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Abstract
e The damage and death of retinal ganglion cells (RGCs)
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are central pathological events in optic nerve injury,
leading to irreversible visual impairment. Autophagy, a
regulated process of cellular degradation and death, is
involved in the pathogenesis of various diseases,
including tumors, neurological damage, and autoimmune
disorders. Current research indicates that autophagy is
significantly upregulated following optic nerve injury,
exhibiting a dual role: while it may mediate cellular
damage in the early stages, it tends to promote
neuroprotection and axonal regeneration in later phases.
Moreover, the activation of autophagy in microglia may
play a crucial role in regulating their activation phenotype
and neuroinflammation. Precisely modulating autophagy
to promote RGCs survival and improve visual function has
become a key challenge in the treatment of optic nerve
injury. This review summarizes the role of autophagy in
optic nerve injury and its therapeutic interventions.
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AMITPERR# £5 5 78 (traumatic optic neuropathy, TON)
FH IR ARl Sk AR M 5 i | 2 BOOM J5 AN AT i PR g 3 2k
AT Sl bt A B L JRCR Y TON i i LAY Jir PR 2 52 3
SR (200 43% -56%) , Ho U= BR8] (8.8% ) FIIBLAT
(2.9%) " AP R F 75 AL ABE, o B vk s (2005
91.2%) Z Tt Bk &% U kKRR RE i K UUE
UikiE

H 1% (autophagy ) 7E 1 Z845145 th i VE IR 13 T 20 i
2290 4R, 1992 4F R R4 DA A 2 A I B v R B
WE RS , FFF 1993 4% 5 b i A A WE 3L ATGL, I s A
WS FHLRIBE I A7 4 o WS KB ITE 52 A W e 2
Frt 2o A mAZ O AL, D) BE B A% 5 1A 4 AR L BT /K
DB A 2R AT MR B UM O 21 el Dok,
I L E R 28450405 T 1) Sh 25 A2 R R R, JE R
XLT) GGV« T B TG W] i R A2 400 240 M % OF 4 Fr 8 IR it
JO7 {EL b SRR T A v A 2K L 5 A SR Ak

25 40 1D ( retinal ganglion cells, RGCs) 7 PEFNZL
T2 TON #0732 2% 19 SC B s BLER 1, Y0 28 32 41 I
FI I OHG ie 17 2 A2 78 RGCs Rl 9 32 451 R AL, e ek A Wk 3
LSS e DA L A8 R 4R RGCs iR 1198 37 75 22, [ B
T R A A5 O R A4 D0 A 1) S8 A 240 , 1 RGCs
3R AR REE (AR I i 5 Y
W% 5 RGCs SET-FE M 8] LI AR A WA A H
W A e S A AN AL T AR B U G &R, TR Y



Int Eye Sci, Vol.25, No.10 Oct. 2025 http .//ies.ijo.cn
Tel.029-82245172 85205906 Email :1JO.2000@ 163.com

SV, B W FE T T RE T SO M P i AR D) e ZE L
E— 25 T 240 B A6 T R A € B IR, I o A 2 B P A
H WETE TON %A % i i VIR HIATY SR A A0 4180, AR SCxF
H WETEAL R 28 0 15 Hh (R B 5 0 T AT T 2RA

1 20 A B I

11 EEBEEXMERITE AWM Christian de Duve T
1963 4Rt 1 T 7 M5 iE “ auto” ( [ F&) A1 “ phagein” ( %
W), F6 A0 M AE R S5 1 T 38 2ok i B AR B A OB BF el A
B R A e e AR T AL A AR SR
ARAET IR ARAKFRELL AT , T2 BR A2 T Af M 4% S 8
BB, AR RS . e IR b e A
NGRS, W 1 5’%,7"5 HRAE Wb | ph 2B A7 1k
ARG RPN AR IR A A R (E A
FE VO T RE T B4 A6 T, T BT TR A W 1 A i AE T
(autophagic cell death) ,iX—it B A TJH T-HIRAE  H 5
T FL 30 W) B A %5 2 #02E 1 ( mammalian target of rapamycin,
mTOR) | i F 50 % MR 315 B9 25 A I 88 ( AMP - activated
protein kinase, AMPK)  Beclin—1 i‘fﬂﬂj”f?%ﬂwﬂ‘ﬁﬂ\é,#
A ST AR, INE A

