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Abstract
¢ Retinal pigment epithelium ( RPE) plays an important

role in maintaining the normal physiological function of
photoreceptors and other retinal cells. The pathological
changes of RPE can cause the occurrence and
development of many retinal diseases. It was reported
rencently that there are differential expressions of long
noncoding RNAs (LncRNAs) in ophthalmic eye diseases,
which play important roles in the pathogenesis of different
types of eye diseases. It indicated that LncRNAs may be
new targets for gene diagnosis and treatment of ocular
diseases. RPE cell is important for retinal function. It will
find a novel way for the diagnosis and treatment of retinal
diseases if we investigate RPE from the perspective of
LncRNA.
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PR JE €21, 2% |- J7 (retinal pigment epithelium, RPE) fig
g A R G IRRAZ S B IE A S T, O AR E AL I B A
JE RN PR O 728 R 5 R AR 0 R OGP B IR 1 OB IR
o R IO I A2 e L P 3 S A R Do) g 7 | R 5 JL A 1Y
R 7 AU ) S, 3% A e A5 A ) IR i ) A A R L K
HE9E 2 1% RNA (long noncoding RNA , LncRNA ) B K H AN
i 5 8 11 BT I BN AN B AR W) 4 TR (H 4R R A AR
ZWFFEUESE, LncRNA [ 22 57 4 15 )4 2 P 0k 7™ A 3
W], - 2 00 14 A R e o A AT BF 5T & B, LneRNA
TE R B Hh Y IR WAFAE 22 S, OF 2 5 A ) 26
RUMRIG 9 & HE & Je . RPE 20 i 2 1 1) J5E 114 o 2 21 ol 7
55, L LncRNA 5 RPE AHOCHE I 5 5 19 F 9% 14 Je
ek,
1 RPE #4549 5 432 T Ak

RPE J& WL o 22 1 K 2 5 ik 2% 16 40 1 A8 )= 22 1)
HFHRORWPLZEZIE RN, RPE 4000/ ZhHE &
TR ¢ 3 T B R i I I — A P e 5 1) A0 R
SRk 8B IR 5T VR R IR S ) B B L pHL (BRI AA
2 s M AT I i A D62 5 B AR A R LA AR ) T B
I H LI PR AR SR €0 3R 5 AR AL 6 I 32 A 1 AR
PR QI FIAR S (A S R A5 R, 4EFF RPE
200 L 14 7 R 1 X L T I 2 E R A B AR T A RPE 32 43
s DI RE R A, T BRAMCPR B8 1T 1, 7T RE - B A AL I
FERCBE IR Y K A K S
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2 K4E3E4R T RNA

LncRNA 2 —F K BE R T 200 55 %F 19 4E 44 5 RNA
AT A, B S5 RNA S5/ AH L, &
RNA REB 1 955571 . M4 LncRNA 4iid 3 51 5 &
P 2 5 35 PR ) R X037 &, LneRNA 7] 43 S 8 & XL [A]
B Py fr F BRI 3E B A LneRNAY L 38 3 3E 4R Ok Xt
LncRNA B TR ABFSE, & B LncRNA 0] DL i 38 W3
1 J i Je i IR = AN K2 5 3 R 3Rk i R 4t
o= w1 R R AN R e oo s L T T
b JAT AR
3 LncRNA 5 RPE 183 # M %%

TR LncRNA B9 33 56 AV 78 L — 12 T 4 K 1 iF
PG, BIHAT IR, B & BULR S 5 WG A % 0] Bk
1Y LncRNA , UN7E A B P AR 28 10045 A6 B0 NR_033585 5 77
R A a0 DX Ao 25 B 0 T B ANRIL 5 76 34 5 1 B
A0 I FEE 0 A8 T AR E RPE 20 i 134 A 3 % 0400 IR s
JEEIE AR MALAT 5 7645 J s #0 Do 3 2 Hh 2 a8 P 1z 40 A
HFHAIEFL B MIAT MALATL ; 75 Jik £ B8 Az 148 e &
KB Vax2os 1/ 0s2 5 76400 W0 5 200 it Jeg v 400 i) 240 B 33 o | 3
R Z2 19 BANCR S 40 ) 20 it 34 58 375 5 4 I 0 T~ 19
MEG3 ; 75 ] %4 [ 22 {2 25 98 b {2 0 B g A= K AT 75 1
LncROR M AR 4 i 2B K AT # 9 CRNDE 4517

