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Abstract

» Metastasis-associated lung adenocarcinoma transcript 1
(MALAT1) is one of the first identified LncRNA associated
with human diseases. Unlike most members of the
LncRNA family, MALAT1 is found in almost all human
tissues and expressed at a relatively high level. At
present, MALAT1 is known to play a vital role in the
pathophysiological process of many diseases such as
tumors, cardiovascular diseases, and nervous system
diseases. In recent years, studies have found that
MALAT1 may be involved in many ocular diseases ( such
as diabetic retinopathy, cataracts, glaucoma,
retinoblastoma, neonatal retinopathy, etc.) play an
important role in the pathological development process,
and it is expected to become an effective target for the
diagnosis and treatment of eye diseases. This article
summarizes the research progress of eye diseases in
which MALATT1 has participated in recent years.
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K e Egmg RNA (long non-coding RNA, LncRNA) P
I 200 AMAZAT IR e A A B A B gm B RE g o i R
% M O Sk AR 1 ( metastasis — associated lung
adenocarcinoma transcript 1, MALATI1) MRy kMmS
Jiyeg % VI AH OC 1) LncRNA , {H 558t A 52 & 30 AR AE
ZaETARIR, HS5 T 2R A KR, 4
FEARAE EALIY BB R A AP T4 . LncRNA
JEIT AR BT U5 MALATL J&7E LncRNA HIFFE 8 N
AR LncRNA 22—, H il MALATI 7£ 25 Fh 505 Y 7
TEAE FHALE] i A W | AS 25348 il 35 4 5k MALATI 7E IR 7
P AR LB — B4l I AR AR IR E 5 Hh A IR 97
W,
1 MALATA #fi&

MALATI J& H AT 8 52 e A ) Z 9 LncRNA 22— i
SE Ji A PR T 20 5% ) A B A Ll DN At i g6
(non—small cell lung cancer, NSCLC) f¥ M7 b B
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I XM R M, MALATI JEP A T A4 44 11q13
FUNBRGEIR 19gA T BEFRIE 57728 A i g L A
RIKFAHLEZE m, MALATI st A LE NZEh 20
Tkb, T2/ 2R 6.7kb 5 AL U R R R A HIL
HIASIE], MALATL 3R i ik 20 58 (A) B ER &5 10, A,
MALAT1 HA7 B A 4afih i 22 2 (A) X, MALAT1 i) £ %
55 5% RNase P il RNase Z 1 T8 —MK 6.7kb BO%E 5%
A BN FREBER, DL —ANFE /NG MALATL AH G B /4
Al B RNA ( MALATI1 - associated small cytoplasmic RNA,
mascRNA) ' 7E3 25 (9 JLAFE o MALATL 512 TR Z 1
KyE AR T KRBTSR, A58 R£H, MALATL
B5 T VR G B R AN I T AR E T 4 T
B SAE LA RN I, 0T 38 O R E AR SR S 5 g A
B, R T RE B A AR R A R 2 AR R
S5 7T 2B R ELE A R AT R WORE PR I &
FE O LR AR LA B A R R T
2 MALAT1 7ERREBEESR U R R

VTAE KA KEAFSE & B MALAT1 AT RE 75 AR 350 %
A I J v ¥ 2 A R T R 9 AR I 5 2E ( diabetic
retinopathy, DR) | IR 7 OGHR R0 0 BB 240 i Jg B A=
JLAT D) R A8 55
2.1 MALAT1 5 DR DR /2 BUAE A SBBH PRI 5 2% B Fn A
JIBERFA EEREA . H ATt AR AR T 10 /2B A SR
W, BT B K FE 2030 4R3I 25% , 7E 2045 A3
519%™ HAGTE# AN, B A i B 8T 0L K 4
SiESE DR AR B E 2R BEMLE] . LncRNA MALAT1 /E N
— B SRR A SRR Y, HRTIERZIEH, ©F
R FE 3 o AR M S 56 A By g A A e A
FPFARA TS Z A FEUE S MALATI 25 7 DR & 4=
K, XEEHFFE R LncRNA MALATI R4 Al fiE2 5 DR
1) ZFBEOR AL IR R AR

BRI Y % B 8 0 22 oA DR EE 2 I R AR AE, (5
J& , DR B A il 8 T8 1 B DAL AT A v R e it — 2
B OH Y S5R39 B A /0 BRUASE R o
T A N A )RS B I 4 P B 40 I ( retinal microvascular
endothelial cells, RMECs) £40L DR 195 BUIR A | 38 51 B
FE R RS 5250 & B miR-203a-3p AES5 MALATI F5E X
4S8 MALAT1 DUEREE miR-203a-3p i 32351 Al )
ﬂ?ﬂ%ﬂ%(high glucose, HG) 51 N RMECs 1T 7% M Btk
FERE, 6] miR—-203a-3p A9 235 7] DL 5% MALATI 3T
BRXT N RMECs 188 FNAE BRI B 04 30 i 4 R, 30 2 5090 2=
Wi MALAT1 A #8312 7E DR " #8 [7] miR-203a-3p JH-ffi H
AR PRI 5 R 1M A% AR R, Han 450038 5 @57 DR /MR
A& B, Yes #H2C 25 11 1 ( Yes — associated protein 1,
YAP1) 7€ DR /] BRI rp s 36 35, i ik 98 MALATL /Y
FIA{E B RMECs 19 40 i g 3308 £, Jf i — DL T
MALATI 7] LI 254 miR-200b-3p, miR-200b-3p Al LI H
B2H0 1) ML S N B2 40 B A < ] F A (vascular endothelial
growth factor —A, VEGF-A) ., 34 YAP1 #{ LBk, DR /N
LI B RMECs (1% 38 58 | i 7% F1 I 8 26 st 2, R it
YAP1 7] fig3# 2 9815 MALAT1/miR-200b-3p/VEGF-A %l