*ETEV%&/\/%?@E@E’JﬁTKIEJ Iy o = 280
(1) E H W ( macroautophagy ) » #x F B IE 2, i 1 XU 25 44
Y H /M (autophagosome ) £ 22 ¥ 1) - 5 15 il (% fil 5 %
fiff 5 (2) 38 A W (microautophagy ) : Ji& 4 L4451 WA 55 A
PRI, (3) 0 FAEB A S /9 A W ( chaperone — mediated
autophagy , CMA ) ; # i %5 1l 44X #H 5C I 25 11 2 (lysosome —
associated membrane protein 2, LAMP2) 4} =y KFERQ =8
B R AR Y B g B A B
BrRIG BUZ SEAR/ P A A B NMATE B 5 AR LA
fil (B 1),

HWER N H Une—51 #£ BE ( Unc - 51 like autophagy
activating kinase, ULK) & &R 81 — IR g ik
ﬁ%%ﬁﬁ)ﬂiﬂ‘]ﬁ#ﬁﬁ%%ﬂ%?ﬂ,iZHﬁ?&%ﬁﬁ%%ﬂ%,’l%*
1S3 4 L5 A D 4 P 0 A o 5 9 i 28 S AT T B AL
JIES 9 /AR g A 56 3 Y] (autophagy —related genes,
Atg) FE FITE A W/ IMA TS 2l AT P 45 20 R vl
PRt & AR AL 12 R AR S B RS A A
U /INMAR B = A [ MR AR R EEAR S E N

TRB SIS N ISR o N 75 ) 2 i (0 TR AR I N, Bl S
R TR A, VRO VA Tl A K e il L 5€ 0 A /MR N 25 )
ks
WA REH 1 5% 3 (microtubule—associated protein

1 light chain 3, LC3) ;2 FL3h ¥t Ate8 (9 RIIRY) , 72 F Wi

%Iﬂﬁéélﬂiﬁ W, HLMR Y LC3-1 7E A WS Bl s Ak
NIEES AR LC3- I, R e S P e A0 T A W4 A8, T
AN A WA R A KO
1.2 B R E A 22 118 B
1.2.1 1l KBRS B AL ES -3 B8/ & B &8 B/mTOR i& 2%

mTOR &P [AMERAZ0 77 1 B AR BELEE -3
1% ( phosphatidylinositol—3—kinase catalytic subunit type 3,
PI3K) /45 [ #4# B ( protein kinase B, PKB 5{ AKT)/mTOR
i R 2 B mTOR KRR A I A W 15 %, PISK i
G AKT, 35 10 3% 7% mTOR & H & & 1& 1 ( mechanistic
target of rapamycin complex 1, mTORC1) , ] [ W 5G4 A
T A EE 1 4% 3B (microtubule —associated protein—1
light chain 3B, LC3B) Fl Beclin—1 B9 3% 15, BH W B W &
Az 2o Jﬂzﬁl\ AKT J# i B2 AL Beclin—1 fili HL2R 35 | BHL 1R
Y PI3K WAL i, HE— A A WSS . A BT
7 AEAI] PI3K A1 mTOR B9 25 1F T, 45 R [ 2 40 i AKT,
H AT ME LS8 AR S, 4278 AKT 75 3000 1 400 i 1 it fi o S
M ER™ ., AARR KRN, ZHRMEEHER 3
(receptor— interd( ting protein 3, RIP3) il i 53k p62
g et FE/ME ’3(%%12!%@ 5,25 AR R
PUBRTT M HZ AL A, $2 % RIP3 fE I mTOR {55
A WG R R BT
1.2.2 AMPK/mTOR i 2% AMPK & — i fiE ft J2& B 3
it > AERE A R IS AL, 0] mTOR I YRR AR AE £ 7Y
FE, ARG Z I, AMPK #8005 OF B8 AR 1L Beclin— 1,
ATG13 A5 £ 74l ik A W) 3y, 9 3 3L 40 1 Raptor &2
AP0 g mTOR T M, fif bRt [ wae iy il > >, A
TN, mTOR W s fie JE ULK1 B Ak 140 ULK 5
AMPK (4 A B A, BEL Gk A il & A2 il T
AMPK 5 mTOR fF7EAHEA5HT : AMPK Ji3 3l 5 RE .24 Fil
W, mTOR Ji 3l 8 & R4 M A 1<, b4k, AMPK 7]
AN S A Y (Cyelin Y) /40 it 3 93 3 1 AR 4
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& 16( cyclin—dependent kinase 16, CDK16) & & ¥ #:
H bk, AMPK #06 J5 2 #F Cyclin Y 78 S326 i sS BEf2 fL,
HEIT 5 CDK16 AR EARFHE S FImE™ . Ak, p53 fEL KL
PAENLRZS T ] 3 o 0 AMPK 335 P 8] 322 40 ) 5 v, 52
M 7 8 A A A A S B