ITAESR A 9T 2 1 LncRNA A 4% RPE 4 ffd 14 3843
A= FRIIRE , 5 M 2 WA I8 A S 1 # B AR PR B R A )
FES A | 348 A e A AR P B A R ) LR D) e A 45
55 RPE FH AL B 10 K A & 2 . ke X B RiTAF o
A3 895 RPE 400 Y LncRNA #E47 [0l )i 5 545
S ERBXREERTME WA ¥ B AT (age-
related degeneration, ARMD) f& —Fl S4F I HI R RI Z A &K
PR, Rk R EAE AN ECE I E RN bR
R ASBAHf, TRE St AL R I A BEIN R B R ALK
RS e AR A A 5C , ARMD 4% 32 A 8ok 4l
M2 AR T MR 2 R4, i e 1 1
£, RPE ZhRER A, X 40 i AR P f i BR e 2 1, =
FOREBAL T-18 P R AE RPIRZS P, FFAE LI IR B R 1)
T ) T R ASE Ak T B B e AL ) (1 2
J2 Bruch BN AW A0 A& A= AS [R)RR ) A 18 A w25 4
25— RV HMUR 5 e L TR e B ARMD, H
A7, PT VEGF 697 E#IE LA ARMD B &4 5, 0T
R HTIEARA , (HREE AR 350038 K, ARMD 1
BOR RN RE SR AE K RS HATE Mot 17 H K%
JIKME ARMD (1) 16 55 R 2R {H 38 A 2 A i DLl By
HRAR Ik, HiL, B8 U5 28 800 7 kx5t
ARMD #4751 ) T

ITAESRAEXT RPE 4B B9 R AFGE & B, LncRNA 7]
MZ5 RIERF R EE . S5 LncRNA #5¢ N 8 355 4
RNA 845 /2% LA K 835 RPE 40035 f1 T 25507
M35 ARMD My & E KR,

