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[ Abstract] Glaucoma refers to a group of heterogeneous eye diseases, which is characterized by the gradual
loss of visual field caused by the progressive deepening of the optic disc, optic nerve atrophy and slow apoptosis of
retinal ganglion cells and their axons, ultimately leading to blindness. The vision loss caused by glaucoma is
irreversible and it is a heavy burden on families and society. Therefore, the importance of early diagnosis and
prevention should be emphasized. Genetic factors play an important role in the pathogenesis of glaucoma. In recent
years, studies have found that long non-coding RNAs (IncRNAs) affect the occurrence and development of glaucoma
by regulating the expression of glaucoma-related genes. For example, IncRNA ANRIL, IncRNA MALATI, IncRNA
GASS5 and IncRNA TUGI can regulate the expression of related genes,and affect the survival of retinal ganglion cells
by interfering with intraocular pressure, cell apoptosis, oxidative stress and other mechanisms. LncRNA ANRIL and
LncRNA TGF-B2AS1 can regulate the expression of related genes in trabecular meshwork cells and affect the
biological function of trabecular meshwork cells. LncRNA MEG3 and IncRNA FAM22B can regulate the expression of
scar formation related genes and intervene in the process of filter passage scar formation after filtration. This article
summarizes and comments on the characteristics of IncRNAs and the regulation mechanism of gene expression related
to the occurrence and development of glaucoma,so as to provide new information for the prevention and treatment of
glaucoma.
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FHOGIR2— 20 b 2 Flojg PR32 2500 LA AL Bl 28 450 5 0 A0 B
1y T2 TR AL Y AR AT 2B AT MBI I TR, O At AN T
PERUIM EZERE, 40 Z L EAD P REF IR RN
3.5%"" o FFELLENLE TF RO O IR 0 E B G R H K, T
AT 221 0 0 Al 3 U 38 e AR B B DR 28 3R I g BRI
AR R ki = RN 4 R S A v
TG B B T, 5 BOWL o 28 3 MR TR T 32 7 AR 75 OB IR L Ak g
Iy FHLE R SE B . D, BB O IR kAR R ) v T
a3 TR U B G T AR W X i 6 IR B I R VA T R S
AABEEZE, ERIEHTE RNA ZKikM EER R 2 —, Kif
JE 44 7% RNA (long non-coding RNAs, LncRNAs) 7£ % ¢ R it 4= B
Fls B B R HE A SCHEAE T o I 4 R LneRNAs 7EFOLIR &
AR R AR FIRF R BIR T )2 K TE. AKX LneRNAs
TE T G HR A2 A2 A& R P AR R AL T 5 IR R AT 20k, O 548
BT R 6 IR TR L4012 TR AR bR R W R — E Y
2%,

1 LncRNAs B8/ B Ih8E

LncRNAs 2 | B # 5 200 % HF B2 119 RNA, H4F iE 2 7 51)
PRSP AE A2 IR KBRS . AN 19 836 A4S EE [ S 4 7Y
PRI, 200 i 43l 3k 5 ) 6 % 1 99 B S 30 LncRNAs 1) ¥ 51 £ =
A 2 TR KA T2 110 0 R Y L ke i 2 i e
R4 LncRNAs [N R KX K FAH KR HEMNEREEY =L B
AN . B o RNA W AR R R, 24
LncRNAs B % % B H 78 /0 DF 98 . M6 & 0] 78 5 B8 41w i 1
RS AAD R A R D AT N 5 AT, B IE X R X
WL e D9 ) R4 2 F LneRNAs™ . I fiE ) 1 % W1, LncRNAs
9 £ 2% D R 2 B e Wik % I R N S U KT 9 4
D7 T B A s

VP2 HE98 B 2952, LncRNAs 585 569 % 4 01 % & 2 )
R /N ) 4 Ak 7 38 L 0 190 S b 28 55 48 L ( retinal ganglion
cell,RGC) I T 7 G IR U8 10 AR S5 08 o 11 G i 4. BRI o, ol
L2 RoKs FLA kg A bR AR VR AE TR T A B TS I 4 A AT
BFFE BLA T R I R A i