123 RARZFEFNEOHMmER ROMNREELE
P I ( mitogen—activated protein kinase, MAPK) FIGALFE
Me A 15 98 95 8 FH ¥ B (extracellular regulated kinases,
ERK) .C-Jun N K% E (c—Jun N terminal kinase, JNK)
F1 p38 1 M ( p38 mitogen — activated protein kinase, p38
MAPK) , 2 540 [ W 386 58 o0 e A T S AR sk
P4 mTOR B F Wi AH OC 3 A 52 3 %F [ w79 3 J] 94
P00 ERK i 3 1 28 L Ras—Raf-MEK1/2-ERK1/2
PR F W, 38 RT3 A 5 LC3 A p62 (1A il B RS
FIE AR5 2 W 7 T A 1o 32 3 6178 3 1 8 A
FIER s, A S RBAF Res @i S MAPK I 1kt {2
230 R 98T AT O T 2 — e
B F1ME SO0 17 A 5 TR, INK 3 B4 3 i 1
Bel-2 % 1 (B - cell leukemia oncogene — 2 ) {2 f#f H: 5
Beclin—1f# &, i#1% Beclin—1 2 51 QW8 A IE 5l B o
PUHCIRAS & INKT #0082 R 7Y INK 38 0T 38 i
A Atg FER A — SR HE F g p38 LA X
AT VE . (1) 83 30% Beclin—1 3 R o [ w40
(2)3E 3t BERR AL ArgS ) 1 W5 I 4 feh I 300 ) LC3 -1 1)
LC3- 1T 4k, sl E mE, 1e4h, p38 Al F I8 ERK 74, 8]
FERRAR A WG AKCF AR DCHIFSE & B, M p38 -MAPK i
T 448 R P 200 L O el A T, S B LT A i 7Y
SR Y Bk Ah, 40 Y TG M 4R (ROS) AT R
MAPK 3l % iR 17255 [ iR , IN7E Bruceine D 7
Sl AR AE T B ROS AR 9 I iR A BTIE0E MAPK il
B, 51 % A WERTE TP R o

2 Mpp B EEM A ARG YLE P RIER

2.1 B RGCs 2 40 19 JRERE — B £5 56 il 22 0, L 20
BRI AN L A B AL 8 2 R 0 2 3
Al FE RGCs AN ] 306 A8 P J A0 T, 2 W 07 #5053 1) F 2L
K, BOCIR S Bl | JipRg 38 45 2 AT S SO0 p 2 4
£, Horh TON B 54T | BA Y& R o 4 SR A 3 AR Tk 1
FR AR S R, 4 E BRI E] 45 TON, 1 #5428 A i
A7 BP0 S k0 A A S Rl o
AU TR 20, HATE AR EGR T A
W Z2 i IR R o v ) B AR D, G DGR AR 08 AH DG 1k
BEBEASE DR R DO R A8 A ) B R AN IR R R oA
MBS S5, SR, HWEAE TON Hh i FL A VR FBIL I B v e
IRITME R B = R REs

