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1. REEM

o TEPESAUR (reactive oxygen species, ROS) FikJofllf . #MA R Ge it FE TS . NR BRI ZE L LA 2 AU Ab N 8 pH DG 2 (5 1) 2 25k
SINRAF AR S B BEAR M (age-related macular degeneration, AMD) F#) & 9 XU o

2. EME5XH

o AMD & 95 AU 530 70 S AL I BOAH DG TR 2 5 e R AH OG5 FE PR YT L s IRAE Ge vA T Moty , B0k il Ak iR yr 2
J5 Il

3. BXEYE

o IR S AR A DG SR R 9 SR 3Gk 5 AMD PR AR I SQIEM: , 8 INEENBY T T A5, S AMD 9 B IR SRR Y LK .

4 =E) S FHCPE B BEAEPE (age-related macular degeneration, AMD) J&—Fh 5 S A0 I 8 K Z2 5 (R 48 S % )
A DG A0 TN B B DX St A 7 PR IR AP e . PR T B DX i = A, AT A X S A= v R ol AR 1) 2
5 5 BN AN L2 o AR T N S e 0 P B €5, 2% - K2 D (retinal pigment epithelium, RPE) Jifig,
5 RPE A0 55 . RPE MR T- 58140 5 s ma k4 A D, SR80k 3 A6 100 48 5 4 R o 45
NE AT e R s ; R AMA R G, (HRAEAN IR I 5 RAE TR B RAE; X = FHME T
AMD [ &L Z — o SCEHNZE T Hi S AR K% (B ALY B g . o A AL S . A e H ikt
AALYIE) . JAEAH I I PR CRIMAR 2R G0 A OGS DR RTZ0 it PR 7 A DG 36 DR ) At AR G 3 P (i 487 9 2 A K
T~ MR MARE-1, ZIRE A B, PIET AHICIER | AR A JCHE B B A48 5y A 1 2 36 ) 1 5
WRIEE AMD 2 AE Y OCHRYE , I BEIAR T 5 DR 2 i R 24 T AU A I VR DG s AT B o R T AR A Iy A
LR S 2507 B, LIS AMD BB iR B4 LI

E3::45) AEWS ARG HE BB ASPE s A R IR

[FESZES] R7745, R363, R394-1  [XEFRERD] A

Y75 B B3 (Received): 2025-05-06; f&1T B #A (Revised): 2025-05-27; #£U B #A (A ccepted): 2025-06-16

1B {5 1€ (Corresponding author): & #f, Email: ZL0574@126.com

YEF TR 1) MBSO I, TR, ) ATEOC: Ml B 3) SRR TR, REHEG 4%
PRSI TR, RS 5) BRI S B, TOREE, RS, ARG o) FRfHRE . TORE,
REM, HB; 7)) RMARZBITSEE. TEEE

Contributions: Conception and design: ZHOU Lu, DING Chengjin; Administrative support: DU Yue, ZHOU Lu; Provision
of study materials:DING Chengjin, ZHU Huimin; Collection and assembly of data: DING Chengjin, ZHU Huimin; Data
analysis and interpretation: ZHOU Lu, DING Chengjin, ZHU Huimin, DU Yue; Manuscript writing: DING Chengjin, ZHU

Huimin, ZHOU Lu; Final approval of manuscript: All authors



https://doi.org/10.12419/25050401
https://doi.org/10.12419/25050401
mailto:ZL0574@126.com
https://journal.gzzoc.org.cn/

AEIE AR OCTE B PR NE S A N D OCHR P et e T R, 4% 197

SIRARST: T, AR AR IR, R, AR AR S BB TR 5 S A SO DR TR RIT S HE 2 )], FRAR741R, 2026, 41(3):
196-206. DOI: 10.12419/25050401.

Research advances in the association between

age-related macular degeneration and oxidative

Abstract
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stress-related genes

DING Chengjin, ZHU Huimin, DU Yue, WO Xujun, ZHOU Lu
(Ningbo Eye Hospital, Ningbo 315040, China)