3.1.1 BRAF #iE R K $:3E4 1 RNA 5 RPE 4 aTh &
B RIER MO ESFEARMD K EERNEZ
—, Har ply bR B 4 R S A 0 0 A E TR T T 51 & Y
RPE JJfERLAT 5 ARMD U146 Kuny %5 #F 5% &
AL RN F I E v (interferon gamma, [FN-vy) N
IRFE A F — o (tumor necrosis factor alpha, TNF-a) | FH 41
42 -1B (interleukin—1 beta, IL-1B) A F&{% RPE 4l 5
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PG R A SR A A WA FH A5 A0 S IR R AIE
HER R B I T RPE & 4= b J2 8] 51 %% 4L ( epithelial ~
mesenchymal transition, EMT) , T1E Kutty Iy ) oy
R =R R F X RPE 4 H LncRNA 263k 5 (1 5 i)
% B, BANCR f4) 3351 IH S 38 m
For BRAF 005 ) K A% JE A% RNA ( BRAF —activated
non—coding RNA, BANCR) , M F& LINC00586, fii - A\ 9 =5
Jeta i, KN K 693bp, Kutty 551 i 55 & BLAE R HF
IFN-y ] ffi RPE ZAiffH () BANCR #iA+ [, H BANCR
Fikm DRSS IFN-yIRE 2 IEM K, EA IR
IFN—y /238 o X} JAK-STAT1 155 5 %% S % 09 38055 , AT
7E RPE 41t o % 458 P8 #5276 F . 1 Kuety 251 B9 BF 5% %
B, JAK-STATI 15 538 B v XF IFN—y X} BANCR A9 4% 15
G, A7 JAK SIS 1 BE BT JAK-STAT1 {55 538 %
M) 2s 5 24 IFN-v XF BANCR #3500 EEMEM ., BT
IFN-~ A] (& AKX RPE H5:AF 56 R (19 % 315, H iz 01 78 BoR
BANCR ik [ 5 IFN-y /59 RPE 41 ig T g 84
%, YW BANCR 78 RAE N 5 RPE Y RE AT Z (A £ 7 —
EIEEZ It JAK-STATI 3X —{55-3 B 50 90y 42 4
ARAES G IR IT H, BT DL i 22 BANCR 4 36 38 & X
RPE 19 % SN AT 8755, T X ARMD 19 & A= & R ik
7P, Mo, i F IFN-y i 0[ 4+ F RPE % EMT, ifi
BANCR & 8k B AT LU 5 g 4 e 3558 B RS F EMT,
PR T IFN -y 38 i # 3% JAK - STAT1 5 5 18 % E 4
BANCR, M Tfif 5 RPE & /£ EMT A9 Rl fig ¥, BANCR 7£
RPE &4 EMT H FF$EAT 19 £ (b A f5 E— 2B 5T
3.1.2 RP11-23406.2 5 RPE fa=¥& #EilAlWils
ST R IR, 25 5223509 LncRNA X005 1 500384 1) J 0
DS QN SV R I O S P £ il = I 11 7 N o I
LncRNA B ELRTI6E , 10 T B AH 5 (1) 32 PR — i 3% B AH AL
25 7=, R b 40 B 6 [R] 32 35 1) mRNA & B Tt — 2
B LneRNA B9THEE, Zhu 251 38 1o % 94 B4 3 K408 4 =
SETVE B A I RE 43 BT & BE, LnRNA —mRNA 3t 36 3k 78 5 18
ARMD My kAR E EEAEH ., EXH 1 ARMD &
# RPE/ K26 BAE A EAT LncRNA -mRNA 336353 #7 J5
FEH ] 6 > LncRNA . RP11-23406.2 RP11-11K13.1,
AF131216.6 . AC000124.1 , LINC00948 . RP11-22M7.2, H
HORPI1-23406.2 FH LWt REL LR 5
LINC00948 F120 /> mRNA F:[r] ik
RP11 - 23406.2 fii T 4 5 Jx {4 1K, % 5 Al
ENST00000508189.1, Hitt £ ik mRNA F %82 55646 5 1)
e, 1 AL N 5 P 41 B R4 45 (Kyoto Encyclopedia of
Genes and Genomes , KEGG) i 43 1 3¢ W | Yo A% T3 42 0
A R 5 B ) ARMD 08 B A 56, i%0F o8 45 41
7~ RP11-23406.2 7] g 5 RPE HOGE S ofes 56, 3Fik—
LR L ARMD 99 B s |
Zhu %1 3E— B WF5E B ARMD % 21k 1) RPE/
Jok &% HE AR AR 7 LncRNA Y 32 34 & i & B, RP11-23406.2
Ry h R T, A5 AMIEPERE I RP11-23406.2 1) 5%
A AT DL B RPE B9 20 M 0 o 1 B A 7 301 10 41 i 17
TR, ZWE g £ U600 RP11-23406.2 %F ARMD &1k
i) RPE 4 iy A= D Re A JE 5 1R .
DI EBFAE 45 B4R RP11-23406.2 72 R3] ARMD
RAEFEL S VE R, AT 42 5 RPE 4i B3 g I B A% 41 i
JHT-%  HESE RPE 4% 1 RP11-23406.2 (3314
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mRNA EES 5645 36, LA /R RP11-23406.2 f)iX
— I VR FH T fiE 2 5E o 6 fE F B AR X RPE 41 i 7 A=
AN

3.1.3 ZNF503-AS1 5 RPE #lfa44t RPE 4i i1 J= 4+ ik
257 ARMD By #d #2, JU O ZE 45 ARMD & flL
il A B AL RS ', Chen 2518 S R B Ay
LncRNA 7E RPE 4 fb H % 2 ik A8 fh i) & 38, ZNF503 - AS1
(SESry 3 IR