22 MMZ G R BB EIETL GO MaEsi e, [
W B0 5 RGCs SET MEIREM i dT AR L K A= . 5%
FEW | WEE LA 2 B 0 i R RO B O, BT
AN T BE R F L A, S b 22 e 1 (optic
nerve crush, ONC){Y¥ 30 min B[/ 0] X2 200 #th 2858 T 4544
MR EH 6 h O B AR MK | A WESCHE R 1 LC3
FeR TR LA K p62 KA R BRIV R G0 i
PifES . 2H0E 7 d, AEARIEZRE 2 HL0K
T Knoferle 45— SSAESE BU 1 b pY AL L
Fa R & A 0 2 AR A H BB TR f)  I/D R R K 2 A
BEAN 45147575 | Ca™ 38 2xk Fi s A 1 A6 3 3 g DI S P 1
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Wb A A LC3- I KEFHGES 1 d FHa,3 d i3l
W FFRTHEEE R 7 d, AW T A AW 105 (optic
nerve transection, ONT) Y | & BLALHE AtgS | Atg7 | Atgl2 |
LC3- 1T \Beclin—1 %5 22 Flt [ W A O 5 KRN 28 11 249 78 3840
Jo R L, Hoh Beclin—1 7655 3 d B T =X B4
IR T AtgS  Atg7 | Atgl2 FakMIEE: EAEHAIE 7 d°
IEAh, Rodriguez—Muela 25" 37 T8 [ W5 76 R 1f 22 384403 )5 4
3 d JFER B, M RGCs JT-WIE #5265 5 d ik B f
PRI B IR0 0 2 i B AR e T RE DG, RV AR
TR st TR 1 50 2l L 8 (H LA T ML R 4R R
ZH WIHFSEIESE mTORCL 5 mTORC2 ] RE7E A~ 6] i
S5 25 ARSI, R, BB N ROS
TR EE A mTORCT, M 1M 8 776 28 #2 ULK1 - Beclinl
P W %, L A0 I 25 B 2 R R S B R AR i
FEMRSZ B B, mTORC2 1] BB Akt I I MAETE 5B R
FEAE S $2 8 mTOR &2 4 4 3 A1 %% e v] A 2 B ) 4k
PR VTR R B SRR 22— ZE b R S A v
) AT S R LR g B30T S Ry A X, I ST [ R 5 K
RERL, FX —sh AL B X TR e
LAY BERE O BTk A ETEE L,
23 HESWHAZTHMMILT HWAEWE TG
JE5 1 d FFIETH L5 3 d Ik ISR R 7 d RS T
2B IEH K, M RGCs WIFET-FEMM G 5—14 d & i
fn, 245 12 d 2946 80% I RGCs BT H B 2 5t
N 2 T =R = T OIS A 3. e i 4
RGCs™ ™ A7 & BB 5 d J5 LIS 5 1 b 4R
R RARG , S [ Wit 18 vl R v & Miiiller JRSBRANAR
TBAEHE S HE A WEAE RGCs W Ml AR B VE ], 7
R 2 3 405 () S0 3 S g T D A M R e A O 4R
RGCs FE1H2, N, 75 ONT A v {ifi Fi] AtgdB &5 /)N
SR TE RGCs TR PEMIBR AtgS JEMH LIFNH] A w, Al i 2
FEAR RGCs BYAFI , 11 38 1 25 9075 S F W ) AT 42 155 RGCs
FOBCEESY ) fE ONT 043 )5 il F 76 A 25 25 380 19 g ] foff
RGCs G ECRIE NN 40% , TN #5156 e 366 D) D) o L 77
TR T 28% " 2K, 4R B Z A ONT i i ik [
WK 2 45 4 2 AR 4P 1 D $8K 72 2 11 8 (heat shock
proteins, HspB8) 1411l il th 9 Iy HA #h &R 5 4E T,
MU T B 55 40 A WK - R A T oAb, R A
Rho B W2 e FH I B 2 ( tho—associated coiled—coil -
containing protein kinase—2, ROCK2) R i i 355 [ I i %
M2 VW R RGCs MUTETG R X se e LR %
Fi W AR N AL 2 i e A0 G AR A VR, He T g
L) A 455 3 e e Wt A 2 1 5 9 A4 T 4, 4R 4 RGCs
RN s S TS 3 Y SN € AR U
TR Z LR /> ROS F4E AL 2R [ AL SR 84 /n RGCs
X LR AR A I B FR BT Y A RN, RS £ 6
HEAEWG G 3-14 d, [EAEERE, A MY E
FAER G5 LN PRI E S 81 i 3£ & RGCs ik,
FERJE 24 h N BDIRZE 3] 1L.C3 /KF T, B [ WA TG
L F RGCs B REAT, KL, TR A = H I iR ¢
A WEAEI A S (B R UM 2 3 d) I RN
YEFH ., 040, 76 ONC AR H 3 513 1ok 398 8 0 s 1 2 1 e
PR 3-MA T g ek 1INV A R U A A 2 R
ShF R AR K R A, B2 R LT H0 R B A AT e R
P BEAN  BRAK Zn® KSR & BT E i /b ROS A=
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SR O 42 75 ONC J5 RGCs MIfFG R, 18
B HB 43 A M 25 ) Wi ( partial optic nerve transection,
PONT) # AL e 22 W 412 RO 18 3 IR I W oK F | i 22
RGCs (4K R IR AT PEAE" S X [ WA 5 1 45003 7T g &
FI W3 FEBOR ARG . BIFST R B, B0 5 11 Wk A DG 5 P
ATG5 (ATGT) 5 W25 B8, [a] iR Bl 306 16 12 i 2 fE it
5, 2A AR 2 AR R HE S BORBHA DI RE R L |
IR EE R IR B LR A sE 1=

