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[ Abstract]  Ocular proliferative diseases, such as proliferative vitreous retinopathy ( PVR ), diabetic
retinopathy ( DR) , choroidal neovascularization, corneal neovascularization and so on, often do harm to the structure
and function of the eyes,and responses to treatments of late stage of these diseases are poor. Long noncoding RNAs
(IncRNAs) with a length greater than 200 nucleotides can not directly encode a protein but can regulate the
expression of protein coding genes through various pathways,and are widely involved in the regulation of body growth,
as well as in cell apoptosis, proliferation and differentiation. More and more evidence suggests that IncRNAs are
involved in the occurrence and development of a variety of ocular diseases. In the present paper, the concept,
classification and mechanism of IncRNAs, and recent advances in the role of IncRNAs in PVR, DR, choroidal
neovascularization and corneal neovascularization were reviewed.

[ Key words] Proliferative vitreous retinopathy; Diabetic retinopathy; Choroidal neovascularization; Corneal

neovascularization; Long noncoding RNA

SMI TR A B PR S IR 2R AT A5 A TR AT 1 A= i, dn
1A pE i B AR P R I 9 A8 ( proliferative vitreous retinopathy,
PVR) ¥ R 55 #0199 [l 5 748 ( diabetic retinopathy, DR) (4F # A1 56
P 3 BE 75 M (age-related macular degeneration, AMD) L7 JL i
Do U525 72 A0 Do B Ik L 2 A 45 RO S R T B N B T O
M sk F AR G R 45 L X BB A — AL R R
BIAE A & R 2F 4 3 02 2 10 55 1k IR 19 4 T TR TS I i os
P 2 L 3 AR BORT AR I TR R BN B A R A A, B
FRIRIE N, 1E K R 40 M ok 27 4E 45 4 A R B, R A IR

BR A B 250 2 BT R ROME VA PR BCE IR . AR TR Okt
BE YU AW S BOR W I R N w1 R R A AR Y
A7 T B AR 1A T SR A R I A KR
4 f5 RNA (long noncoding RNA , IncRNA ) 3 3 £ Fft WL %1 75 £ Ff
A A s R R A T R VR, LA S — e R A 0 gt
fEMLHIPIESL S 5 T 98 3 00 W L 200 & R AR IR 1
17T SR 2 Y E 4 3 T, IncRNA .2 55 £ Fi IR 3 1 A=
PR I KA R R R A SR 12 W R YT T S . AR
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HE LS A IR AR IS R AF 5T O SR R AT SRR
1 IncRNA Hy#EiA

1.1 IncRNA fy#E &

IncRNA 3 # & 48 1 B K F 200 4% 37 B2 19 3R 4w i RNA #%
FA ., 2002 4F, H AR} 5 Okazaki 25 78 /N4 K cDNA 3T
A f R ML P o, e T R R K B JE S D RNA % 58 A OF
Y IncRNA fORES . T Xt O REGR 2 T /%, 3% 46 RNA %5 5
A—H AR FIHIFEN R A, 2007 4F, Rinn 2 H T —
24 2.2 kb I BEME IncRNA (HOTAIR) , & ¥ HOTAIR "] L) 5
K A VR polycomb A HFE F L 16 4 e € 5 3 4 ) HOX J& A
% 3, TS VR 35 AR A A K R B MR . B LS, Bk
B 22 BRS8N BT 86 55 7 1enRNA 9 2 5 AIHRERRSE , & 9L T
it HL A T A R B fE A IneRNA 8 45 Afi1%) lenRNA iy
U T B G BK
1.2 IncRNA {33k

IncRNA K% i RNA B4 1 5 31 k= 4 & X1 T
D 5 HE 2, S B 4 D K 1R T IneRNA 5 4 5 2K R Y
mRNA A [, 3Rk 35 8 — M B IG, (R 50 H 45 B3 98 179 48 it A 41
BT IneRNA — 2% 91 1 {f <F VB 2%, H = 4%
2 Kyl AR S T LA A 5 1 B DD X L B 2 A, X
TS A A S S e T A R s aE
1.3 IncRNA (532

3 AR IncRNA 75 35 B8 41 F 00 8 49 1E LR L
T6] i R P RS DR ) 5 A28 0L IE X IneRNA %% 5% 7 1] 45 48
I mRNA %% 5307 AR A 5 2 S IneRNA #% 5 5 i 5 4B 3 mRNA
B S 7 T LR 5 OLTED IneRINA AT [6] F A5 48 3 mRNA %% 5 )y [f)
R FRIZ 2 A7 1) % 42 7% 5% 5 JE A A IncRNA WA PR 69 1 5
TR B 2 HE P ] IneRINA B 2 AN B [ ] 266 3% 72 2k
1.4 IncRNA [ 1EHHLEI