Age-related macular degeneration (AMD) is a retinal degenerative disease closely associated with oxidative
stress and dysregulation of polygenic mechanisms. Due to the absence of blood vessels in the macular region, its
high dependence on oxygen renders it particularly susceptible to oxidative stress. Oxidative stress impairs the
function of retinal pigment epithelium (RPE) cells, leading to metabolic dysregulation, apoptosis, and cellular
damage. It also disrupts choroidal vascular function, characterized by abnormal neovascularization and
endothelial dysfunction. Moreover, excessive activation of the complement system promotes inflammatory cell
infiltration and the release of pro-inflammatory cytokines. Collectively, these processes constitute one of the key
pathogenic mechanisms underlying AMD. This paper highlights the pathogenic associations between AMD
progression and dysregulated expression in antioxidant enzyme genes (e.g., superoxide dismutase, catalase,
glutathione peroxidase), inflammation-related genes (e.g., complement and cytokine-related genes), and other
relevant genes (e.g., vascular endothelial growth factor, heme oxygenase-1, apolipoprotein E, ferroptosis-related
genes, age-related maculopathy susceptibility 2 gene). Potential therapeutic strategies, including gene editing to
correct oxidative stress-related genetic defects and pharmacological interventions targeting oxidative stress-
associated genes, are also elaborated, aiming to provide new insights into AMD prevention and treatment.

age-related macular degeneration; oxidative stress; gene; pathogenesis
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1% AH OC PE B BE A8 4 (age-related macular R Z RIS . M. B4R Yy . IR ARG &5

degeneration, AMD) J&—F i f7 PEIR (b MG, FIUTRAE, Wﬁ%ﬁ%@)\é@ﬁﬁ&iiﬁﬁﬁio

5 WA AL B B DI, T AMID SRR B AR 1L FH TR B DR = I, PR X AR e K
B ARB M) AMD, DI EEX RS A AR 5 2 B R AN e T S
R P00 1B AMD MORRHT A AR P (B ) POEFE TG PEEFE (reactive oxygen species, ROS) i ™=
AMD(neovascular age-related macular degeneration, A 5B T RERES, i ROS 7E4H I N 7 R

nAMD),

PL OBk 2% B 4 Il 4 (choroidal 2x 3l AR AL B BB {5 R | (retinal

neovascularization, CNV) 5 % 4= & JFEfE . AMD  pigment epithelium, RPE) 4 ifg i) == Z24E H 0 4 %
KRBT T, KPR A, B R T e RS, XA S . KA
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AU 0 3% 5 80 RPE D RES A MR 1=, Bk 245 J6% 1fi %57
PN R Bl R ), ST AMA R S8 1R A i
4~ % -1B(inteleukin-16, IL-1B) .  IL-6 Fl iy TR AL [H
F--a(tumor necrosis factor-a, TNF-a) % 4 5iE [H T3
KON B R RAEHER N, LA A R TR
hn, e e ak BN B DX DR T S A A . RS
SEAL N IR L A 5 AMD /9 SCBRPEA BY T B
PR . RIBIS AL

1 |HNEEEE AMD %l &l &
HI1EH

1.1 %% RPE 40/ 20T
1.1.1  RPE @R

RPE 21 fifd 72 24 457 400 090 J15% ) B A 285 A9 O i 4
Ht L IEE SR, ARG 3R R R A
FEIEE, RPE 4 M 38 o0 7 5E 19 32 AR FI5 538 R )
IEA W MV i A0 B EL, I il A 55 240 i e o
HE AT AR

ROS i f A= ANH | & RPE 4 F A7 s2
PRGN, I L0 i A
TS R VE R IR A0 255 | X AN L A5 BB
fifg & BT T G S A I AN 5 12 &
Bl 1T, o 2R R A 1 0 R KT 4 3 T M
FAW 648 2GR OE £ ROS, & 41 i
(SR IS, R Y SR A R R 258 RPE 4
T,
1.1.2 RPE @fed — 5 Hith

ROS 7E 4 ifd 4 K it #1255 DNA #1445 2,
p53 5538 S 5 L2 T A (Bax) [FIR
BT TR OBk 4 R -2 BE ] (Bel-2),
Bax/Bcl-2 [WAHTFR, LR S VER I, 40
R CRE B ) 40 i B b, B 2 e R A i
(Caspase) 2Bt [z v, S50 RPE 40 g =2,

SAU A IO B PR 22 2 1 T 0 I T UL T 3-3
fif# (phosphatidylinositol 3-kinase, PI3K)/4& [ {4 i} B
(protein kinase B, PKB/AKT) {5 53 %1%, PI3K it
R Z A PEFR MK PIBK TG, PTEN 3 [H 22 245 1 14 o
BERRREIGTE, >4 AKT BERRALK VBRI, BEES L
if 38 i - 3B (glycogen synthase kinase-3beta, GSK-3p)
SR e B TS 1 U8 R 1 | N2 R P AR €2
N (1 £ S PR 2B 3R RPE 49 R a2, ax

