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Abstract

* Retinal degenerative diseases ( RDDs) are one of the
leading causes of vision impairment and blindness
worldwide, whose core pathological mechanism is closely
related to mitochondrial dysfunction. Mitochondria, as the
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energy metabolism center of cells, their dysfunction can
lead to excessive accumulation of intracellular reactive
oxygen species, imbalance in energy metabolism, and
subsequently trigger apoptosis and degeneration of retinal
pigment epithelial cells, photoreceptors, and retinal
ganglion cells. In recent years, intercellular mitochondrial
transfer has emerged as a novel therapeutic strategy,
demonstrating significant potential in repairing impaired
cellular energy metabolism, alleviating oxidative stress,
and delaying disease progression by supplementing
healthy mitochondria. This article systematically reviews
the specific mechanisms of mitochondrial dysfunction in
various RDDs ( such as age - related macular
degeneration, inherited retinal diseases, glaucoma, and
diabetic retinopathy ), explores therapeutic strategies
related to mitochondrial transplantation for RDDs,
existing research, limitations, and future directions,
aiming to promote the eventual clinical application of this
cutting-edge therapy.
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L0 J5 i — b I R e BE R Y R 22 22 ey AL A
R E S 2 B, HAZ O I R RO IR S S i
155, G A A% 3 22 R AL 5E B2 2, TR UL 3
A0 R BB AT B9 ( retinal degenerative diseases, RDD) 3
BLFR IR L 8 ZE b K2 (retinal pigment epithelium,
RPE ) 4 ] S JBOGAR A 14 2547 P 2 2%, S BO0 I 15 ) fiE
BIERWAY . B, 2FREX LR REECBT T,
PRI BRA5 T 3457 20 400 00 40 i, S JHL e 00 ) e 22
15 40 i ( retinal ganglion cells, RGCs) AGIRZ i 65 5
e P R EE AR R R A, R, T R ORI Ok
AR O J5E 3% 20 o 1 BB, U0 R A T S TH AR SE 2 110 4
B IErE A KB A TS M 4R (reactive oxygen species, ROS) 4
TEAEFSF T id & ROS W] BETE 4 45 1E 1) 41 ig 2 fig
RAE A A S 4R 10, 2 5 Y ROS AT B 3040 it P Ak
W R GE R RAM 75 e SRR T BE A, 15 10900 7 400 B 4%
e, K, A8 5 Rk fir 5 4R R 3515 B
RDD &4 & JE M SRR 22—

UEAEAR | A0 B (6] R A R A Ry — TR MR R
S RTE o BRI RS S48 2R A TE 20 i P F8 5A [7) 20 i
0 FshBfr, AR HRE T A THIFHLARS S K
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EE g B S G R Ut A A DN A P S R N
BB TR AU A5 B A A T 4 TH 41 i Y
BUEALRE T, th A B ROS, I8 S e 1, AT 2K 52
SZARANAE AT RE 515 F1 77 o 3 kK S IR ek e 2ok ik
NI 72 0L DO S 240 ., T i a5 T TR R AR I 2 il
52 et AU, 22 A S AL IO IS | R 1% 240 A8 P Ay A 2 40 1Y)
JERAT M AR R YT 7 0], AR SR TE RS IA L
KR RERRATAE RDD o i ELARAE HI ML, JF 28 £ T 4ok
IR IRIT BB T e W EN (5 AT R R, DA
LI AW AR LIS 2 % R
1 &Rk ThEERERS7E RDD HHERA
1.1 ZHAENEERSHMMERGRZONE  MIE
PR PR R R SRR D BE R R ] 43 Sy I R R A
e Rk M2 OB IR ) BE B 1R UR T 4 KL /& DNA
( mitochondrial DNA , mtDNA) 4% DNA B8 H3R T 26
RRMDIRE, e & 3 3040 i RE L #EVR 55812 . 7€ RDD
H, Leber st & P ¥ it 28 9% 72 ( Leber hereditary optic
neuropathy, LHON ) 8 A iy J2 ML A 14 DL Jg e Pk 2 b A 1) fig
PRy 3 A HA R L 352 B mtDNA 28748 B %
BREh . i, mtDNA 525 (A0 m. 11778 GA) 5 3 07
WEESE AR T SRR, RN T ROS B 5% 774 . ROS
T 3o K S A R 37 M 2 4 L, ik e At L 5 R C
TR, TS0 Caspase AR B R T 4 I Ah , ROS 1Y &
FRUAS B AT B A R 53, ST 0% 2R 3 5
N, B BTG B 5 A 20 1 55 4 A
HUAEALBTRE ) o X bl B PR 288 5] K 0 I I BE D)
RE PR | Bl ) 27 SR A7 B Wi =22 T A By b A 4 7, L[] 3 3
TR RER TR B9 RGCs AT iR