IncRNA 76 32 W38 15 7K S 6 3 K F LG S U K 7 25 )2
WA R R s 5N EK R L RN
FLYE TS A AL A 3. IncRINA [ % Si A A g 7 —
HA MBI IR RS, sAE R 5508 ) 98 5% B3 15 1) # P
I FE 15540 IR S A 35 IneRNA 1T L i
FASE A RNA 55 4 28 (1, 52 BUX F A7 2 PR 2 3 119 36 ) 0 425
IncRNA 1] DL 7% /N RNA ( microRNA , miRNA ) 15 {5 & 4% A4
FEAE T, IncRNA W BfF — 26 4% 5 7y fE 19 miRNA i /5 94 43 i 26
miRNA $EFE PR 9 3R 35, 3X Rl FE A 7 SCBBR R T 4 2000, H 48 1%
T F 19 IncRNA B FR O 55 4 4 P9 JR £ RNA' 5 IncRNA fE h
RNA 2558 (U051 S5 18 S0 5% 8 1 10 R 191 4 1 7 )
AP A7 5, T LA 3o T i 5 5 9 3 P 36 5 IneRNA
RSB AT DR AL & 58 B AN A 56 4 F R B I I, X
243 T 0K ELAE T AR W15 5 00 36 L X3 5 AR 5 f A S 1k
T30 25 00 e 9 LA R T Y

2 IncRNA 5 R &B 1% 4 4 & %

2.1 IncRNA 5 PVR

fili Bf 98 B B2 M 56 B 5t F 1 ( metastasis-associated lung
adenocarcinoma transcript 1, MALAT1 ) £ 5 F it 980 41 vp S5 3 32
PR T A 2 B i A A Y D 0 BT AR A 40 Y
Wk R RIBISE T, MALATL 18 PVR 3 4 i
1 2 IR KT U AE 5 & T 1 P e G 2 TR IR 3K 2 3 s A6 3 A 0
MR b 2 T8 . MALATI 534t PVR AR &Y, Qi /MR A5
¥ a(platelet derived growth factor-a, PDGF-a) \PDGF-C . [
R J A 1 EOIR 1 SR AR R 8 B Ty 2, HOR R B At
# I IncRNA 5 PVR 45 M Bl 5% & , % 8] MALAT1 & PVR %)
—RhRE kAR A W B SE R B — D AR R AP 520 T R B, 4
MALATI1 &3k 7] 5 25 BRI 56 T o (tumor necrosis factor-ot,
TNF-o) T 40 35 S0 A0 I B €838 1 B 4 i 3 ) 0 4 it 3T 3% 1Y
I, R AR 5 S 3 AT R B0 MALATL 32 3% ml DL 2 g />
YA B JA TR VE T o B NS R I 43 5 AT B a2 B 43 A I S
4% ,MALATI 3k /K16 PVR 535 41 & 1l 40 s 5, 43 F 1l 3 5 43
T A A fle R T R e, T FL 2R 38 KO 5l R PVR R 1% ™ R
SHEYIR S, T AR YB3 4 B 5 PVR 3 41 JE 1 MALATI
FIRIKOF B REAR, XL g R R, MALATI AT GEJ2 PVR 12T
I A i 40 ) T AR
2.2 IncRNA 5 DR

O UL FE BE M 2 5% 5% 77 ) ( myocardial infarction-associated
transcript, MTAT) 5.0 HLAE 5 1) 5 J8 1k 5 U0 01 5620 | LA 1 45
VA Bz 200 6 P S G 2 3, T R DAY R A0 G 3 R R e 2R
TE A PR A BRR R I 2H 21 &% 38 A P DR ( proliferative DR, PDR)
SR T AR T B A A P R A I, MITAT i 385K 1 3% B3R 7
PR AN, o bl AR 75 S A0 A 90 216 45 PN Bz 2 B MITAT 3235 LR, 4
il MTAT )¢ 3K AR % 2IC 8 Wl PR 9 R R A% 400 2 i R A IR I 4 47
AL 005, o ] U0 R o 10 08 T DA B 6 IR T B R TR, R R
2 S PR B I 0 A8 T B S 4 M EE R, BIF 9 SR ) A AR
MIAT [14 3 35 BE 1% 0 2D (4 S0 15 3% 16 A 10 o0 85 it 78 1N B 40 i v %
PERNL = W0 77 A o B — D R GEJAAE MIAT K3k DL KA & 1
IBENY 43 F ML, A B0 AE PR S0 B 37 0 75 400 X S 1M 45 P Bz 40 it v
miR-150-5p # i) MIAT, #J ] miR-150-5p T #% i MIAT [f) 35 ik
KW R ZIRER o R IR 2R A G MIAT 5 48 N £ A KT
(vascular endothelial growth factor, VEGF) 3% 4+ 4 M 45 4 miR-
150-5p, I8 VEGF ik, ¥ B MIAT/miR-150-5p/ VEGF J% {3 1]
e, YT P R 20 M S R 7 L S o R A R R