ZNF503-AS1 Hy ZNF503 3 KA i 19 e OB 55 % i
>k, BT FEH ] LnecRNA , ZEAFAET RPE i, v+
Ytk 10q22.2, Chen %5 5T K& B, ZNF503-AS1 i 3
ik bl RPE A fb R4 1R, Wire 1 ARMD #% RPE-
k& b i ik i 3 T, FEHE— 2B IR AN S b
7, LU ZNF503 - AS1 nf {2 #f RPE 19 434k 3 72, I 917 il
RPE KA ATER . T8 ZNF503-AS1 W4 H] RPE 43
IR G T MRS . WFSTIE B T ZNF503-AS1 5
ZNF503 1) 55 15 5 A 56, 3 % 38 ZNF503 - AS1 A] fif
ZNF503 2% 35 T V8, i #0 %l ZNF503 — AS1 2% ik, o] fif
ZNF503 ik FiH, If B ZNF503 235 FJR T 046 RPE 43
A IR I FE AT | X 7R T 0T LU ad ZNF503-AS1
X ZNF503 Feik (PR RPE 50k 5 2o fad 72
MM ZNF503 - AS1 {XAE T ARMD 2 # i) RPE %15 F
P, A ZNFS03-AS1 A RE Rk ZE 46 P ARMD [ —A~ 429
Fric FT 7 B R Y7 f0 s, P R 22 40 4 ARMD, 3F
P RPE 2434k, DTy 4 22 5 BH KT ARMD F i F it Jg

AN #% K F - kB ( nuclear factor—kB, NF-«kB) #{ i\ K
J& ZNF503-AS1 W AE M) L e i st 5, 24 el 4 NF-«B 1)
Fih M, ZNFS03-AS1 (AR 52 B IEA X,
I, AT LG XS E L S I NF-«B (iR, E— il
ZNF503-AS1 %F RPE 4kt # iy s 5 s
3.1.4 LncRNA 5 iEZ=4% RNA FAERE HNiE=S
RNA ( competing endogenous RNA ,ceRNA ) a4 N 2% 248 fr
AW AEE g5 RNA 7] 22— A5 Z A~ miRNA 1 B
JE A IETE 454 miRNA I 5 40 0 (9 26 38, DT #4 B 1)
— AN MY LneRNA IR AT /E A ceRNA 22—,
Z 533N ER IRz

MAEEA, W REIREA ), AT EEEREA
BEYP, BAIMERGER M EA, mAMERGREKR
P A 38 B4 T BT RS A N S B S N Y — R 2 N 485
TOWMMINS ARMD kKR EBH K, 5k, A4
AL ARMD #3411 RPE 40 340 mRNA B9 kK
S, A AR R A Bl 2k R S B R ORE S R BT AR I A 1K)
R,

Ye 457 FEWFGE RPE 40 B i A AEE A S 1
LncRNA 5HAH & ceRNA B & B, &2\ EE H A F R
RPE 4ififg 1,4 75 4% LncRNA 25 T i LncRNA-miRNA -
mRNA 41 i ceRNA 8 45 ]9 £ i A\ A= 85 11 SO AT 34
RPE 2 g mRNA (9335 7KF, X $278 LncRNA 251 H
AT ceRNA J¥5 2% AT BEFE ARMD 1) & Jé
HEBEEM, #E1X 75 4 IncRNA 1, OB BFSTIIF S2NR_
036461 R 3 = B 1 LA 9 v 40 it 1o 34 5 42 220
NR_102376 LMo 00 i AE A= Wrdr 4™ | i RPE 40 i
TERREE A TR n] & A5l i 22255, i O I
NR_036461 1 NR_102376 7E£: )\ A T AL B S /Y RPE 41
Mo F kB AR AE 22 5, IEXF ARMD () & 4 & B AEAE T

FEAEHT (R HST RPE 40 i i) 2R ¥ /8 iR A ff it — 20
W5, JFH, XL RPE 4 i v H A 45 55 1 A9 LncRNA
S5 T —AE 3 ceRNA P M4 H X —45 824 B T
FATTXT ARMD J5 BEHL i St — 2 5%
B2MERFMMERFE L B IR I ML I 955 2 ( diabetic
retinopathy , DR\) JE Ml bR B 5 UL A 0I5 2 — , L 2
B PRI R B SO B FER LR R Y £ DR g
AR P 2o — 00 P 5 S o 7™ B 37 451, DA S5 B804S T 36 1)
N2 W 2B RPE 40 A I — 40 o i 5 s %) 3 32
YHORE | 7 = v B R 4 W5 15 5 DR i R, RPE 20 i i
TS (ROS) 3% B, I His San i r-ase >,

iR M i 42 8 3% A F ( brain — derived neurotrophic
factor, BDNF) f&— 7t 75 K fiki A1 J) Bl #f 28 &R 4 vh Ko 3R 5K
) AR 22 A K R R R & B, BDNF 78 0 ) fisE ep ]
PE3E RPE 40434k, I35 RG BEACIE T B S 0E J vf , {BL7E i
A DR (3 ¥ #5581 F0 A 26 RPE ', BDNF £ 5 A% % ik
REP