Ak R PELARAA T RE R AT f AR SR IR (s R
iE R R D745 ) 5 1R A 481k 7 U8 B R DNA $i 3
AR AH O P 35 BE AR P (age —related macular degeneration,
ARMD) B J 95 P ) JI 9% 2% ( diabetic retinopathy, DR) &
T OGHR J= 23R A DLk & M 2 b (4 ) i R 15 Sy 32 1% 9 28
ot #2, DL ARMD A, 5 /E S G5 R S 3 b ik 4t
AL AE R, SR ROS AKF T, i3 B ROS #74L1K
7 mtDNA 3 B 5878 BRGS0 B, e A S B
R 1k 350 B AR R — W% 2 1t 1 ( adenosine triphosphate,
ATP) = g 3 Ff BRI 6 405 4 D L b Ak T it
#% ( mitochondrial quality control, MQC) &%, N T MlES
DIReJC R 20 M2 , SOk B W T R B Ao B VT, S S fit
FREAAAR BIFESE . 7] 5 47 1 2 A R 38 3 P 14 o, T
B miDNA 25, #4007 ¢GAS—STING 5 TLRO %5 i
KT ARIRGPE SR 28 AT, RAE I S R it — 2 i
E LRI REI IR AL R R 4k & MR
FA AR Joit A A/ S B P 7 38 5 A I I A S [T A
IR SRR RE 5 S50 R A7 1R 2R, JF B0TE 28 0E S5 IR
QR L, e 4T BUS R 1 B A LAY An i O T
gh)Rt

I TR 5 A T MR LR A4 ) fE B0 14 B R RO
(6] AL RT3 SRR o 5 200 450 403 ) A oML ) e 29 3R T —
AL [ 3 [ < B P 2ok R e i AR RS 5 ROS i 7 AR
JIrfih A, I PR o A By 7 2 Ko 48 it ) 38 TR 2 L I R 0
LA 08 12 SR 2 0 0 S s BRATE I, TGI8 A e e 3 IR 28
S E A WA SR I I PR R ek A A A 47 )
PR RGO SE R | LR ) 5 SR 2 W0 0 RS 48 it ( G L

FFREFE M RGC) M A BE 1 fa HL I 2 58 T i AL I 3%
E75: A

1.2 RDD &Rk RE RN

1.2.1 ARMD ARMD =% B0 85 B B A7 PR 0028 Koy
MR, SRR PO RN . ARMD Y & 4=
KBS LR AR RE AT S I Blan, L Y &
I, RPE 4 b iy Drpl A W ZRi AR i B 4 B S i IR 26
PR, BB R IR I RE AT ROS FLE  IFfil & I i -
[E) S Ak, O T Dk 08 O 522 Ak RSB AT PR 43405, #E ARMD
HBE T RPE 40 B0 2ok AR % Bk > S5 T R R R, 5
A AE R R ZEL, N3 RPE 2% 57251, RPE I fE
A2 H) 55 HHEOC AN A T RER , S EUBOL A AL
R PR RN PTAILBE ) TR, &5 &2 EOL AN
oA pEsET= "