TR B s Fr 0 A AR B s /0y BRI T JBEE IneRNA 1 R 35, &
5 IE /N B HE 88 PR 5 /s B Y B b 214 Ff IneRNA 57
fRERIK LA M 89 Ff IncRNA S R 4R 3K, WF 98 8 W) 32 % 22 53 3R K
19 IncRNA 347 T 5¢ B 2¢ 6 PCR 3 UE, 4 P A 1K 18 (gene
ontology , GO ) 43 BT Fl 5 5 3 #% 43 T K W], iX L& IncRNA Ft 32 3k
mRNAs L [in] 248 i 155 2 057\ 45 #4943 5 0 1 ) e R0 R ) 52 e i A=
Yt . KEGG(Kyoto Encyclopedia of genes and genomes ) i 1%
SRR FEEETMRSWESES. £ aREMN
IncRNA B % 80 1 A4 &5 8 £ 5F 1) IncRNA ( MALATL) |, 7] L
K AE I TCM S 548 K F-kB (nuclear factor-kB, NF-kB) f £ 4 /¢
ISRk MR R AEME KMk, #E— S RAHYS
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DR Y52, & BUTE A A1 v B Acb 0 0% 00 090 s 16 85 P9 B2 400 e o
MALAT1 ()36 15 52 3% 58 40 M 5 3% 5 . 7ER P9 PDR J8 3% 4 4
IS IR MALATY 36 iR 5 45 % 1 3 BE AT IR A8 35 38 &2, PDR
S B K H MALATL fg 3k 44k PDR JRE B 5 .
E— B WFGE BB, W0 MALATL B L 2% i b B o R BA0 o9 Bt i
B U A P RS A RE I A S I S P9 R 4 L
P RS P Bz G B8 TN A T TR B, 38 W LA 3T p38 22 24 R iR 4L
% 4 & ( mitogen-activated protein kinase, MAPK) {5 5 jifi §& FH
LA 0 5 AT B 40 5k i g

B} & 3235 3£ 3 (materally expressed gene 3, MEG3) J&— 4~
5 o & A A SR R AR G S U L Y, BRI 2 E R A SUP R R,
T A — 3 J5E o P MR e 0 2 gk e e L RE E A A6 T
MEG3 12235 , 7E 0 P9 B 9% /I BRI JiE v MEG3 1) 32 35 3¢ 0F
HOM BRI BR O 35 AR, PDR AR 2 1) 28 2 i A8 S L ARy R A A0 R
A B 2T 4 il B MEGS 323k B 5 WK, i — 20T &
B, AW MEG3 R 335 09 /0N B 190 B8 ki 4 77 W 2 3 &2 A
B I A T R 2R B I A U B A R . S RO A R
B, AW MEG3 R 323K (1 /s B 9 5 b 48 P IR TNF-a0, 1
Yl M1 A 2 -1 (interleukin-1,1L-1) IL-6 Z£ B 3 & . Qiu 2 ™ #fi
W, MEG3 38 1 @ e B LEE 3 4G/ 25 (3 B (55 8 B0 a1
Do FEE PN R 4 B 3% A BB AT RN A s B S RE 7, 2 1 BEL 1R DR Y
KK E,
2.3 IncRNA 5 k&5 B 2 1 %

