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Abstract

e Age-related macular degeneration (ARMD) is a major
cause of irreversible loss of central vision in the elderly.
Typical characteristics of ARMD consist of retinal pigment
epithelium ( RPE), degenerative changes of choroidal
capillaries and vitreous warts in macular area. Clinical
ARMD is divided into two subtypes: non effusive (dry or
atrophic) and effusive ( wet or neovascular). The
occurrence of the disease is the result of the interaction of
many factors, such as age, environment, heredity,
smoking, oxidative stress and cardiovascular dysfunction,
etc. In view of the important role of RPE cells in
pathogenesis of ARMD, the and possible
mechanisms of blue light, smoking, oxidative stress,
lipofuscin accumulation,
protein homeostasis on the onset of dry ARMD are
summarized by focusing on RPE cells. This will provide
new ideas to help understand and prevent the occurrence
of dry ARMD.
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A AH e Pk B BE S P (age — related macular
degeneration, ARMD ) & & A5 7 40 o0 5 28 4 [XC f1%) — 2
RATHE SR, 5 A A R R
ARMD 52— 22 K ZR B IR, i R b4 50 i 01
PE, WM FEE R E B XM M AR )R T e b A
T BRI AR LA, T T M 3 SR I R BEBE X ph 2 1 4L
477, HETXHEME ARMD BIA YT O HUS BEK ik | fH 3T
T ARMD (93697 75 1 FCR + 3 AT R, B 1 ARMD
PTG 90% Y PRIHA SCHR A RS M ARMD (1 & 9%
HLH . AP0 B 2% | JZ (retinal pigment epithelium, RPE)
SN TGRS A3 F Bruch BE-JKE8 B G IAZ [ E & AR
B AR b R 20 T2 ) R SR A W A0 4 L v 1 e 4 4
P40 LALR AP A0 I A 32 SR AT el A5t 403, [ 1) 30
Zo T A A PR A 5 0 A 1 O 4 L — A0 o IR e A
T X5k A5 47400 19X FEE A0 e 48 L R A0 AT 4 T A i e 4
FAER . RPE B8 5 5 15 -5 SO0 HE 41 it AL FF 48
R IR oAk Tt DR I 5 ) I 28 55 A ™ AR
AT RS, K F5R R U], RPE )
REST 2 T ARMD RAEMEZERRT . AT 4R
RPE #5147 5 BT ARMD & AE B 1R ML BEA T 4534, &
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5T OGO AR R AR 18 M R E R
RS ARMD B 4E F A AT REALE, b i — 2 T
ARMD (1) R ML A5 0 35 Bl
1355

NHIRAS AL TR YA T AE G IS /N T 300nm ) 5%
HB B, 2% KA+ 300 ~400nm = 8] B} A %
75 AR BT IR, T A F 415 ~ 455nm 22 [8] 1 % 4 AT
A5 it DR AR D0 JEE S5t 00 P i s e Ak 2461405, 9%
TAE DX A0 44 B 4% A WA 1) e R G 1% 2 440nm, (R it , 4 401
D] 52 % T 400nm 22 47 A9 85 56 T B, 28 5 X 10 IR e 3
AT E G, BEST R B, RPE 4 A2 B[R o K AR
I FSF [E) ) W D' BRI, 40 448 0 52 0400 ) L 40 26 T SR 3
T L A e kA0 L 2 A AR L R AN A B 5T
WA WO ER S B ARMD & A (1) 85 A