— RN A AR 3l RPE 400 BT, Hl
i) RPE 4 il JC 1k 1E F 4ERr L AR T e RS, R
RPE 41 g i 3 PR B2 B B R iR 97 Bz —

1.2 XJBKER IR M E RIS

AMD A A O PR 8 107 SCIR 2 RT3 i 22 b
ML T 1004 P Bz 200 J s mc A 477, 0 1 352 i 490 1R i
ml,T;E[S,ZS] R
121 #F A %W RA T

¥ K20 & 2 B M 2 I T 2(nuclear factor
erythroid 2-related factor 2, Nrf2) 13¢5 R4F #5144
TR, S N2 X8 A 0B AU A 207
S [ B A SV R Fi A 20 5 9% Nrf2-Keap/
ARE ZIDE B, Gt/ BRI AR 4 L R AR o)
O s, RSP R kI, R
BT ILAE R W E T MR (epigallocatechin gallate,
EGCG) it i Nrf2 3Rib, WmpUATERRE A i
HrvRe ST, Ry LTine.

AR N B8 4% 7 «B(nuclear factor kappa-B,
NF-kB) {5 71 B AH I N 78 . NF-«B 9% 3G
Ja it N, AR 2E A N B A K I (vascular
endothelial growth factor, VEGF) 4 Ifil & A= i K -3
B g, kY NF-«B 15538 B A9 I
%015 5 IL-6. TNF-a 5§ % 4E 7 R B IF LM
VEGFE £IA/KN-, i k48 B A A58 B+ o
1.2.2  SoE R X 4a e de e A

—S AL A (nitric oxide, NO) 5& /A RTINS N K7
# (endothelin, ET) FAMFI, 2irst ks e i Y
KA ROS 23 PRI AE NO, Az it A6 W0 fiff iR
i, Wi —A LA AW (nitricoxidesynthase, NOS)
TGP, > NO & . AU MAPK {5 55
% A BE TS 4 R A N R R — SR A A
(endothelial nitric oxide synthase, eNOS), #%E i/
B R AE T 30 i) eNOS, i NO & ALk 2> .
Bhutto % "% B, AMD ik 45 Ji rp #2850 B — 4/
fb. & A (neuronal nitric oxide synthase, nNOS) Fll
eNOS (1) [ 1% 5 1L 45 Y 46 A0 i 3 30 ) 2# AR A
KB M 3% Py 2 2 - 1(endothelin-1, ET-1) Y& B
T A1 NO ACFREARET, A8 W4 7 FET o 55 2k
i, SEUME N A RE & L FERE Y, Alrashdi
SO 5 Sk I A% N B2 K - 2(endothelin-2, ET-2)
i I 5 R - AR B o AR T [T R AR S8 Nox1/4 AH
HAER, WM EZREII6E. 0 R I AT 4
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DRy, LB BRI B, AR AL
e,

1.3 RIER T S H
13.1 AMRARAREEBE

AN I N 2 A S S EGMA RS B
W, SR RAERGE Y, JRE R Ty I e, 4
JiE 20 ff 2577 Kt ROS FIG PEAL (reactive nitrogen
species, RNS) Jt i 2 M, 1 #MA ST 7™ 40 fiff il 45
Nz W s, S RGN, = AR E AU AR K
F7 W S fmid AMD o E DY
132 KuEmpeiziEh X g R -FHK

AR S R S S (R IR ) RE R4S
7= A ROS FUBE I 26 K /& DNA (mitochondrial DNA,
mtDNA), 75 4 1= A4 P, Hu %% B,
NS A Rg3 Al #Hfil ROS A5 iy s AR i M o
TR TR AR 4507 400

W 9¢ & BB BE T2 5 AMD & 9% % U1 M 6 .

%1 SOD1.SOD2.SOD3 ERFE %5 hEE

AMD WL 5 P 2k B AU L S Bk ad
N, 25U A T P SR TR R BE T,

Wei 55 205% B4k 46 1 40 ) 500 5 5 06 /D 7 e K
(glutathione, GSH) HYIHFEK 3 AMD SiEAR

2 F|NWRHEXEERR

2.1
2.1.1

mELBER
# R AW A K R

A ALY B AL (superoxide dismutase, SOD)
AT DA E R A A L AR (H0,),
8 3 T A Ak E B (catalase, CAT) A1 1o 48 1L ¥y iy
(peroxidase, POD) 73 it J 5¢ &= 0 HE W /K o e Fr &
G IREERF A4y 3 R, UL 1. 4 SOD i
PEREARET, AT B b SR W Bt 2R
AR AR S P AR R, DB AR RIE, M
ifi5 1% AMDM™,