LncRNA BDNF-AS J& BDNF ) KK 5 X RNA, & A
EZR AR Bt 7 4R K35, H 76 90 M 8 rp AT K i 3R
Y L P R B, H R B S ARPE- 19 404
T [RI , BDNF-AS ()34 & 4, BDNF [ 35 & 3%
T, L3 BDNF-AS Fikff, Al fff BDNF ik FiE, I
HAF A S RPE 0B T 09 /E ST, X $E /s 7 = b
WEEF, R BDNF-AS HA$HL RPE ST VER . 730 il
BDNF-AS ik i FEfilh L 3#F — 20 3l il BDNF ik B, fff
BDNF-AS N X} RPE 40 /e I8 T VE w55, ik
HEWT7E ARPE-19 40 i BDNF-AS 5 BDNF H #4H%,
It HAFAE IR AR, X Se i 45 7%, 38 iF BDNF - AS
XF BDNF [ 52 [a] 9837, v %) @ b R 55 T 19 RPE 4 P8 7
AR E T, DT 2 2% sl ST DR B9 & A2 R &, R iR d7 bl
R 9 FE S AL DO S B2 A 0 7 L
3.3 A M IR AN P AR AR AT 494 4 1 B A AR K] 5
A ( proliferative vitreoretinopathy , PVR) T R FLIER R
IS R 125 RN B B8 AR T A 1 7™ EE i, AR I 2 AR O 2% v
TR B A s PR 7 24 400 i g A R lic 4 1T PVR £
BT D DR O O T B A T B, PVR Y 2 95 S 2 b
AR 4045 RPE 200 82T 4 40 ( =2k T RPE
Y ) B2 o A M A AR A i, b RPE 41L& PVR HE
AP RS 1) e S A4, 7E PVR R R fE 2
& TYIEAN) RPE 20 M ) Bruch 5 rp 43 55 4 5k | Jf i 4o
TP B S LA B 3 B B o 2 Ak AN i R b, RPE 41
& EMT, 33545 R e i 2 AL, BlJS , RPE 4% #i &
55 B I LT 2 RS T B v, 3k 4 A R B 3 A v Y
Az K DR Bl 40 i PR RS & AR s, T 5 3 R PR AL
PR LI 5

H i A B9 & P LncRNA 7 Ji 83 1) % 7% vh B fit
% EMT RO ZAE 7 Ho il e 5% B M DG e s AR 1
( metastasis associated lung adenocarcinoma transcript 1,
MALATI) J& 5 B Z R I fE AU LncRNA 22—, 43,455 filh % B
AN EMT ARk boga i 76120

Zhou 455V i 3 L IS 20 M & B PVR 8 25 4L IR
HilE A 78 1 LncRNA 7E7E 54 3235 , Horb MALATI %
Fika DA 2 5, WFIEE & B PVR G835 A1 i 40 At
FUL 2K s MALATL 7K SF B & 1 08, % BF 5% 45 SR 2 7R
MALATI1 25 T X%} PVR 55 1L 9 RS i B TR 1l o 1 4
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Yang %52 158 KB, 42 TGF-B1 ¥55 EMT Y RPE 41
Jirf  MALAT1 (2355 8 18, 25 F 98 MALAT1, W
AL TGF-B1 355 ARPE-19 ZiJifd EMT 3 72, Jf H W i
1555 PRE "1 EMT A ¢ 5% 5% [+ Snail ,SLUG ,ZEB1 Y
VA, T MALATL B9 363K, I8 nl #4] RPE 20 i (%) 3% 55
FTH . IR FR ] MALAT] 2 /045 — 3B 2 10 5 3 %
Smad2/3 {5 S B i S % TGF-B1 55 RPE Zi i EMT
HY IR EAE