122 IBEMMMERRE %P M B A (inherited
retinal disease, IRD) J&—2H L) B 5L R A% 4 1E 150
MR I PR R O O SR A 5 v iR A PR e A, B S EU™
FIALT e "

Stargardt I3 2 —Fh g UL 35t % 1 IR s , 3228 22 R v B
X, AT S O AT TR . 29 95% 1 Stargardt P
WKL | th ABCA4 SLH 58748 BT 80, % 5L A i
Fasxse i ATP 456 & %2 8 1 ABCA4 Ry Iifieg, o i 3
N-HLi& —J5-PE 7£ RPE & I L0 A2PE; J5 & ¥k
RPE 2 Jifd 73 W 5 28 5 Wi IAR B8 i | e 228 1 A2E 3F LA
FIARVUT RPE 40N, & 51 % RPE 4y =,
i T ABCA4 FYIhREMH T ATP ZK fit fiLBE | A I 2k AR ik
LR K SE A 5200 Stargardt 5 00 & 42 . 5 —Fh ABC §%
ZHE 1 ABCR JR5Z00 M6, IFFE 4R , 2o 1A D)) E R 15
K mtDNA 51455 7T B S B ZeobiiA [ W 55 15 i i A Ak 4
S8, JETAMH] ABCR 9 ATP BEGM: (2 E s & 2,

P —FhE WY 3 & M RDD W0 MR (6 K R
(retinitis pigmentosa, RP) , HAFAEEBOC A M 17132 2k
5 RPE 245>, RP &R HLE M A e 4 i, AR &=
B Y (AR R 58 A8 FH 6 Bt AT Rl 2ok A R TR R AR 5
e, BRI, mDNA 2878 0] S B R RE (A il B ig |
HL 1% 350 5% 1) R 57 400 B 2o A J5S R A7 2R | DA T 55 1 40 1)
b 2 MRS S A7 L BFS R RP e DL %
ARFE IR R RHO (FRR 4150 ) 36 [H] | H 2828 v 5| 5 40 Jifd i vp
PR LT AR YT B S5 B, PRI ICHG F R p o I I 38
N, B R R T BE PR AT S5 B A SE TS T g
TE RP [0 R & b = AR, ek iR S S BUR AL 3
b2 RO AN Y B W sy, — SBR[ AT BE
£ RP WA 25, HAWFR IS A A [ T 68 fin i 2% 240 i i)
%t[zﬂ .

LHON J&—Ffhf 2 3844 5 IR 38905 , i RGCs 1B 1L 51
o 2R &AL S miDNA F55E 5 5828 S AH 56 | X i
RASZA; Tt i P 2 A 1 V807 (NADH it &
fiti ) B EEPR R 7 il fn LHON s & &k BRI & ND4 K& A
H m.11778G>A RAR FHLRARE 51K 1 B 165 17
IR H Z RS kS &R , % WL g /e A e ot S 8k
BRI RERRAEEAL ™ 5 W LAY R4S m.3460G>A [F]
FENL T ND4 JE i ] — 2 AR ThaE™ . B T XM
Fh ETRAFAN IR — RIS R A, 135 m. 14484T>C |
m.14502T>C . m. 14502G > A . m. 13708G > A %5, 2 % %
tRNA R H 4 PR 25 11 5 1% 16 7 A s T BE , X 4k
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RAF B A S AR AL A A B 0
123 FXR HIHIR (glaucoma) E—FRITHEMIZ
Ap HARAEJE RGCs HEATHEAET S, S B #2404 45 15 1AL BT
2k 60 B KU E ABRBEW EEHNEZ ", HF
JEHR g W B Zbr 7 24 5 Rl A R BT B S UE B PR
SRR RE RS 25 DI AH ¢, Horp Zobr A 43 244 B fir 3 8
PR S R B B R L, RS R I FE B 3R R )
PR B 2R HP TR AT T o T BB I o AR 4 =R R e A
SR IR T GORAR Bh S A R T G R ph
BT AIVER 24 HR 9 TF R DBA/2] 75 6HR /N R
RGCs TR HE M A-T 45/ 5 £k 3 T, S8R
RIS DR B AR B ATP A i/ Y A, — T3
AT $8 1, Zeobr A [ 10 37 361 [ A 2 T DGR p 2B A TR AR 1Y
FEIHLH] : SHMT2 $RG T 0] PINKT AR 2R 4 [ W5,
5% RGCs H1 ROS LB I LR R T RE 17 , i Tk &2 L 1k
WO ] 8% RGC %5 3 Bt 5 E IR A D e L