Table1 The structure and function of SOD1, SOD2, and SOD3 genes

eSSl SOD1 SOD2 SOD3
B E 21 Sk 7 LRI 4 SY AR
L g (_Cu)%uﬁe(zn)ﬁﬁ LA (Mn) A4 Bl Heit Cu fil Zn )
TRIRER Wy iEA SR
FAEIE TR [ 58 2 [EFAEIEN
SAOLE AT, ARHIA AR S S ATALS i) oB N[
SRR RN R ART R T, RGN AT T, IEBRAS N R B A R,

AEFr R A AR S

AERFLORL AT RE A2 A e

HERFA LA MR RS

212 R EAEEE

CAT JEAEFF AN N A A3 S5 Y L A
FALRIORAE TS, Nrf2 B80S, 5 CAT B s+ X
BBt A AL ) W T (antioxidant response element,
ARE), it #F L 5, o S Ak S0 A s
AMD &, CAT JE[H 9 5 48 ol 2 5k 2 P A1
AL SR TG PE . A K A5 T CAT Sy
ek, AW N2 WM, BRI CAT Rk, ekt

SHVKE, T#NRNA (microRNA,miRNA) 4limiR-122-5p
i3l i 5 CAT mRNA 254 i — il id e &
Filk 9 A B CAT A 7 J B a] P94 1,0, 43 fift
SERTCEMIK, MR %2 S, A
FHE KW PR Z S M (single-nucleotide
polymorphism, SNP) [k CAT f#EfLR%, K IS
o7 L A AL S AR S PR AR R A R g
(-OH), $E( RPE 40fitifi .
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2,13  BpkH AR AL BRI R Kk

2 H IR A AL Yl (glutathione peroxidase,
GPx) SR KK 2404 T Hmid . aeshg . ™
FER A BHHUA R, GPx FiEH LI
GPx1 MCEE, TENAIE N R FE NS, %
b H,0, I MG Bt EAeyy, dERran A bl o F
Y, GPx1 3 [H Y Pro198Leu(rs1050450)SNP 5%
M GPx1 [ i 4 P2, Takata 25 P42 1, GPX1
LD AR 5 rs1987628 55 GPx1 BTG ME L A&,
AT, GPx1 3B SNP K GPx i i 7 T K2
AR A 7 S A 45 0 AR, At AMD 4 & HL I
Z—s

22 RIEHEXEHR
221 AMR A Z%ARX IR

AMA A F H(complement factor H, CFH) i 1
i C3 %% {k i (C3bBb) & i A1 4k B R 1 1 24 i
C3b, B 1k #MA T B 3E . S RY) Y402H 23851
FRARH 5 C3b 454, C3b. RAEA I C5a Al ROS
5, Fifj RPE 411, Kubicka-Trzaska 4%
i CFH A: K Y Y402H rs1061170 37 /5, CC F& R &I
A CAENFEF S AMD &6, 1 TT HEFEEA
T & JE N IESE AMD., C2 42 2 Mo i 42 Fl e
FEZ WG RN E SR> . Urban 265 % 3 C2 3
[ R249C 1 S250C 2 A8 (A 3458 T FMAK 561 i 20
MaEtE. CoXEH Z M C3 2 . HE5g
C3bBb FasE M, SECRMAYLR R R % 77, 7k
KHE Coa ZE R AEA BT A ROS ), Lu 25 581 #2R
C3 [ 151047286 Z & 1E5 AMD 2 IEH X, X
I EE LU, AMAA &L K i £ &5 M fE AMD
() K i AL R e 25 SRR, 3R R A MAC TR 4 2
MIRYT AMD [EZJT ], WP AMD 1 fe
Gy AR T 7 AR
222 mMELE-FARX IR

CAEME SR, AMD 5 TNF-a F11IL- 6 E5%
KA KT, TNF-o 7635155 RPE 400077 4= ROS,
WO NF-xB {5 S %, L% iNOS, Az NO!,
NO 5 & B B 74 il A AL WA R £k, i 4
LR, AN, TNF-o 2B IL-1p F1 IL-8
FERIEN T o TL-6 181 16 NF-kB 38 F 3 58 R AE
SN F4 RPE 40 IE 3 AR e g Hgg 710>,
Droho %52 1L-6 F [ /5 CNV i FUs /b 42%,
HMIEE TL-6 3R 3 CNV A4E i, HHLH by 1L-6