WEEXT RPE 4 (45147 =2 R IMAE . (1) RPE 43z
FIASTR] 0 8] 35 56 BRGS0 M P4 35 14 % (reactive oxygen
species, ROS) ¥ B 4, H A il = 5 0% IR i a) 22 1F
HHSE , TR) R ' s (i) 348, 40 i P9 A T 3R Caspase—3 .
Bax ik L P T-8H 1 Bel-2 Rk, 40 Kk A
7=, (2) WS 5 RPE 4k kifk DNA KA #ifh,
ER B, W56 BE S RPE 40 M #f 2 2h J5, 40 i P9 22k 4
DNA #5 DU B0H 5 i 9 A8 SR B4 0, 28 11 380G e s {4
AT &A%, RPE 0l & AW . (3) BEexF & 47 N-fi
5 HE - N- P BE 2 WEJHE ( N —retinyl -N —retinyli —dene ethanol -
amine, A2E) ) RPE 20 7= A= # PEA/E T, Marie 25" 640
PR b A A 3G A5 K 2045 A2E 19 RPE 4R 85 T
10nm FE 635 09 45 4 LED £F 48 %% 8 b 15h J5, & PLAE
415~455nm [ 25 (06 O0 % U By, RPE 20 M )™ A 3 5 7K
ST 3t AR A SRR R BF S T, T sl 40 A ) 5 A 2 ki Ak
T AR IS F 57 FNIF I 376 2 BT REEAEC, %o 4 e = 2 BE R
(4)3E T G B AMBEER cAMP-PKA {5538 %%t RPE 4fiff1
FEAEI . cAMP—-PKA 15 53 I 7 I8 7 40 f 3% 51 5 431k
W R EEEER, C A A, %5 58 K AE RPE
AT AR R A FEM . ok S AR [ s ) i
HCHRGHASNE SR B RPE 4L, & 40P cAMP 1 PKA
VR M B O R R I 0] A 4 I 25T B, cAMP - PKA {5 53
BHEATYE TN M, 15T RPE dUff AT, (5) i@ a1 i
MDY Ca® MR EEXT RPE 41 M3 sl 451405, Ca™ 75 I 4% 40 g 43
b HETBE | IR T A A R & AR A, L A K
S 41 605 00 A B B, A e A R SR R 2 2 ) 4 K
PRI 2 AR AR, 40 PN 5 5 v B3 o, 5 RS e 2, DT 412
PRI T, Ca® F M LA e R A P 45 88 1l 1A
#EA RPE 41, #F5¢"" &3, RPE 41l 52 ) — 5 I 8] {1
WECRRSS 5 AR PN LAY A e AR M 4 2 Tl G T RE A L
TR AR 45 B 13l T A O B Cavl.2 kB, &
AN M P S Y Ca™ VR FESE N, 512 RPE 4 & A= Hi 403 .
(6)i# it L iH miRNA ik #06] RPE 40 MU 55, AR 20
AU — B K A O IR RPE 41 JS , & BH 40 i 15 5
AE T35S , 40 M P miR — 103 25 5 50 % B 28 189 i, i R 4
miR-103 ik )5, RPE 4 MI34 56 68 1A Bk &2, & W1 i
L 75 miRNA #14fi] RPE 20 B i35 78
2 W 1

W& T ARMD &AW EE R N R Z —, #f

FE R SN A L W & A T ARMD (1
XGRS B A 2,54, Espinosa—Heidmann £ [17] K, R
T M AR 55 55 I AT G 4 5 AU ) X A g ) Bl g A
B RPE 418 B TR Y, Bruch B4R Gx S67% £k 5
R ARMD H RPE 2 J 08 T 19 45 fE M 2 2l 22 A — 3,
KA 55 8 3 U AL I AMAIECS | A BT 0 ORI A JBE
SRS AR S ARMD I &R HLTIAT G,

WHE XS RPE 4 A H s AL A48 - (1) 38 i 8 A
FIFMA BTG 51 RPE 20 Jf 74 5T I 107 3840 AR ot AR 2R
Kunchithapautham =180 RPE #0288 T & M H & ,
S BRI 8] 40 i 9 ROS Ui AMA B 23 €3, C3a 53 HA 3
Jon, [ Esf 2 J6L P R J5 I SE SEb R 7S 3 22, I ) B S
TR T30 aok BEL TR MA 52 A e e A 36 97 AT LA g b e 3
— M, MR, BEE T % T i) RPE 41 & SRk
C3, G #MAE R 442 (alternative pathway, AP) , §:%( C3a
SIUBSEIN, filh A C3a MR A P J5T 0 137 0, [ R MR A
377 AR, 3 C3 YRR, R B IS N K B[]
PR P JB X)o7 e 24 3 RPE Al fis B AR 2R, (2) 5ot
[FXT RPE 2 M ™ HE i 45, 2 35 55 §& (polycyclic aromatic
hydrocarbons , PAH) J& A7 1L BT AN 56 42 #A 8 7 A5 1Y @) 7 il
EEMMSE H i B AR AL B Y Z —, inEliJF [ indeno
(1,2,3-cd) pyrene,lcdP ] EBIESEX) RPE 400 2 PEAE
FH . Zinflou 55" ASHDL A% i B4 9 B 19 1T DLOG S, 45 T K
[k BE TedP Ab3RAY RPE 20l = fiE 7] UL % 5% (high—energy
visible blue, HEV ) R4} 5 , & Bl HEV Fl IedP fI45 & F 3L
A 195 30 S TR OB T 5 200 A PN R AR A AR 45 4
HABEIR | SRR W 25 58 423 2% | [l 5 240 if ) ROS A 2R
W2 AN T RGN (3) WO T 30 RPE 4 &4 A I
0, Bodas 45 FH & AH #2 B Y ( cigarette smoke extract,
CSE) AL 3 RPE 205 & A Nz ZALE AR, Homl
AR BN & A= H Wit 40, 0 FH W s 2 b
iz B SR b L AT LA R 35 BRI CSE i iz # AL B
PR R AR R R Wi A W43
3|