WAL TN LR D) BE S5 7 S 5 — Fh i IR A 1)
KAt A R4 B 7T B IR B0 24 5 75 OL IR K
% B OB Tig [ VA N R 153 R DS &5 TR E N W B ] 1
WL MEARARTI RE S S0 &, fioh 1Y 3k PR 4 - i
G L TR A SRR ER, —
01 1 B 2RO AL DR A I e F T R B TR SR R T R T
JEHR H A 11 R 4 270 v 77 7E 22 Fh 4 41 i 3R A5 B9 miDNA 28
AR X SE AR AT eI i 5 i A AL B R Ak D e T A2 2 RGCs
B BE FRA I i A pf 23R A7 Pk AR 0 kA, 2 I 5
AHAE K PR LR AR A X BE I MFN2 ME3 B ISCA2 536
IR 2 A7 A AL Sl
1.2.4 DR DR JEWEIR & UL A3 4F I & E , LA I fi
TR 0 3 o TR BEARAE I R R 3 R 8GR | A AR T
T ZE AT B 0T v RS S Y R I R Ak R 1Y
LRARI G 8N R IR IR 3 DR KA & R OHLE . Ik
PRS00 9% e BH | 5 M0 T 38 Jf 96 22 Jo sl i BR M
WG C 155 DL R M B AL & = 55 2 4% e ks i 7= A
FKit ROS, {41 I A i) ) 252 8 200 Jfe I 5 20k A ok U 1)
ROS M8, RS2 S M0 30T BRI 5 mtDNA F 3R
B L5 RE , T30 ATP A sl /> & ROS E—2 BT
AT 75 57400 D) U556 200 100555 P B2 400 0 T 4 3 6 4 ol 7
B A, 52 i R O S DAY g 400 ) B BB Eh 0

AN B R 23R MQC R4, 514 ki ik 5 )
SR T SRR [ WEFR AT, FECZ MR 2L B R I
KA , DT IR P s 440 i ) s R 40 ) P
ML (AR, LR 152 5 DR
) “ ARIHE1Z ( metabolic memory) ” 84, RIFE MM 2 il J5
WEAE R BH75 S 1 miDNA F 405 FNZ b (4 1) i it 475 ]
TEAE, S 2 ROS 38 72 A K it A 8 405 () it — 2 0k J 1
R, L AR DI e FE S AU ZE DR A4 R HEEHR, i
R R 1 A A A0 A I8 T I A S B IR B PR £
2 KM EBENIE S5iRE

LA R RS LT 15 IO A% O 78 T K5 ) BB R B 1 2 1Rk 3o
BT REZ IR LI, HE ) i e O T AR B HLE
T ) AL A 28 7 1R, 3 #5 % ol VR BE 5 5 1 4l Ak B K BR
T AR IR Ao [ TR R SR AR SRR =28 R
Ii) £H 2 S0 R 1) 2 A B A R 5 Th e S, 91 2 RPE
B 2 P ot SR A 7 38 LA AR v DR T e R 5 2
TSRS O HE AR R IR A, ) b S5 A Sfe YR 4 i) 7
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T4 i ( mesenchymal stem cells, MSCs) B AR A e
S AN SRR TR Z A5, AR A AR B R G
FEWE 10 TSR VR ) PRV A 1) S HE TR KUK AN ) g
225 TN Y R  E R S kA
5 ESOTRN 9 B B B0 0 BB R AR A W8 T 40 oK kL
Pl i N A R N o Y ]
B,