2 LncRNAs 5 RGC

2.1 CDKN2B.CDKN2A FiI CDKN2B-AS1

CDKN2B F1 CDKN2A 25 T INK4 {5f S0 2 S AE 4R 3E A,
K EEZY 80 kb, 38 1T 5 441 Jifa J& A 2 1 4 # 1H: JRG CDK4 3} CDK6
TE RS 00 A 20 P S 0 R T A T INKA 5 1 55— A
M DR S CDKN2B-ASI, AT L3 28 3 5 BL 1 5% W B3 9 CDKN2A
1 CDKN2B S . 75 JL I 4 3 R 415G 6 43 B7 BF 5¢ ol , INK4 3
DRI (9 3 A TR 1) 388 % 78 7 5 75 O BROXUR A 67 . Thakur
asUVUBE Y % BLAE BN A BE T, INK4 3 5 B B9 CDKN2A Al
CDKN2B 3 M 78 53 5 )5 k5 6 IR Z [ AFF 46 1 % X6, Burdon
4P BE S & B CDKN2B-AST 75 9p21 o f #5345 5 6 IR 9 X
W06 45 o7 R, 48 40 1% 4 7 385 R 1 Dk 1 O AR B OB R ( primary
open-angle glaucoma,POAG) [ # IR JE L A 85 47 i 46 45 fir 3 A

POAG S F K, (H AR 2 L B8 O, 416 b At AT 2 33 XU 55 for 55 A
B 485 7l 2 100 ) AR AR IR e KO R & 48 POAG, IF H 5 IE# IR &
#1795 Y IR (normal-tension glaucoma, NTG ) F1 M ] 75 % I EL A
BRI Mk . Pasquale %' B 53 % Bl CDKN2B-AS1 84% 1 g
ZASVEF 152157719 Ab ) G 25 i 3 PR 75 S R A 4 0 1 265 £
PRI, 54 12 46 o 5 DAL 1 %58 8 R POAG 8 37 L AT S /N f AR 4
B, T rs3217992 AR Y A 4557 K6 [H A 75 56 MR A IR 252 437 ik DR, 386
5 25 07 DR B (G IR TR POAG H 3% 9 AR £ He 75 8% K. Gao
A RS E INK4 fi7 5 3 R d5 2k 1) /N LR RGC A
MR T 7 e T 74 75 T 1 59, i R 3k 4 5 [ ) 6 3k g A8 T i A
RGC (9 T, e 2 B B0 6 HR A 3 00T B 5 8 e & S 805 R
B & 4, CDKN2B,CDKN2A 1 CDKN2B-AS1 {4 3 K £ 2
P& P57 IR A S 2R A B A S ELER A BF S P i B
I TT AR OUAAFE T 5L S0 R e B 44, B ML )5 8230 T 2ok A AT
o B 4 5 22 B8 e AT R 5 o
2.2 MALATI

MALATT & —Fl i 3 F 5 H o6 42 57 19 LneRNA, 7 5%
S B Pl MR e B A 0T L A BT R T, MALATL f 5
TG ME L R BRI AT R,
MALAT 4 ¢ 3K 0/ 25 5 3000 32 35 3010 20 LA K WA I st 40 Jfd o
7o, B4, MALATIL A] DL i 803G PISK/ Akt 75 538 K% 42
YA K i PI3K/Akt R 45 B T RGC iy A=K, MALATI
S B PI3K/ Ake 28 I ¥ 0% 5 0k 2> 7 6 I 9 6] RGC i 4
1= Zheng % BT FE R MALATL 76 7 't IR A8 2 100 35 o
RFE, 5 s R B e iR R B iAo A A
F-12 WA AN F-4 0% 5 83 MG, 35 3 OB IR A9 B4
AR, BRI, Al T 13A 2 MALATL ] 4 % 75 56 I 35 WG 0 7 o 72
JEE VEA 57 40 T8 A, Wang 45 BT 58 & B AE TR Ah 7 OB IR
A AR A s MALATL AT D1 o ¥ 17 97 15 miR-149-5p {2 3 41 il
WFIEAH RGC T, Yue 457" A 50 % B MALATI GGGT
FLET 5 NTG (B % 19 BiG A 56, B MALATL 9% 15 R £ A 1
20 A 25-6 AKF AT RS NTG 1™ 7% A 56 . R IR BT 5T
B8 MALAT1 A] DU i R [ 9 3 42 4 4 RGC A9 A A7, {H S
755 At LncRNAs 7 16 By ] 45 T 1t A8 W1, HL 356 D80 455 99 )
2 7538 T A [7) B e A B3 o8 o — 25 R 9 B8
2.3 GAS5

