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Abstract

e A great number of miRNAs have been shown to play
critical roles in pathological angiogenesis, the oxidative
stress response, immune response and inflammation, all
of which have been shown to have important roles in the
pathogenesis and progression of age - related macular
degeneration (AMD). Here we reviewed the pathological
processes involved in AMD and the roles of miRNAs in
these processes, and discussed potential miRNAs-based
therapeutics for AMD.
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KWW FEUESE miRNAs 7EJp8 B I 45 A2 18 AR R
INE | BRPE I LA S A A S5 B A B3 AR o i E A
FH T 30 S g HE AR B O R R S AR M B AR M ( age —related
macular degeneration, AMD) A% 2 & By G2, A
SCLFIR T AMD A B BRBILA K miRNAs 7538 751X 26 i
AL PR, B8 T 25T miRNAs 3697 AMD (49 1 H
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AP R OC ME B BE AF M (age — related macular
degeneration , AMD ) X FR & 4F P T8 BE AR P | 2 40 I 5 1) i
M AR, W ECEAE AL AT i 4 . A AMD /9 3
BURRAE & . AF 5 BE X Jbk 265 155 ol A I B €2 6 12 B2 ( retinal
pigment epithelium, RPE ) JZ H B B 35 JEPE F 2, 2 2o 4%
AMD TR E PR . - AMD (1) B 309 SRR i 18] R 25
45 ( geographic atrophy, GA) , H. EEAHFEJE RPE J2 G2
Jit ( photoreceptor , PR) JZ M bk 5 B i1 485 )2 & A= K 1 AL A e
O M ME AMD XFRORT A L4 P AMD , 32 ZEAFAIE 2 Ik 45 HiE
Hr A 148 A2 1 ( choroidal neovascularization, CNV) | T 5] 2
ML il RPE 4385 PR RHRIE I

AMD %A (14 53 F- AL i AS 7 2 5 3k DA A o B
M3 KA AN 3 B0 IR M R E S AMD ) 3
DR AR O ] 1 R e 8 3 B, ko 40 A 7 3 e ) ek
RPE #Ji B 2 435 20 X 1) 52 22 1, 7 W PR JZ 0 4l e ik
AR WA ML Ah A BE . AL 05 AT 5 S RPE 4H Jif st
T2, JR 1 B B8 SR RIS 1 SRE | 3 B B A 28 T 3 GA
FICNV'Y . £ miRNAs #5223 5 AMD 195 BEEFE
W B I A AR B Sk O e RN e R AED L
I, FoATHEM miRNAs 78 AMD % 4= vh B BB 94,

1 miRNAs EME X EPHIERARSE CNV X &

ok &8 BRH A= 1A A B TR M AMD % A Y6 BRI A
JAT-1Y RPE 19 P 20 1 ] B8 550 o 1 i A8 A= i R 7, £
TR Ik &8 B A I8 A0 A A, ST IE 52 miRNAs 76 1L A4
B CNV KA 5 B A FE ™ . miRNAs o] #0475 1M
B L B 22 A B AT S 5 00 R 2R i A Y
A,

R B8R R angiomiRs” f) miRNAs, 7£ .98 &
A EREEMEMN, 1 miR-15/107 41 .miR-17 ~92
# miR-21,miR-132,miR-296 ,miR-378 Hl miR-519¢ £
5 b 0 A8 A AT T IX 26 miRNAs 7EREPE AMD
YEAMEARABIBESE . 2 1M 48 A4 B miRNA-132 7E1E % Ifl
BN R IR MELUR I, (H BE B VEGF fil FGF 5 5 3%
ik [ AR 048 4 B miRNA-296 7£ VEGF Hl FGF i &
F14 1A PR Bz 40 R R e e 0 i ek A R o R
XL miRNAs 2 5 P8 35 10045 A B R F T U A9 1 4 A
5%,