FEIE R IURSE |, 2R N TR GR 12 0] S8 R 1)
FEMIFSAE . B TE S 12 RE A8 DRt UL 1) 4 Lo 1R 3% TR HE
HE (HARAE R FE b AT 447 H 540 5 8 516 72— Rk
WY BT ) BB A MitoCeption 1 MitoPunch 4% A
G SR FH 8850 2 R Bk R 0 A1 i A A 25 3o 20 B A, 38 3%
AR R T R R B Y BT AR BRIk
(ARG BT K WORL ) BE 6 f 2 SR A4 30 2+ 3% T 468 4 52 R
L 1] 368 326 R AR 5 T LA SR AR Sy 28 4% U A 40 A 25
B, T G B HE R TR O A R AR i e B A
A i 55 B AL b TR N BRI T A
L0 o = 7 2 o S 7 v O O W I e e
PR L TV AT it — 2 e 5 ik . 5380, H T
TR Z T K IRFEFEALE 5] W0 % 8 99K & (tunneling
nanotubes, TNTs) . &l Jid 4} %% ¥1 ( extracellular vesicles,
EVs) (A& EH 0 E A0 RLA 5 ZORARBY 55 BRI
S RARHLHN XA N TR ik A EE R
3 LM AT IEIEA RDD MBT i

LARRFEAEANE R — TR VA JT R W, FoAE RDD i
TRYT V) Cad i 2R G I PR RIS AR 200 AP e, BFSY
IR = R N e O R I N B B S ol DS SO R e (2
FHMUEI AR AR | X 46 TAEIL [F] 5 J5 22 i i PR A% AL 5 1
TR
3.1 M RRAR BRI 3T
3.1.1 RPE #iREHEES  RPE 20/l 1) ) ARG 2 2 Fh i 8
PERIRZ IR ARSI LE RPE 1697 R t—E W T,
FEASAL ARMD 432 R IERFE B (oligomeric amyloid—B, 0AB)
1755 RPE #1058 rf B2 AE MSCs SHe U 1) 2R AT 5 AR
PER R E RERACETR T ATP, BH 1E 5% 5% 32 26 A i 3R
DL i~ #0557 B, 02 E 3P oAB TE R, NIRYT
B AR A S 0 JEET AR A4 TR T e — TR R
L% ARPE-19 41U £ 1 A5 ARMD L RIBFF
P N R 52 J5 1) 72 S5 1 240 B B N 57 PN (i) 5 S5 1 4
MILRAR LS B Z MR IATHAE . GR WIR IZIT IR AR S T
YHHLAFIE R, JF 1 5% RPE6S 45 4L W I ) BB 25 1 M 4ok 1k
FI WA DGR A GA . H b i3 A st 2ok 14 1 2 g
DAL T 255 ) 34 i 400 IO G fde 5 s 3 49 6 38 JF 4 il ARMD
AU SE PR Y AR ) — 040 i R S B b 4 AR Lok
R AFEEN) ARPE-19 4, BB S 2 g w2
P s AT A AR S 1 O s BRAIR T R A O B2 3L
R T T 2 5 BELIT 112 4% PRl 7+ NF —B {5 538 6 16 1k S T
T P78 1 ) 1 A0 R A i A 1 p21 1 pl6 1Y
FIR A —TRHESE MSCs ZERAREERS (195256 | 7E 1A 4
¥ OGD 2 &1 RPE 45 MSCs 8 Jc MSC Lt 3% &
5 MSC SR AL TR B 452 2R
XIS RPLR T SRR A A REXTHT RPE 4H i A% 5 248
PERERRE , NTTTAEZE RDD YR
3.1.2 RGCs #&3!  RGCs VENHLEAE 5 il %, HA W = Y
fiE 12 T SR AL A A 5 DR I ke 6 R A Ty i S A Sk i
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B, —WRFSE & B, 76 A FH A RS S R S S 2 RE T 40
Al ( human induced pluripotent stem cells, hiPSCs) fi7 4=
RGCs MR 2RI IARFE AR BESE TE ATP A& il e A1 3L Al #E 5K
R OEI T H A IE 0 AR R RE . 95— LHON
BYAH B 58 A R H LHON 28 48 #5747 3 1 E & i hiPSCs
fiid: RGC, #EATEARIR DNA 5287 m.11778G>A AWF5T .,
flfi T4 0, #E4HF ND4 2878 1 RGCs H B ROS 7KV Fh i 4k
AR R 25 A LA S AN PR T8, 3k S B AR ALY
AT 3 a2k AR RS A R B3 AR P B AL N- 2B -1-
P R i i MR T AL R BE LHON H i S50 HL
P K 2R b7 U B A TT RE 3 2 3% AR AL 8 R 7R AR T
TERY