Smith 255 G5y F W], CSTBL/6J /)N BLOR 190 I8 395 A i 457 £ 70
43 2k I A5 PA) ZE S 0 A IS U 0 A0S e 43 T R IREE T
A5 VA ZEJUVRN B A I A Y U A GE B /N B4 A 326 BRI 51 R
IncRNA /) 22 5 35, GO 4 #7 3 B, 7 Il 45 1) 28 ] ix 4k
IncRNA #t: 383k mRNAs §E [ 40 it S 47 G 0 7R & % 0 BE F 5
A TR Ak B T 00 3 M R A T 2R I A R 80 A 1) 40 i A
A7 4 B 3G AR T e 5L IR P AR Bl 0TS O T R . KEGG 38 i
SrMT L EIX 2 BB MAPK {5 Sl i e i E B M5 5 W 4%
A, MAPK {5558 [ 98 17 40 it i 26 4 L 2 Ak 0 5 5% 1 1 3%
I8 I AN SR E R S5 22 Fh B LA A1 A AR B s BE A AR AT 0
AP B A0 R A R0 AR A AR S, TR D E R R — RS R
FISE A B AT H R 43 4 T e St TR - 45 ) 25 S 0 VR i % 77 L
WY L T, S S ) B R IR LB B A5 . Vax2os S —Ff
i 1) () 5 HE 5 53t Rl F Vw2 35 R ) U4 1% IncRNA, &4 5 #f
I BT AL o Vax2os Fil Vax2os2 A ALTE /) BLBL ) i
T L R 2 A B BEXY W B S R A T L TE I AR 1 ok 45 T
Bk i B Y A AMD B3 B K Al R Rk, F BT Vax2osl
Fl Vax2os2 1 fig 768 AL 1M A T o A e B O AR A . ifF—
AT S 45 A L s T A #E , R I Vax2osl |, Vax2o0s2 LU
KAEHTCAE4r 315 5 NF-xB F1 C-Rel 76240 3T B 42 722 F0 1. 45
AT R R AR
2.4 IncRNA 5 #8357 4 1 %

J T ST IncRNA 7 1 JJF 2E 1 45 % % 19 4 H , Huang
2 US ST T BB 5 T B0 /0N B I A R R Ll T 8
FISE R 43 A A R D 380 B 08 40 BOHT A= i A I B/ B AR B A 94

Fit IncRNA 75 3835790 60 it IneRNA IG5 . B LiG I 3 F & 38
S0 5 35 10 IncRNA, % 903 8 3 85X 0 8 1 45 24 A
(VEGF 1 SUIL A A M) %35 BEUHT 3 R % 5 16 %
R0 IncRNA 3. BRI 1L 5 2 12 B9 7 ( PDGF i 4 40
%) KB, 035 260 5 K0 IncRNA W] B P45
R LT B B A GO A7 B 35 26 IncRNA S
ik mRNA W00 000 A1 7 i\ DNA 25 4 1 B0 59 I 17 2
REBR 20O T B A9 0530 25 {9 S0 L5 38 IR
T, AT 20 02 4 B SR R DNA % 45
A 06 15 B 325 2 A 22 0 5, 3 i 2 40
PR ML R L S 92 {22
WS S RROR A . KEGG LB 4 7 B0, 1 6 22 5
B IncRNA % 2 15 B 15 HEAE 5 5 B MAPK {5 0 36 % .
EAE i 0 B A VEGE pS3 62k K T B % 135 1 B 95 1)
HIG, 53 I 2 L T L 6 BT 2K 0 50 6 0L
BRI S5 B T 05 1 DK 2 P B 3 0 £ 26 5 B 0
LTI B 1147 5% 9 3K 9 IneRNA: NR_033585 chis
129102060-129109035 fz L4, & B NR_033585 H.F 5 VEGF,
L BB R 2 00 R G O L0 1, T o
129102060-129109035 Jx X 4% W E. 75 5 PDGF AH{BL ) Bt ML B 1 o

3 EEMRE

ULAER , IncRNA H R BUE R R B EZRER T, 25
ARZ MR B 2 1Y A A R A e, Bl TR M R B
IncRNA 35 F JEAR R G AR ST 1 2 Rk 5 % 30 B8 9 32 W, i
FLXT IncRNA 18 D) REWF 72 22 57 3 451~ 40 B 2 BY 7 4 % I [A] Al ==
6] AT A 3 B IneRNA 93235 35 L 2 5 DNA =35 22 JA] (9 A
HAR BOR 2 — A MU R T S B A BRI R TR B
FE 4 T A A RS cDNA SCE |l R E B BRI R
AT B0 FTUIN B80 3 10 — 410 ] 28 32 R PR Bk ik o 32k S S T B
R ) PO R e BN S 5 B 22 A D) B R SCA IneRNA L {13
JOCRE AR, v [ 2 2 7 IR BT AH OC IneRNA WF 58 FUS LA T
ANEE B IR ST o R A5 BE A A W BOR B R T AR i B 2 B R BT IR
A IncRNA {45 FTAIL ] o a0 s 2 ofe e 1T, o5 Ay IR 88 5 1Y) 12
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