m] i st 2 R 5 B [40] [41]. BEAL, Liu 25[42]F]
F MSC-sEVs KARi%i% miRNA [I6E /7, 8Lk miR-125a-5p ¥E[A#04] PTP1B, #43% PINK1/Parkin /t
SRR F 4, 22 2% DR Miller 4H ) 4R 44 D) BE R A5 o 1 FE1IF 5% miR-125a-5p/PTP1B/PINK 1-
Parkin $ii2 A2 2000 H I OCHEE RS, TR B T EoRifk Bk R4% 1) DR S7 kRt 787 1h) .

JUE R M Ze Rk FIE Dy DR RIS AL TR R, (R RV B I RIME S R AR, G
HREZ R GYWAZRANT . Rk AR 4R 4 S et B MRASKZ OS], HAEOTE. HHIL.
FAE Fe i 22 2 G5 S A MHE IR 38 B Th S P e B M 0. A Bk . ARE SR I B R A W (U T AN 7
BAhF) T RE S BRI FUL S R Blan, 7EONANRH, I B BANE 2 (0 2o ik 1 e mT RV FELE R IE
WSCAE ThRe BT b 75 MR LR R R it 4, VAR MDD O ) 320 . TE R BEALF, RGMEEE T RE T2 shis T
(1038 BV 2R R AR AR B i, SR AR S LA TRE . BhAb,  FRe g i 1 A A7 1 0 AR A0 R0 T G 4 1 4
(LRI R, A S PET T 75 52 M R R A R R 3R ARG . DRI, SR SRVA T SR (W T R L 408 4
SEIIANL DRSS S5 1 B g IR 0 ) S (R R v 1], 51 e e DA BB AR N 25 24 T R A0 I S 400 e e
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