3.1.3 Miiller ZRREAE R Miiller ZH g 2 0 19 J5E S 337 240 i
2k A T fil 8 A5 B =2 & A 0 B 0 1 M o 3 A S
DR, ARMD 25 Z Ff 0L I 5 0 A SL PR AE . B ISR R
T 1] Miiller 44 TR0 AR RS A (AR50, , 8 0k 40 L 855 57
BRI TNTS K (] 7 15 T 40 1t Sk VR (%) £ b 14 57 7% 21 1) g
PR Miiller 4TAE T, 250 R | X Se AN LR AR BENE
BT B A 5 20 A AR T LR AR I H 57, B 40
M ROS 7K, Thfig L, X PR AE A 2 T Miiller 2 ff
B I 0L P J S 388 AR b R ) 3 | AR 5 SR 1) sh A vh
AR TR AL B A e D e, X HR R T AT X SRR
UL ) 2 A 2 o T 3 30 Ao v 40 T B 8 A 85 | i) 2 s
o

3.2 FE R R

3.2.1 ARMD tHXAEE  7Efb2415 S (g 4l ) ol 3
B (4N PGC— 1o #E%  CLICA B8 B9/ B ARMD 75 70
o, WFSEEEE) RPE 20 i SRR R AR IS 25 A B IR I R
DURRAEZRIAZE ARMD (% #H M 4E . 7 ARPE-19 4ii jifl
B SME R 2R AT S 30T kiR ROS FRAK IR H
ek LA S ATP ACE T, R B 2% RPE 40 il A 010
R AR A A 405 (G 0 T BRI, FR T 1 2 B B i
Z NP ) BELS A, HABR AR B ARMD 119 2% B 05
AR EATAE SR PR . PR, R A I T A B e A5 R o g
T S WA B R 1 sh AR A (Gn s dE AR
Keshy) IAT VR A BB SE, LA R I PR Al ) T
MriE e,

3.22 RP # & 7F 2 FAMF2EBE KB ( royal college of
surgeons rat, RCS)iX—ZHiLf) RP #%Irp  H RPE 40 jg A
Mertk FER AR M 28 T HEWERE T, S BOCRZ w71k
AT, BT R, 18 RCS K B B 55 44 s A 7 B[R] b 57
PSRRI PEZARLAA | AT DUSE 2GRz we AR MR R e R,
1 BRI AR W2 A TN O, & B3R T ALK R
B D A 2 (IR AZ 2 A AR BT 7 ) ) 5 6 2 P
18T X IR [l 008 o A BG4 T s a2 Aok
PR AL B A R, AR I B 1) K i 400 G e 12 J2 45 S LA
SYRIE VRIS B 0 N TIRE E AR 2R R T I
B BRI B ARG T 40 A R TR A AL R AR
A E I B EVs BEAE F] RCS K BP0 R IR i, i 2
R R ol N AW RE S W TE T Miller 20 BABEER, OF [FIAE AE
FELRICIZ 2R A AR B I B X R T T A0 i/ 4
LT T R R 030 Ao b AR B R AR A S R A 1 B RS R
VR,