BE MRAER S5 AMD %42, 24 RPE 3, &
R PR P2 AR AA IR il 1 R 4% S T~ 1« ( hypoxia
inducible factor—1a, HIF -1a) %55 VGEF # ik A, {2 i
MR S JLAMEE ST miRNAs 7 il 2 20 i 2 A i
N EEIFSE . miR-210 7E 24N 40 gk K A S
FERYENN, S 55 IR SO A AR i A & AR T
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miR-222 £ 4 i ) 300 I 45 P9 B 4N rh 3% 3k 2 ki
STAT5 A (signal transducer and activator of transcription—5A)
P4 2% 5 10 A Ul 557 , 2 T R 20 6 R I 4 3 A il A T
miR-100 75 5 i (14 5 1A o 2k ik b, HAE b 22 &R/ 0 &
12 4 [ % B ( mammalian target of rapamycin, mTOR) PN I 4
M7, 25\ meE KL,

T EAE . JLA angiomiRs 435 5 b 2 55 00 ) )52 111
BRMER CNV, miR-126 2 ML N B2 45 5 19 miRNA | fig
{2 3F MAPK Il PI3K X il & A= i IR 715 5 A s i
[ miR—126 (miR-126~") ffi /|~ B 9 J5 1l 45 A B . 25 4E
B, P/ BB B9 Bl 375 S a4 A B g S At
T miR-132 (35t rT il A 05 /0 B 400 1) o
EE" . ERAEANE P W miR-126 2% # miR-132
HFER e A A THEH CNV? AR AT, BT
7R :miR-21, miR-31, miR—-150 Z:7EI#06E S CNV
/NER P YR IA B D 3 R IK miR-21, miR-31, miR -
150 SHEMMHFIMOEHE S CNV B9 BEERE™ . miRNA-24
A 3t ) T Pak4, Limk2 , Diaphl 25 40 it B 428 8% v 1
KHEE A, B 5MEH CNVIS L IEAh, miR =23 ~ 27 ~ 24 f%
KGR B AE RO CTE T CNV 7N BB PR 99 5/ fik 245 s 4 41
AR B, DU B miR-23 Al miR-27 )3k e
B HRIEOEIAE S A CNV, miR-23 Fl miR-27 #2 i) 1 45
MAPK I VEGF 3% {4 i % 9 7 1k 3 55 7 Sprouty2 il
Sema6bA {33k, 2 5 P fMA & A, ik R X s
miRNAs 75 R i (038 25 145 2 A vh i AR
2 miRNAs TR ERS AMD X &

AR OR AMD &A1 55— BB AR FEALE] 15
BRI A AT R 0 G R B s R B 1 2 N TR R I TR
DL K SEAEGR A5 400 I 5 v % 4 48 (reactive oxygen species,
ROS) 7= A= B4 T, SCf 00 ) A b 1 32 A Ak #5247, ROS
HIGBERE T BAmE JAE(H0,) %, MEFE
A R U I I A0 it S 4 2 ORI IR R R A I 4
i, 2E— AR AL B 3, ROS 2 7] 2 DNA #5143
RPE 1 PR #0301, LR A8 Pk RAE , 3X 6 7] 30 AMD i —
Ak, TEIE RSO, AR N R e Y B AL
(superoxide dismutase,SOD) i3 & Ak & B A1 B H I
FE T S5 0 ATk 2R B8 T 35 BT S AR B B R, Sod1 7 A
Sod2 R /IN BB A0 I I B 5 AMID 28 {1 ) g B 2% A
ARk — 2 SRS RE T AR T B AMD KA 2