A N I B B IE B2 ARMD &R ) — A B AL
il ROS BAEYA AR R AN A T TR
AN R A RS — SR 7 i LR AR R AR R
IR R S, RPE A0 i iR B 48000 7 A iR M A DG i
535 RO RS R A 100 55 5 R DX 114 o 4 0 240k A i AR
PRI T — A BRARERST A S8 A A0 B A S 0
20 e A S A DR 8 2 SR T PR N, e AR S vy 1 5 L (H
Bt A 0 PR R A A R S A K, B Al SO 52 4 5 3
RPE 41T REFR A

AL RPE A0 i R4 4 243 4% . (1) RPE 4112
KR DNA TEEALN R AT T b R A APt . ekifk
FEHN4LJE ROS By T R ML A1, 1 B 1Y ROS 2 IR b {A
DNA i [ B RIAR BT, 5 4o A3 7 M e 40 LA T T BTk
MR C ZoRiR B Lok DNA FIJE 17235 5+
AN R, 4k T 51 & 4 gE T it 44k AL (hydrogen
per()xide,HZOZ)Fiﬂ@ﬁ’f&?ﬁﬁj/ﬁ\gﬁ( RPE 4ff Jitg £& 6 44
WHA T 1T Bel-2 T8 A2 T2 1 BAX F iR, 005 48
FELA T P9 R R A S B, A0 & AR R TS Terluk
£ H] Karunadharma 257 F 5% 25 B RPE 41 i v 28 v 44k
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DNA $4i F2 B 5 ARMD A /™ 5 8 B A1 G, 3 W 20k 1A
DNA #i6i%F ARMD By &R EEAEH, (2) 8IS
F RPE 40 i Py 88 35 1 09 Rk kB AR fk, B 95 & BH,
RPE 40 A AR FE H, 0, 2L T 5, 20 M ) = B 4 R PR A%
4545 H 1 (histidine triad nucleotide binding protein 1,
HINT1) (Y 223k 2 ) AR T %, 1 HINT1L F 2515
S ARMD 9%t 2 B H, 0, 77 A= 1Y 48 Ak 154 95 10 2 41 441
RPE #iffi 4 HINT1 93551 &% ARMD™ | 4 i 45" 1
FRUT,H,0, e L HE 58 T 4 Ja 2 1l 1 3235, 0 il 56 T 4
& 2 0 1500 9 Z2 2k, ATAT 3 30 Brach 549 5L | 3% 35 i
PEFE 1, 5 & ARMD, 1fii & £ & & 4 & H - 6 ( bone
morphogenetic protein—6, BMP —6) W] 3 5% 3 Ff Bl 42 | BH 1F
H,0, %} RPE M8 L8473, Z AR 5 /E . (3) RPE
AR AR 5 B4 M Y miRNA 19 3834 & A I A8 4k
11725 5 2K miRNA 740 P9 38 28 9815 H0 S8 Ak S 4 38
RURZE ARMD A IR A% % 3L, RPE 4152
FIASFIRR B 1 S AL B3 )5 , 40 miRNA 323K % A W 1 AR
b, B4 miRNA Rk B0 S AR A, Fas J&
—Fh5 ROS /347 L P T2 S RCIAR , X RPE 41 iR a7
WIERI AR R IE R E/EA, IEH IR, Fas Fik X 41 i
ToFE ARFEREL AT (AR AE A A AL R ) |, Fas 353
hn S BAIEAET, T miR—374a VE°N Fas BCAR A HE &, AT D)
FHAESEALA T Fas b9 10 45 &0 40 M A7 15 2%, (£ 9" RPE
20 it 9 32 S A N 38 ) B A5 5 e A, AL R A TR, miR -
23a 03 3 Fas 4[4 {53 RPE 40 M A% 24 i) miRNAD o
(4)iE ik A2E -G 51 RPE ZHMIJH T, A2E
ARFHR IR RPE 20 A 08 A — i U8 4 1) 806 RS ), 40 i =2
KT R, S PR Ty BE 32 5, TR IS 40 i P9 e 4R A T Y
mRNA 35 TR, RPE 403 2 S b B im0,
4 EBEMRERE