3.2.3 LHON #& R HZA Y (P BT MK EZ 45
& T DIRERAH LHON By shiss il v ffi F 28 T RE Ak il

FYZR AR TRE R, W ARG R 7 ROR . HAS{L B
SN NEZ AR T G PEREE Rk BEARZ R A
ROS, iA REFE A B[] N 4E R ATP 7K, IR 7E 4L 41 1k
A TR | AR AT R 2 I (AN s B ) v e B A
BEIRERFR AR T
3.2.4 FHRER TR IR 2t A A 1Y S AR
R RIS 3K AR BRURF I 43 B85 194 38 Mk A b A% 12 55 3 400
8RR R BB BB A i P 5 S R S A U b R
REMS B I ZH 2, e HOR RGCs Sz Hofh 2 T 43 B, A6
JEA T d, AP BB Py ST A 23 R e A 3 R 3k S e
MG TE R 14 d, WEEE Bl 28717 40 it )2 B9 20 A7
TR RN, A 28 d, 7E PR 245 A0 S A A i T L
SRFNT LA RS IR BRI X R R
A SR SRS T B R A LR P 454 S B | B )
SR A TR, 1™ S T I RETE LR AR BT A A
4 N

LRAR T BERERSJEBK 3l RDD %A 5 3 2 1) DG #ts 31
IR, S RE AR B S A B SRE G S A R T
G—RINEAENEA . —BUHE 05T BB R AT Lok ik
KT B B S AE IR P i PR, HAR YT SR m Rl 58
Fs PR TR o A o s o 30 O R AR SO R R
SRR T A M ) 2R AR B 3 — B 24YA T AR 38 i E 4 A
FEAMEME R LR ARSI ZF0 RDD Zi 4 Thfe . 4
SRR E T SRR RS A AE S B3 b Fofa R 4 b AR 1 76 97
B, XTI 32 3% R GE S R AL A e iff AT T 83T,
R T B B

H AT, 41 (8] 2k 1A 5% B2 7F RDD 6397 o 9B 58 2 0
M fig g T — IRk ). EL B 2 KRR BN T 4k 1A
e te , HAER SN S B YRR R IR T AR L A ]
RPE Z0ifd \RGCs M Miiller 41l i 5% O & HEBL IR T 2038
AEEAC ISR AR RN, SR, 1224500 AT T I — 2 1) ik 1 2
WA R B . (1) FERS R AL o A 58 4 e BA A 55 00 F, 38 4%
FoAR AR (CAnZhi A 1 i LB R HE ) 2o 16 % 1Ak P 3 5 30
) WA, B B AFAE — U B S SRR () £E T
R TREEE A DU STETE I G % HlE 5 B g AR 1 AU, B AT
RESZ M7 1R A B 27 /707 L (2) V45 4 i i) £ 1
EERSTE RDD BUIRYT R B0 KA A I A 5%, 24 RTARF 5T
FEILT S BRI R SN S2 5 Bl Z RRUAE K 14 I IR
RIS ECHE LAGS A AR 22 2 5 850 BE 25 TR 1
AR 2E0E . BRIL, AT XHZ Ak 7 4554 B LA AT
M A S P A T 4 L 5 i el %) Sy B e o i 7 15
WA B SRR S538 o A SR 5% AR 0L T fin 8 AL 96 B
ARAEALE W R AT FH VAR B2 4 o I PR Ak

P 28 M SR A B A SO AR £ 1R 2

YEE TIik AR B - 2 18 SCIE RS B R, SCHIR £ B S ) i 458
B 2 I8 SUB U AR R O R e S
Bel o BT AR B [ R e 4 SR
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