miR-23a 7EA LN 35 S RPE 4 i s 1= p ELA
PEMEFY . 76 AMD [ RPE 4, miR—23a Fik0H /0,
T 7EAR M B H, 0, 4b B RPE 400 miR-23a 361k
FERVRIE H,0, 40 PR RPE 4RI 5T, 1 %3k miR-
23a il H,0,1% % RPE MR 1=, Fas /F8 miR-23a
R, 25 ROS /- BRI T, 12 #5A miR-23a #ibt
H,0,i%% Fas (YRI5 LR, X L4555 AMD /) PR il
RPE JEEH Fas Fll FasL 3k FIRAYZE R —2, FI, miR-
23a-Fas il ] A€ J2 1697 AMD ' RPE/PR 4 i3 5E T Y 401
AT AR miR=23 ~ 27 ~ 24 #E K 5L miR-27a = il
miR-27b = 1E H,0, 2L 3y RAW264.7 B W40t h 255 F
P8, EATRTRERH Lk NFeB 4809 g 40 0 3805 2, 4%
Ifii ,miR—-27a * Al miR—27b * 7£ RPE () 2RI {8 H i i
ANEHE AT

miR-210 HLHE 40 B A TR AR A RS 1 22 57, BT g5

62

sl ROS =4 i ik miR-210 AT HEHO AL A
B SRS ROS AP A TR PR T A E i i R R e
PR T F 4 ( programmed cell death—4 ,PDCD4 ) [ 3%
IS AL N B O LA i H , S A Pre—miR-21 BEHD
AR IE T TS A miR—21 00 AR R T 4k
M, FE IS N B A P, 3 3k miR-21 #P4i] SOD-2 fY
Feak B ROS By RS R L g, ik kBN
ZUHLAE 7~ miR-210 1 miR-21 74 4k I i v A & 2 A0k
M. K, #1%8 RPE #1 PR 1 miR-210 1 miR-21 7 & fk
N7 R AR A AR X,

HoAth miRNAs -t v] {2 2 ol 300 1) 42 Ak 17 380175 5 149 200 it
TS, PRI N AN, S AN 05 5 miR-200c¢ )3
ik F#, miR-200c i 3 M6l ZEB1 A4 26 35 11 175 5 41 g 7
TR EPY S H, 0, 4b HE AR /N 22 M 41 ( human
trabecular meshwork cells, HTMC) F] £ miR -204 ik
P, i3 ik miR -204 {2 1F 4 A R 38R SO A AE T
1M miR-204 76O LA F iR A R R S 4 A
WP Al miR—24 s LS T Bim  Caspase—9 Fll
Apaf— 1, 7 30410 C JULZ0 Jif 00400 190 s 40 i iy 9 1= 277 G
miRNAs 76 AMD H [T BEA REF5E .

14 RS AL ( Heme oxygenases, HO ) J& & AL B 4 )
bR+, BA PR PR AT S5 E Y HO-1
M HO-2 3JEHZAMS AMD #1263 %3k miR-155,
miR-183 Fl miR-872 APl A5 40 il HO-1 B3Rk, 1M
A ik 3k miR-377 Al miR—-217 G A0 4 Py K2 40 i
t HO-1 #3577, TMiiX 28 miRNAs 75 RPE H1 PR 40 Jifs
HRETT HO-1 Y2 I8 A4 Ak 7 33 PR A R o

M XS 8 T miRNAs 78 RPE FH:At 44 i
P EAL I, 0 miRNA ] BE 2 % 422 E 40V BORT AMD
RN, HIEnTdE— % e AMD iR h 2 51
AN B0 miRNAs , F 78 74 P9 52 56 458 783X 48 miRNAs
HITIRE
3 miRNAs #£ AMD #8 3% i 5 9% 2 Bz 0 5 iE 94 B

B 58 SN A A AE J&= AMD &A= B BEALHI . Drusen /)
IR W S5 AMD &40 J13EdE , Drusen /MA A
AL FERMA TN AL R 5E 2> 1, UTHEAE AMD () RPE T, RPE
T BM 250 I ) Bl 25, RIMAR R G R T 8 R K
Piw AR B BRIET- A0 M AY G, MA— ELIE , il 5L
T o 52 A I R, 51 40 i 2L i, e Ak DR 7 B e N 4 ke
RN A HE L AT I, IR A S RPE JET-REIR T
RPE/BM 536t | SIS #MA R Gl ih , ok mi 5 12 vk &
SERA . GIMAZRGAE AMD HAE I — B, S R AR 55 %
WA FRYFE (. H 7)) FAMAE B E H (2,
C3,B T ) BN RAE s Z TS AMD i & A AHE