TS IL-6R'E MEANA, 55 STAT3 BENR 1k A T iiiF
12 M4% 4 B (40 VEGFA . TNF-a) 458, %Ak
NS RAEMEAER, S FE0 M ] 208 1
it o

2.3 Hith
2.3.1 VEGF 4H

JERG IR A T, VEGFE 3 PR 4 35 1R 3 1 45 4=
AT L A A A1) R Ak N 38 A i R ROS
MAPK Fll PKC 15 58 B9 G, 8 i % s
% # H-1(activating protein-1, AP-1) }45% VEGF [1§%
SEo AR, P B4 S T~ 1a(hypoxia-inducible
factor-lalpha, HIF-1a), VEGF ik, I8 M &
MG FE L I R I S A B2 S B A
BRI, IR AMD, T X Y -2578C/A
L 5N VEGFE 155 S35 L i +405G/C
LA HENIREAK VEGE 52k 45 41,
232 HO-14H

I 21 Z N4 -1 (heme oxygenase-1, HO-1) A
WAL I 2T o fi 4 . — A AL B% (carbon
monoxide, CO) M W £k 55+ (Fe*")®), JH&ZEZE 20
LRI R M AL LT R, BETE 4 ROS I BE
I I a4 Ak B s CO R 48 RE IR T 1Y 7R A
W AT AETOTY; i R SRR B AT
WAL BFSE R BL, K (GT)n T JFH
JE R A ELA A B i HO-1 365216 1, 1828 AMD R
TR, Wik (GT)n 3 & Fy 51 3 K A1) AT BE R AR
HO-1 35, WM BSE 440 it 5 555 52 3 S8 Ak R 38R 4 o
E L EIT0p AL TN
2.3.3 APOE A H

APOE i [R]J2: 2 540 o 55 285 BE [X I I SF- A7 1) 5%
GEILDY . APOE ZHRESEH I, Hh =HsZENs 24 i
TEAL I IS B X0 B AR 2 B, DTRUS B B 58
e, 72 KR ROS, TG NF-kB {5 53 %,
%53 RIE K T TNF-a. IL-1p & # 1L K T MCP-1
()= 75781 APOE i [H Y 22 2SR 7E 112 i 158 %5
ik, JERL e2. €3 Fl ed = P &5 {7 Jik A 7781
APOE &4 % {if JE [ H fin AMD B % 5 KU 71, i
APOE 2 XA T A4 97 AR X A7 A1)
234 HSTHELR

BRBE T AH O 3 I 4 X5 F AMD [ B i H
fE A, GPXa SR IMHI BRI T 1 S N,
B i o i SR AL 5 4 40 i e 32 SE A R AG L N2


https://journal.gzzoc.org.cn

SEIR A OCTE B PR E 5 AL R R OCHR P e e T R, 4%

201

TR PEREAR 23 IR RPE 20 % AL IR 2k AE T
Oy — 5, WA A G BURE A BE R MR 4
(Acyl-CoA synthetase long-chain family member 4,
ACSL4) FIJE 45 Al (LOX) 252 H i i e it 22 AN i
FNE TR i S AL AR B Ak, TR W) R ERAE T .
A 1t DR R A ] R AE T AR OCE i (4N L H GPX4
1 Nrf2, (T 4 ACSL4 #1 LOX), /& AMD Jf
SRR

235 ARMS2 &

A4 1 BRE 7 5 I B ) 2(age-related
maculopathy susceptibility 2, ARMS2) FE K i) Z2 51
A A695 [R5 1 £ KL 1 Ty g 14 i AMID XL 154
Lu 25 BV P4 HTRA 22 %1% K[ 1(htrA serine
peptidase 1, HTRAL) [ K ff 5 P 17 447 1t -
105557 B A4 £ K AN B IR, BIr LIS HTRAL
I AT VEGE JRYT I Fh 5T

3 ETFSUMBERR AMD i&877 kg

3.1 ERFE%LE

CAT. SOD 5% W 08 ) JI5% 4 it %} 4 £k #5247
AR S AE 1SS, 3 i % X 4 B F R CRISPR-Cas9
R GNEWeAs 52 27 o S T IR LE W IhRE . B H
CRISPR/Cas9 i1 [4: VEGE-A 3 [K 57888 47 5ok ik />
CNV ARG, 18 HSP 3[R Y 2235 7] 7 50 2% fie AR
IXR) I 240 L Py et . e 4 TR) R SY ) SEZE AMID A K
JEUERE .