RPE 4 i (1) — 01 8 2 Ty B 2 4 Wi V' JR A2 i /115 W V%
PRS2, G SR 06 7 110 8 25 0 e S AR I8 IR 7E RPE 2%
WERE LS SIEHE 2, 1 2 1 15 48 25 K 01 ALK ™ &
¥R RPE MIBE, i RPE EE H EWM T, AR B X
ARMD, WA W58 &% B, TP ARMD 4 g # & T ¥
*H/\[35736] .

JE#8 Z A7 T RPE 4UMEIA MRS 1A, 7T B & 580,
A2E JZEHE K FEI6EAR, IEH R XS RPE 4 i /)4t
B B . (1) A ORI IR G5 1  RPE 4, #5t
MRS A BEHS 1) RPE A5 , A2E 4580 & A i A | I ™=
A BB B S EURIIR T i S Th i A5 T 1 SR, [ B
20 it P 3t ARk S R AR TR AL R B S A T
R, A Z 2 m | v (2) 853K RPE 4 f i,
A2E H—{3 FRE I L BRI F ORI A R, Hoor 14544
AL — A SR K S R A B K B2, AnfR] 2595 57 AT LA SR
RPE 20 5¢ 88V . Gaillard 2577 58 1 BIFSEHED | 5 vk
FEM) A2E 33 RPE 4 MBS i IR RPE 41 AL, 48 1717 18 b
NI Z AR M D) RE B AT BB T, (3) 300l M A %o £ € 33
YR Bk, A% RPE 40 I A5 1 BE 77, Sundelin %5
TR 5K 7 5 BT £0 bR 10 1) A IR A2 28 AT B4 43 301 5 7
FNEHE 2 (LI ) RN & g te 2 (X IE4L) /9 RPE 41
FLEEFE 1mo J5, & BT IR 2H 40 i i 3% T8 5 A R 40 (6 9%
S, MSLEG DL R HR D, (4) A2E Yefifb S8 RPE 41
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Jfl DNA & E#i05, Wang 26 i {R4N5 324 RPE 40 g
A A2E, AT GRRAL RS | 2 B4 S DNA & 2E B 47 , 4
L PR i e B B S A O A M R B I - 3R 5K
RPE #iiffi kA 322% , (5) A2E Hil 40 a3 5 , 75 5 R A A4
SR F LA A2 B F B9 23k . Zhang %5 A2E 4b B
RPE 205 , & 305 LAV J32 R[] 40t 44 48 A1 200 i 3%
[ 248 6L P 1A 2R 40 O ) e A R 55 5 R PR St 4 A
JSC PR 43 DA B T, Xk A4 A7 A AN R s T A A R R
A 2 U I R0 3 6 R4 RPE 21,
5 (2R AE

BTS2 AT WA AH DR 1 UL R R e B, 18 Pk
JAEH ARMD K447 X Kauppinen 25 % B, ARMD
BEHFZ RAEA B[ AN M R AMA D A1 C- 0 AR
[ ( C-reaction protein, CRP) ]3I, iX L84\ & 1 B¢ A 4 41
JL ) 1 B A/ IR T | T A LA P O B AR A
I RRAG AT