AL THR5 | A AN AL AT 2 RAE L 2L, PR
itk Bl F — 1 ( Monocyte chemotactic protein — 1, MCP - 1/
CCL2) Fatk A T2 & CX3CR1 2 53| AMD ()5 ¥ 3
P, CX3CRI1 JEPIRASFr 8 i I B2k 5 AMD A6
WA, Cel =27 Cer=27"F1 CX3CR17"/Cel =27 /NR B A
AMD B9 B AR e M 200 A 1) 2 5 W 4 A /)
JKE S AN MEAEAE AMD Sk . #E CNV kv, B I 4 it
Fik VEGF % 145 £ K K+, 1 VEGF 42 ¥ 37 A4 145 &
A R MR RAE BN N AMD & AR R (B R
TE CNV FERDR S, tein . it — 400 3 B iR
JIg SB35 o3 vt 5 e 240 G 1 /0N BRURDA A TL— 10 @ B i i 5
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I 20 R A /N BRI 38 0 T XHEOE A S ONV A RRURE

H AT 0IBF A5/ miRNAs #5755 AMD 4 %528 52 )i Fl
JNE B ELIEUEYE , (HR ORI Z 10 miRNAs $IESE S Y
P R E R W ORI K SE. miR - 146a W 8% J§ £ B
(lipopolysaccharide , LPS) Fl & #4: [ ¥ IL—1b, TNF -« 55175
S AP 1L-6,1L-8 (9357 miR-146a Al
H AL AL % B B8 B A (oxidized low — density lipoprotein,
oxLDL) 75 5 09 B ot T AL, i a] 410 il TLR -4 ( Toll - like
receptor—4 , Toll FESZIR—4) /- FHYRAE R, eAh, A
JIXi 2 B miR—146a 193K 5 H ALK CFH ( Complement
factor H, #MADH T H) I F L A& TLRs 16 B A
GpE R 5 CHE A, AT TLR -4 12 5 345 75 WA
1 RPE 40 Jitd &b B G S2 28 44570 SR 11, miR - 146a 5
CFH #1 TLR-4 #£ AMD ) B #:56 R A i — 2 5T

miR-155 7E 5 WE40 I 9% LPS Al oxLDL S #15 I
P, UTER miR—-155 fY 2 15 02 U 5 0 41 it B i 1L-6, 11— 8
I TNF-a'™ . S A Y £ . miR-27b 7E B W5 40 i v o,
B LPS i 5383k 8, miR-27b #B [ 40 1 =t 48 Ak Ml 44
T W 10T 2R 'y(peroxisome proliferator —activated receptor
gamma,PPARYy) , & 5 LPS i 5 (0 % i )2 i . # 2,
miR-125b 7E LPS 4b B B W5 40 Mg rp ek F o, Hnl 6By
HUIEON TNF - BBk, HAl A9 miRNAs 125 R AE
FE, U miR=9, miR-21, miR-124 , miR-214 , miR -223
miR-224 ,miR-513 Fl miR—1224 4§41

B2, RGEM M AMD 2 5 Ge [N TS E #Y
miRNAs, XTI T AMD (AL A EEWE XL, H
Rl ,miR-146a Al miR-27 W RS 5 AMD 4 4 5E KR Y
f#i% miRNAs, miR—146a [ 95 IL-6,1L-8, CFH I
TLR-4 2% VH T, 25 AMD 19 & 4=, T miR-27 A i
Z 5897 CNV B4 & A2 Fn e o e
4 miRNAs 7= AMD i&47 H891E B