3.2 HYMAIFER
3.2.1 AR B mfade iy Sh mBAR R 4%

EREE e RN TR o E = A LN E ke
RO Biswal % Py gt T — AN HEAF EPO 3 A Y
AAV # MKk, T A RPE fE5PEERIE SOD2 19/ FUiY
PRI REAR AP, HE 27 b SR AL R 0 RS 1% RPE FTAR
W AT AR s [FRERY, Tldefonso 252 HENTFE
75 5 B A A IR /N B R OB B AAV-sGFP-
TatMO013 fHR 573 51 %) I AAV-GFP [9HRAH L, B
T AT U0 200 R B R TL-1B Mk B B IR . AAV
FE 3 5L — 07 1 SEPLTE RPE 40 i 4 Sk 0k,
J— e g RE . il EE R E A2
. HUAEALT 1 R S5 GPX4 AR IE T, R
RPE 41l Jitd 6 32 S AL B e 443152, 53—, 3
IS RACIR AR . AWKk 1% 2 Ge i e 40 1) 1k

] DU S AR 0
322 A TAAEHAR ¥ &6 ikt
PrEALH . AMAEIEIF] . VEGE $55 75451
TEH T4 b b ow P R A [F B B . &
Deglycase(DJ-1) J&- 5 B P IEPEHT AL F], Wu 250
K H DJ-1saRNAs &1 DU [ AR HEZL 4% R (tetrahedral
framework nucleic acid, TENA) & BUH 9 K & & W)
(TFNAs-DJ-1saRNA), HEA % DJ-1saRNAs % 5%
RN, FE R B8 LR RS Ha RN T . Y [R] s 410 il
YIMET . Avacincaptadpegol AR PIVESITR (R4 -
Izervay) /& iR J7 AMD 5| & # M ¥ FF 2= 45
(geographic atrophy, GA) i) C5 #MA & 11410 4l 7 .
I AR5 78 B8 ) Tzervay —4F N GA B K33
JE T 35% % AMA R G HAB ¥R SO E, KR
TEXF C3. G5 mRMAEI I, *MARG TR D
Kl FB 4588 mi o 2 W7 1 JH T IR BF25 9 I %
Katschke £V % 31 —Fdt D A Fab F B (afd) FH
T 00 ) g R e A R O B A v B MR S
B, MeAh, —sfegrh 2R T i SOD
LR R R LA AL RE JT o H B AR AR
ZAbFIEANSERG By, T 2 IR AW RO SR
HAz A RE

4 ZHiE

ARWFTERAIRDT T AMD # 8 AL I I HIL ) e
H5 ZRNA S0 B SCHYE, IRl TRT A
P P DR A IR 7 SRS o S A I Y o 4T 1 R 1Y
PR F R AR S MG R T, ek 5 AE K
BRI Ak, sl AMD e ELERR . B4R
PRI | A MACKE A 45 B4 ik PR 22 254 0 4 )
HETN AMD B R B o BRI Z A1, JAE 5 R
IR 7 THE R 2K CNV iR 5 B
W, A AR BSE R AMD KB K R BT AL
il T A WRR o

FPATT SO 1AL Gy 7k I B I 5 5
FMRN | e R 45 s, U R R Y I
FEM HLAR T — s B, (ELAnAnT it PR R A
A2 PRI S, AR e 52 30 SRS 1 Y
B [N 2 MR A A DR o AR B RIT 9T 5 22t
— RO B L N AR AL ZE IR P 3w, LA
$HEBI 12 U FE Bl A 5 160 W PR I FH e 1, AT 3
AR T RCR
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=]

Zliihjﬁﬁfﬁﬁﬁfﬂ SR R fi A N

» FTAAEE XN RS e R R

%ﬁf{% A5t P A B TR 155 33 th B 1
H IR SE

FITRIREE i E9 7 WA e Rl o
FF R B = A

A SCiE A T AR 3 535 1T B 3 (Creative
Commons) bIN’ M#ﬁﬁﬁ)ﬂ#’m%@ (BY)-IE R
b P (NC)-25 118 28 (ND)(CC BY-NC- ND) E’J
ﬁf/\%, il 27 Mgﬁﬁﬂ—‘ﬂ?’i%@ﬁ’]l
Sl kAT, RRYE . PR JL%YLJI =J5)
) £ [17] /2 f‘f’%% fﬁﬁl_lﬂﬁ R AR EEE
4 AR TAERDEE H B . A T EZEAE .
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