HATIA N, i BE A W 530 RGCs SET- I W ZE AL W] g
A5 (1) AWRAR AN T, B A w5 A 20 i e 1
T CAPET) IFAF; (2) HEN- SR EIET:, BT 4 g ad
FEf T ARE R 5 (3) A MAREUEAN I AE T, ik 2 —Fh
SET P TTEOIRSER UL A W R S AR A i A T
HLAENT o BT H A A4 SE T LR AE
IR Iz 8 A WA R 28 o I AR R RIS BRAE T
Hp

25 BRA, A WA IR 2 B 00 5 RO VE I A WU 1,
FEA AR 245 B 30 R v 300 ) a8 By 1 e ] BE X RGCs
PR EAERT, B AL A T ARG 1 S 8, A
PRI U AT B0 ok 07 R A R 0 R A 45 LA AR 2, AT 7E
RGCs 7 A SR AL
24 HREHRGEHEMRBEE TEIEFAMKMAET M
Pzt 5 v ) WA R e 3 v s e [ R AR AT
fitt, WA, 29 50% 1 A WAL T 3h 353 k4, Hdp
85% RI A iz, M A S I N A K
R M SZ 10 A0 e , P B AT DGR DA (N AegS | Atg7) 3R
KR RE B, SBOA WO B EGE . B, AR MA
TERM R I I, T 550047128 iy DD RE 2 40, F W/ M
TEEA e i 2 A S T R O BUR AR 2 TR Y R
AU SR ESAG W I FIR AT PR AR | R BELAG T 4 58 1 P42
W5 % BRAE AR 2450007 B A W 4o o 57) 3 -MA B S2 56
LR BRI 22l 8 S B SE G SRR ) 13 WA ) T G2 i
SR ARE S Rk A UE ULKD AT e
BT SR AT MR AR IF AL HE il 28 T2 1 BRIET
TR ME AN, BEAR Zn® W B TR i 300 AT Il 35018 4 0 o 222 4%
PiJa RGCs B AL, ALK Zn™ 7218 JFURAS T fiE
> ROS 9 A B, WG Nef2 K T i Bt S0 Ak 2 AT (i
NQO1 Il HO= 1), E 1ff 11 F22 90 ] 11 e o 3k 380 o e
L3R I3 — D ORI SR B A )2 R R A R R
e A A R I S RE RV , AN T b 2 FE A R ) R
PR 28 IS 440 L 670 5 9 R A 005 I DR G 1 A e
Fr 0 Jiang AR AIMIG M JE B AR 20 45 45 458 Y vh K B G
P B £F 4 4 M9 A= 4 A F (basic fibroblast growth factor,
bFGE ) 38 A YT 1) Wit 398 5 Pt 28 158 Jo 240 L % 6 e g 7 v 1)
TRWERE ST, DI T R 52 400 4l 58 RN B B 55, S i 28 2R )
WA FZME, Vahsen %1 % B ad B 3k 2K 76 A9 ULK1 B8,
filtJH ULK1 A5 SBI-0206965 , 1] B &t 4 il A B4
LR 2 ERI A (e FERI O PR A L AN, B A i
IR AT 3 3 73 YA i #2440 T (40 THBST, VEGF \NRG1
1 FSTL1) i35 RGCs FZE M FRAE ™ L FRBFST B4R R 78
P24 00 S A ) e T AT R 1k e 2 A ) S
AR RIS A ) T 2R P AR R ORI
25 AES/NKRMEMFELRBERE RIEASE—
P ORAPVE SR SOV, AT B T HRBTAN R0 18 A A SR £