Bifi % miRNAs 78555 IR AWESY, 3£ F miRNA (1)
VEIT MBS 2 P, miRNAs 1697 i 3 2 R 3 2 o
miRNA #5415 F1 mimics 9 75 %95 41 ¢ miRNA 19 I 6E,
BT s 76 22 R 155 7 i miRNAs JRIT R B A
FEAOT S R miR - 122 3045 50040 o 9 7 o R A 2K Bl
FEEYL ) miRNAs 3677 19 EZA S 2 — 4 miRNA 7]
PR — A Tl B o 2 Sl i R i 2 AR R
B —~ miRNA X — 4~ 08 3 PR %) 9] 15 355007 55 55 , L[] Asf ke
LA R 5 ] B B RO, R miRNAs 3697 A 2
B R AFAO4E S . miRNA $5 5050 S A2 08 16 1Y B AE A% T
PR, HAZ R 4 54 10 G miRNA 41 58 4 oAb, SR N
miRNA AYZE4rPELE S BH I miRNA 5 R 3L mRNA fY
AL XS, 0] miRNA & #EVER . miRNA ¥ 45 (miRNA
sponge ) fLFEA T4~ miRNA #5247 55, BB AT R0 1 Z 0 b
SRS R AL T miRNA | BE 52 90 40 45 5 miRNA
BIUTER™ . miRNA mimics 238 AL 27 A BLAY , B8 PN I
Pk miRNA B9 %04E miRNA, miRNA F53057 #1 mimics 7]
P S0 7 I8 EE IR BRI A T SE IR IR

miRNAs J397 AMD IBFFENIE A, 24> miRNAs 7F
IRYT AMD T R AF R W AT S, 2 ik miR-21 miR -
31 8% miR-150, BT 2Rk miR-23/27 238971 AMD 7%
ekl R, i ik miR-23a A I FRHIE GA %
AU AR, miRNAs 67T BRSO F12E 4k B2 5 4 S 5
LRIk, A MR YT 259 Il miRNAs Y897 1B 5

PR EARARIERE T il -l 57 B 0 BR A 5 Jk 12
A BRSS9 4 miRNAs 3697 1 590 %k L 21 38 5 k1
DX (H B IR R A S TR SR s 25 B T 5 T B miRNA YR
I7 T AT R G 2 A H b G T 4 R 3 A
miRNA {677 il 7 255 FH i A S8 Kok 54 miRNA YR YT
AR AT REA B T 2 M RO AT 0 B SRR Ak TR
A BT N pF e R0k (BT RED | S SN, R
FREEAT I IE A YT H TR )z WA IFSE R S AT
R FE M T miRNAs (41: miR-23) 7ER
A AN AR S, AR B B4 285 5 M miRNAs 1)1 1 571
5 mimics A fE & FIAITROR W RIER At R B
7E miRNAs 77 P BA LS
5 %5iF

FET miRNA G Y7 PR I RIS 7 25 JLARA 21 1 R3
9K JE SR TTHAE AMD O BIESE A NI 25, fe il i BF 5
EAESE £~ miRNAs 76 AMD F 355 BV 1M 45 A= 1 48 1k R
VB SN A E S B AR v B R AOVE L, el
J&:miR-21 ,miR-23 ,;miR-27 ,miR-31 Fl miR-150 #UF 5
L HE CNV; miR-23a 75 AMD (1% %046 07 38 bl B 1k
RPE i AFET-, JFREIX 2L miRNAs VAT IIBF 58 oA &
B, W %S5 AMD 1955 B0 i 45 A4
TSR IR A SN E S5 BREFE Y miRNAs | /]
XL miRNAs 76 AMD H B ELACHIL A L B 57— A2 4
(A4 ZURE S PR miRNAs JAY7 R 58, X AMD (112
Wr AT BAT B EZ R X,
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