21 B 38 1 452 20 R 1 32 44 ( pattern recognition receptors
PRRs ) TR 5145 Pl P U 1A/ 514 9 D A, > JH Al TG Ak T
J& , R 5 A I A A 3 T 7 AR R A BT, B
RAEM KA, RPE 4+, NLRP3 4 /A JE £ 570
SR AR 1 32 A B A B ) 32 Z2 R 3 R - (A0 B 4 3 R
drusen A43) Hili8, S 2N Caspase—1 15 53 B 9IH
W BRI R N T K TL-b 1 IL-18, 40 & A 72 ¥ 1k
FETZH ) NLRP3 Rt/MAXT RPE 40 i 4145 £ ZAL 45
(1) 7ERRHE A 3 1Y RPE 4i fd 6 S Ak 4545 vh R 48 VE H
Brandstetter %W] H W E BS54 IR R 1 RPE 415 s
IR B2 L P T A S 3 A 1 Y A g o L 08 T
NLRP3 2P /IMA B B, 4t M 58 P4 K TL-1B 1 IL-18
SrIBEE TN, RPE A G EE  (2) 0 # A L
434 RPE 40M 7= A= 515 , Jiao 250 8 6 AL 140 4 /1N B
PRI e 5 B0, # ARG 43 Clq 1R 36 58 SO 4l At T~ %
Hghn, MAE Clq w4 /0 UL IR rp 8 4t g st T 32 1)
B D /N B ) RE 4 =, ) s & 3 M/ NLRP3 il
IL- 1B AFRB I, R Clq #6005 3 ok 25 8 b
A B0 NLRP3 RAE/IMA 734 IL-18 4 7, 51k
PRS0, I HL & B, 551 ARMD HE 4900 ) BE T /) i
B/ B AL rh Clq Bl R Rik
6 EERBRE

A RS G o A P R E AL AR TS
TR SE , e A0 M E B DR . IR 2 1 SRR e AL A 45
T AEAR 12 R - H AR R 48 (ubiquitin - proteasome
system, UPS ) il [ WG V5 il (A i 42151 0 UPS Il s 4 il A4
IRAR SR R 20 B b A2 PR AT B R PR AL
HZH BN A F IR M E A TR ED R R, T
YA IE % ThRE ., WFFE &80, ARMD A9 K& 5B H RS
AR

RPE #fiJfl N 2 11 AR S e il = 2045 . (1) S AN
Hehn ARMD 8 3 b8 B AR DR AT & M R D L AR B R
A Baek RN Mitter % WY R I, 1 WERT B 1B
DR RS2 S AR I A 0, 1T 0 P AR AR BRI T RPE 200
FIVERE S, SRR 5 N, Liu 257 % B S0 0 3%
KT RPE diifigrh UPS (3 M 5k Rl BLAE IR N T s
TERMEF M K 1L-6 1 TL-8 JEH B Kk, I F BT R
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F R PR A0 i #a L 7R ) - 1 (monocyte chemotactic protein 1,
MCP-1) Fl#M&H F H( complement factor H, CFH) , {2 i
RPE 4l A= RAE S, (2) Fr MR Y CSE 5 % RPE
MMz RZACEA R, H Az R R AL 4 M kA= A wEdb
P30 T HT A Wi -5 ~F D i m AR 238 i Ak 2L RT L) I 35 e
i CSE i3z RALHE A R R A H R4 i A
WA i, (3) IEHS F i 5 RPE 41 N & 1R g
A 2 1 A 1) 45 5 0 ) ST 2 1 R A R 1 AR TS 1, A
i1 RPE 4iL . N5 2% 09 E 285 A2E o] 6 i 1l
I, T RPE 40 M5 st 0 ™" . (4) BALREIL T RPE
2RI Z A AR [ MR , S BOZ A I AR R TE A R N B R
31 RPE #1451,
7TINESRE

AU RH S 8 A W S 1 R AR NI ) 32 A ) 32
MR AP , ELBEE N &AL A W], 9 ARMD 83
HARI 2 . W i A S AR BRI st Al AR | SR
VORI LA DN BERREAT S0 A SC &R | B RITXT T B9IR 7 7
L FEAHOLIRYT KR PUE AL, B R AELESE ARMD
B, ToTE MARAS EIRYT T4 ARMD, [RHCBESE 3T Y
I RZNAE G, MR ZR 1 Bz 20 1) B Al 72 P A
i ARMD & A= 1 0 S Lt | A 2538 DA DG IR
SR IR R AR R 8 RAE I 8BRS N T
SAEE T RPE 20 A4 45 0 AL X 26 PR 3 b A AT o] — ST
ARESE FECTE ARMD &A= i AL, 5 o v] fE AL 5% 2
PR B FIVE T, 40 e 55 S8 A R IR [R] 6 RPE 48 i 7™
A IR T I SRR R £ RPE AR R X LR &
BN BSR4, BEE X T ARMD HYBIFSE
BB, 2 Fh DA 2R 1 B ) B ST koRE 15 21 1k — 20 1
W ENS T 5800 1 45 B R P [R) X RPE 7 A= 452 13 19
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