GASS5 TETNRE I 5 Z Fh Az ¥ 5 BEAH ¢, 40 435 40 M 1 5 L 94
T2 MBI K5 AR, ST & B GASS 5 & Fl g A
1 S o ML A K O, L ob f o 22 RO AE O IR DA T Ok
R Xu 227 BF g % B GASS BT VR AT LA S 0 e Ak e
K P F ( transforming growth factor, TGF) -B 7 72 3k {12 3k 40 I 44 7
FarAe, T 4+ 5 6 IR 5 RGC (I IE % A= #L Th 6. Zhou
a2 5 B GASS 223k UK T LS 80 RGC f Zeste 3t P 14 4 )
TR EE R 2(EZH2) 235 85 IR0 = B B IR 17 45 & & % 8 1k Al
(ABCA1) FIKFEAE, 3F H EZH2 1 LR o T 418 1 H3 1Y
R MR 27 LG, NI T ABCAL ) %3k, St &4 il RGC
I T: . GAS5 TLRIESE A LA 24 i RGC 4y =, A
PSR B VR FH 3 78 % B, R ok T LUK GASS AR F 58 75
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M P4 76 28 9 L) B0 D0 8, 05 FC PR SR TR 97 T 4
2.4 TUGI

TUGT i T4 i 22q12 |, K BF 523 4 %6 1 TUGL %
KRS T MBI L L . HEFR KB TUGL A B T
LI 5 S 7 1 1 % B HUE R . Gong 25V K B4 i
2 o P4 TUG L/ Nef2 {3 55 B 42 85 RGC 3% J7 , MR A% 3 4 4
AR 38 2o AR A 7 38 I8 A T 400 46 RGC 3 1, S X 7T 48 2%
T OGHR ) % J& , FF FL AT LAAE — & B2 B W05 5 G IR % 2B Li
A0 UKL R O AT LIGE 2 Y TUGT i 23k, by
A 4 Ty 2 305 T 42 4% FLH0 S AR A T, B9 RGC B9 4 77, OF FLIX
ol 5 Sk D07 1) BT o) E A 0 L At o7 8 o 4 T AR Gl
T TUGT i1 22 15 7T LA 3176 20 i H0 B AL 15 T, LB 52 % B
8RR A7 SR 3 A AL TR A A B R 2
T N AE R, K B A 7 6 IR T B T I8 B

3 LncRNAs 5/\E R 4450

3.1 ANRIL

ANRIL 2 iF 48 3 % B A — Fb 25 5% 76 e €2 4K 9p21 X 4
LncRNA , %057 5 5 75 BN A 15 0 1 55 %5 95 AR ¢ , 17 HL 9 % 3L
ANRIL 5 JUR i 5E PR T 25 P9 5 (00 DA J% 75 016 AR 45 %
WA Zhao SV AR ANRIL T DL 3 06K % /0N 2 190 24 Ji
9 4 AL 48, HEAE T BL B AT RE S R IR miR-7 A 23k OF WS
mTOR Fil MEK/ERK {5 3@ )%, Vishal %”5' 2 ANRIL 17 &5
WA POAG B A % i M1 56 1, OF HL 76 BN B A BE
ANRIL fi7 515 POAG 97 6, 3 4k I iX 7] A 5 ANRIL [ {1k
ZIN G 19 40 L S B R 8 KT B K e A . A
WF5e 46 th ANRIL i 3d 55 CDKN2A/B i Hl 14 J1, J4% RGC 34
SEAE T ANRIL ;3% 7T LAAE o 75 06 IR G — R s &
Y. Zheng % 4R UK ANRIL J LIS AS 75 6 MR 5 35 K0 ) ™
TR LA R M M. ANRIL 2 78 7R 7 26 34 /K T 11 40 i
PR R A S N 10 56 B R 5 401, 1 75 6 IR R T L A
7N 10 24 Jf B9 4 AL 7 80K S, 3 FL AT LS At LneRNA A 5 4%
FH 2 B — R B RGC AR, H 1A i P 7 WL A 7
— I RRTE A R X T B R VA T 22 Bl A B G ) — T A
3.2 TGF-B2