X BERFSE 45 AL R MALATL AJ4E R PVR L2 W Y
AEWBRE W) RN 3 R T T AE T S, L AM, Lne - ATB
LINC—RoR .HOTAIR % LncRNA 8¢ 3F 52 7] 55 S g b iz
s EMT,{HH X} RPE 4 i 1Y) EMT 1E H1 & A ff ik — 25
fge™
BA4RFILMMEERE )™ JLL KB 22 (retinopathy
of prematurity, ROP) 222 LB H M EH 2N, B2 33 A
M 4 S B R 22—, R A A R B BB 0l 2 ROP T 22
B S AL A T AR R 1 98 7 o DT 2 5 SRR ) ke 4
PR 5541 L 4545540 RPE 40 i A5 - ik £ i =6 200 1ty 4
T, TR B At e A A

NF-«B 7£ 2 g 5 420 0 o A b o e 3] o 2 40 30 s 4
FH o RS AT B0 AR 22 25 NF-kB 553 X 0 A7 1S 2 6
B RIL AR, JH NF-«B w34 in 4
L R 40 ) SRR | T IR NF— B 14 35 Ak T 37 401 e e
ZEE Y

NF-«kB A0 EAE K B E 45 RNA (NF-«B interacting
LncRNA, NKILA) j& —F izt & 3L 7T 5 NF-«B A B 1R
A LncRNA, NKILA 5 NF-«kB-1kB Z5& , M IkBa #
FRAL A p65/pS0 KR, T NF-«B 3L

Zhou %"V B 5% % PR AE RPE 40 Jfg i, &k 42 7] 41 i
NKILA %3k 198 NKIL 5 1kBa %454 DL & NF-«B i1k,
FAmd NKILA 23k, W Al {2 NF —«B #3554k, I 40 i
RPE 4 56 T- M T, SME M i 635 NKILA , 0] 417 il
BT NF-kB {64k, NI fE #F RPE 40 1=, i —
IR RN B PR T RPE 4807 micro—103 ( miR—
103) 435, MiR-103 & —FhHr NKILA ) miRNA, %5 I
P8 miR—103, AJ BH W7 64075 5 19 NKILA | 8 5 o 25 0 3
NF-«kB 54k, Il {5:47 RPE 40 i 40 32 A e L %00
FELE LR, NKILA A[4F4 ROP H RPE S BRI
BRSSO miR—-103 (YR58l B #JR #25 NKILA | #F— 25
P NF-kB, T30 RPE AYZE T FIE T, oot 5 LA
UIRE,

4 BREERE

LncRNA B8 B 40 i S e 2 {0 Ok 1 22 1 F 5% B
HE5TRHNMEBEEN, HLZ8 TR AR Z
AL, RPE 4 i 5 00 W BRI 1) & AR R J 9% U AH G, (]
H BT H A B 035 LncRNA 142 927 S RE B AE FH AL 145
FIMHf, AT LneRNA 2 5 K 4E HF 845 | ceRNA
=M 4% K 8 ¥ RPE 4 M 34 58 v b B #5 Al M T ) .
EMT M 5445 5 T %) LncRNA 7E RPE AH 3¢ 1 I Ji5% %52 o5
TR ME R T T RS, B H T AT R I T AR RS
A ST o8 B A P W DR O T I 3 A | 8 g M B 3 R R
R B AR R R 7 LA X G A 0 D) R, 2 A R — 2
DIHEAT PO AN M S €0 3 1 B2 D e 3t 2k by 3 [] 3¢ 8 ) 35k
FEPERR I AR PE B % , Ho &R 5 RPE 4 i 2 g 57 th 2%
YIRS B H AT R i Bt = LoncRNA 5% %% # RPE 41
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BRI R A BFFEIESS NR_036461 \NR_102376 , Lnc—
ATB LINC-RoR .HOTAIR % LncRNA 5 RPE I F7EH
PRI R R H EARNETE AR BAR /R T iX 28 LneRNA 5
RPE 4l i i) A5 PRI REAF 7 T AR O AR G . BEAE B 5 O TR
AL IX 38 LneRNA 75 RPE 40 i Hh i) o8 2 78 F K 2 ok ik
e

Z G5B LncRNA B HAE FIBLE] A7 B T 73R
J2 XA R 2 I B R AR YT I 3 IRBLS
4 TneRNA BB A0 T/ 2 B B, B Y LneRNA ZE A
Lo 5Bl A Rt — DR
SE 3k
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