ROCHIZEEIR I
A
Sz, /
AR %Q§%g/// \\\ RS
} [ \\
T ‘i /3
i /
25
TS & N
B |

/“ //\ ‘\
/’/ / \\
I N

B2 BRI ER,

FRAZUAASTY S SR ZERERTIRS T, W0 I /N 52 J5 4 i
FREETRE , oA T 09 S G S 3 BOAAE X 1 F A 922 7
W5 AR D 0 0 B g Tk S A 2 i A
S, /INBE T3 440 L DA R0 1 A T JIRE 9 i A OC Y ( disease —
associated microglia, DAM ) ] Pt Z S A (interferon —
responsive microglia, IRM) #7458  F+ H IRM /)N 5 5 40 fifg
4R 5 RGCs 77 E 5 1 3 SR 67 $ /R vl 7
RGCs LT AN . TRM B4 /)N 5 40 D g 2 25 il
SR IRFE IR F - o ( tumor — necrosis factor—alpha, TNF-a) | H
MIAE 1a(interleukin—1 alpha, IL-1a) FI#METEH Clq
SERPER A, XIS A0 /)N S 0T 240 L AE P 2 4 45 5 i A
FHEA R . (1) 3 5 7 Wi B B 7 v R B &, &
FERZ DRI ERT . 1 AnTE R Bl PONT BB A ic 22 4 Ak
RN BT AR A WK I S BT R B M2 SRR
etk NI HE2E RGCs 1 4k & PEAS PE 5 (2) £ 7 B IR
LAl oA b 2 /0N T 200 L e R DN A
VRS PEM 2 RE I 20T B S R T 4R
ZNIE 5 30 RO B AR IR T I A

ST R B, BRI T 9115 /0N JE B 4 i 1Y) B R IR A
BN S RE AR N BT A AR R A 1 d
T AL 3 B BT R AR R AR BE 8 WA B
I, A WERRICH) LC3 5 /N B A0 A e e 7 H R A
M 15 /DN JE J5 4 L ) 3% A 25 DDA OG . A, aB— bR A 2 1
A TR/ 20 L T WA DG 53 1 B IR [ I AR
BSR4 L ) 95T R SR AR 4 40 i R )
BT AR R A SR, /0N B T AT A ] S g R A e Y
M AR PO FBE L %) e, E T DGR BR IR AT AR v, /s
Jist 5% 20 i 43 36 i 5 2 1 (osteopontin, OPN) | 38 i HE 32 {4
(TtgavB3/CD44) 5 Miiller 21 ML VEF , #0461 J5 & 1Y [ Wi 7%
PE 3 — 255200 RGCs BYAFIE | 427 /N B 5T 248 i ] e 78 AL
DOA 15 24 ) 3 s P9 k- S RE AR EL AR R ST
{8 Beclin—1 25 /N BUARFEI Wi 115 00 T i
PG ERAE , K A G/ N TER 5 I 28 BE A iy Rk 4
T TR Bk g 28 O A A DG B R (9 3R R /b R /MR NLRP3
DA 56 R A 2 SRR 4% T 9 cGAS il STING 2R 1R A
Thn, i —20 3CRr A WA R R 45 /N BB AR i A 2 R AL b 9 1
FHU TR At o A0 i 58 495 A5 78 (94 FF 5 L BaE 52 410 7
JINBE ST AL WS B R AR AT S T B P R R E IR R A SUE
SRR ZE A AR5 T SR AT I R T 3 R e
/NS BT AL SQSTM L/ p62 4R 1) H Wik 7 ki b NLRP3 4
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MBS | B iR 2 S I HAR SR p62 MY [
AT AR NLRP3 , 245 /)N i 57 20 i () 5 W D R, 53 28R
ER RS € B i S NI = BT P U 1 UE 10 5 e
i A AT AEE i SQSTM1/p62— NLRP3 HilrAE 40 8 5 /8 i
J5T 210 R P A i T A AR

ZE LTIR , E ESE A5 e 0N R T AN I ) T AR A R
RIS AL A A R 77 A DA K 55 H Al e S5 4 B %) A BLAE
FEE A 28 S 1 B ke 44 BUEE IR, LIV v 3 2o 1 o)
S I BEOTE RAEPUR Y, T BEAE LR PR T,
Wik B B A2 B T IR 98 8 S NG, oA R WIF 5% N i — 25
BT RRIRAR MY BEFR B B W fa] 38 45 /)5 i o
I A ST | 9 S I B H 5 R 2 e i EAE AL, DA &
PR /I I 240 B 5 5 SRE B 550, S i 2 R i ik
HIR YT LS
3 BRI IG REEL R A

PR B WELEIRTT LR 240 0 v R R 2 AL B v
1 AL FEAN G G 5 v PR T IR R AR N DR AR A RE
DI R AR SRR R A S, R H TR XL 2 3 03 1 B
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