POAG 114 T B F 2 B g /I 2 190 240 e 3 1 01 200 0 4 32 I
JR A3k B AR, B B K O O B A A k. Ly 40T R B
TGF-B2 1T LA 3k /1N 3% 0 441 L o 440 i & 5 I3 1 0 AR, 5 305 7K
AL /N7 o L g 38 0, 5 MR JE TE 5 . Rao 480 % U TGF-
B2 75 /N % 19 40 o A IO K T S 3 B T 2 Ol A L g
PO A LA 6 30 /0N 2 190 20 a B, TT DL R AR B TGF-B2 A %
f9 /N2 T 40 T 1 48 A 107K T, 3 A 8 40 ML 4 3 5 F T B
Ashok 45" 1t TGF-R2 14k 8 2 3 ok 2 1 1L 14 335 1 ST Bl —
A B R B % T B 0 OBk BTN L TGF-B2 A &
F9 40 IO 3850 F T T 2% T B T L gk 98 3 8 00 R 4 Ak
B . BFFE % B, TGF-B2 W L5 8/ % 9 440 i 48 1k 17 8 /K F
T 3 o A0 i A R TR s 248 S A R
SR T BV /0N T2 O 20 LI T L 5 e 3 4 Ak T 35 R 4R

A B TR L B, o Sk R LA BIF 5 R 2 o T B4R
TR AL, X2 R KB POAG (3% BGITRCR

4 LncRNAs 55 EREEREMIRE K

4.1 MEG3

MEG3 J&t—Ff A2 T 4 {3 1K 14932 ) DIk1-Gtl2 B 7 i
BER RSB ED LD HR A A i — BRI R, B
A0 40 M R A P T B S L MEG3 5 B 8 3R IR AT
LR AT A T A B SR MEG3 5 7 G iR
[ B LAY 35 FH J6 Pk o Sun %50V 1 MEG3 335 19 B £ 3
AR HE RGC 4 T2 M TN 2 95 S IR A 42 5%, AL ) 7T e 55 3 5
H KT %, Wang 45 BT 15 Y6 IR i RS Tenon 48 i £
2 240 Jif 19 1 B ML A P & B LneRNA-MEG3 FIA% A E2 AH 3¢ A
T2 Z A ) D) REVEAT HLAE S BT TGF-B2 it MEG3 5 Nif2
W BRSBTS 5 75 G IR U833 R J5 Tenon %% B 4T 4E 241 Jfd 3
BE, M S B T 4R 27 4 L, Xt 2 3 8 D IR g AR S
R E AR 3 E R 2 — o IR IS AR 5 IR E 2 ) A
M T Z RN Z — RRIRIE R, MEG3 215 3 7 YL IR J5 i £F
2 20 1 494 AL, 486 RO AL BT L, o T 0 T R A 3 B4 D K U
Hh i B, DT BOHR IR TR R B X — HL L R MEG3
PN VA 25 W B0 ROEAT AT 5T, 0/ AT LA O IR B ARG &
WIROR 5 R R A TR .
4.2 FAM22B

FAM225B J&— P8 K 310 LocRNA, B HIESE 5 2 70 AR
TEAEA R o SEIR KW THER FAM225B JE I, TR TE R S SR Y
Y RE S I R A A, FAM 2258 4 [ i % X 240 it 6 7 L 3 7%
52 2 1 400 £ 402 P S0 iR T e A TR 1 S L
il v R A DG SR PR e T LA R A 2 AT A A IR Y
JERL . Ma S5 BRI & B, @B FAM225B S5 IR AT DL i) 4
D 1 W 5 A A O 080, B T S 2 D 45 3 O 8 90 R L T
20 B4 A B K, 23 SE 2 T DGR U TR S A P RUR
W BERE . EHTAT T 1 B R AR T A M R, T FAM225B G R
x4 S B W Y B i AL R A (H R TR AT A5 R AT
AE N OB IR I T AR5 B W36 7 5w il SR AT LA .

5 #it

B GRS —Fh & 2% 1 AN O] 300k B0OE Mg, 1% R R RNA
Bi R AEH R IR AL 48 & # 4 2EAE . R 7R I 4F ok
T E R BT OGIR M sA SE i R 58 42 7. BEA AL
RN R, KK & LocRNAs 7] DU o T 75 40 M 0 - L &4k
o AL 52 M RGC 1Y A A7, 1 2 /0N % T 240 A G Bk 1R 1 2
T T 5 AL/ 2% ) 240 B 1) A= 400 25 ) R 52 il BR P, O 181 4 8 R OB B
HRHERRETS 5 ARG RS ERRE RN E, BE
1595 SEHR 2 Bt 1) A s mal AL T 6 oK 52 4 I BH . BRL L, T g
— PRI AR IR S L2 5 FHOGIRAR Y LnecRNAs, P K
BT R AE A2 R A, I B T AT AE T G IR e ML i S
5 mAE L
PRI A EE A WA AR 45 vh 5
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