Xt DR %A K Rk 3 — @ e #EE . Lin 5 721
HG A H Y N RMECs 1, & 31 MALAT1 Fl VE-45%5 %5 &
FI 8% EJE 1 miR—-125b #% R, #FR MALAT1 A 5 i3 50
] miR-125b Ml VE-$526 5 &/ B-iE AR AR GWK
HI N RMECs B2 He 3 58 iR A0S A=l , Wang o
AR MALAT1 38 3 b o P9 5T 9 6 02 #F HG 15 = 1Y
RMECs I A5 BRI 2 RE S, FT RE AR YT DR HE A,
HRiF5E 78 , MALATI 7E DR A g8 i3 4% RMECs i
R PRIE B AE FH T VEGF - A 52 0387 4= 1 45 AE i, 1B
HELARBLE A FRAF5T

PIE R LneRNA MALAT1 25 DR (9 ECsHLH]
Z—, Biswas Z T IOHF TS R LB MALATI figfgiEd 5
PEIR i B & Z MM % 2 &% 2 ( polycomb repressive
complex 2, PRC2) & A 1R 1) 1843 HH S I A 52 i) 98 ikt e S A
Mk, AR K™, MALAT1 -miR-124-MCP -1 {5
S HES ST Amadori Hk FH & H ( Amadori —glycated
albumin, AGA) i 5 %) 50 4% 40 g #a 1k 25 1 - 1 ( monocyte
chemotactic protein—1, MCP—1) 7£ /> 5 J5t 40 il 1) % 35,
TS5 RIEEM .

FALRIE A N & DR &4 &R A B EALH Z —.
DR AL R0 38, 530 NF-E2 A ¢ K F (NF-E2-
related factor 2, Nrf2) F %% 16 M RRAK , T Nef2 29835 14
ZAUEAIE R B B IE R N2 AOAE Bl /5 S5 6 PR S v
H AR IR Keapl 4519 4 BRI I HL R I Keapl 7K
SE-F4E5 . Radhakrishnan %5 3 53 0F 55 % B, 4 46 0 3 1
BN Spl #% 5 T8 H i o T B B9 454 R 35 LneRNA
MALATI fJ7K ¥, i siRNA F % LncRNA MALATI, A]
RH. 11 765 2 B 75 510 Keapl FRI834 0, 02555 5% 7 Nef2
RIS A R e 53 4 R A7 TR 28 055 10 R B s /)
FURTA DR A AR A 400 19 o ot 5 (8 7 1 2840,
) LncRNA MALAT1 jifi 5 Keapl —Nrf2 #5735 DR 471 &1k
B, X HER A0 LncRNA MALAT1 7] GE {5 3 40 () Ji5€ 4
ZAAI G, TP SR % DR,

ZE LM AT 1, MALATL 76 DR B35 (9 40 | 20 20 %
PR T AR RIE, IS5 T DR WHE L E P
B AT B S AN 38 A s B S N 0 ) H 2 3k AT LAY 2% X
SO HLUT N, UL MALAT1 AR{UXF DR A2 WA 5 B, 8
A A B R BRI A
2.2 MALAT1 58 W& H N FRE—F R 2 s 5k
B A R A A 2L T S R Dk A, R A 3K
BRI . ARYERG I, 0] 43 M AR I A DG N B LIS R
FI B AR A BESE 5 R AN N ETFAR S
(R DL RE , 230 55 2 R W J e ok 1 P B 3 B
JB T feRAK b Kz 40 (len epithelial cells, LECs) 4 | Bz —
[ Ak B 5 AR RS, T 51 R 5 BB v, bR K
A F-B ( transforming growth factor—B, TGF-B) &—FZ£ 1)
BEEE 1, B 45 = Fh TCF-B A1 VE SF#1K , TGF-B1 , TGF-B2
M TGF-B3, Hrp TGF-B2 W LLE R LECs &A= I {7 —[a] it
Ak, BB TGF-B2 55 LECs |z —[a] 5 %% 4k 40 fifg 455 7Y
EL AR F P BRI %) 200 M A R T 9 T 2 AP 5 . Dong' ™ 3
b LR A R B, 1E TGF-B2 35519 LECs 1y - & —Ja]
FUE A AL LncRNA 35 54, Hir MALAT1 B 5 3%
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T, 4o TR aE 17 A%, IF H R B MALATL 38 i 245 &
miR—-26afE N 1] smad4 (1) NI 35 4 RNA, AT #F LECs
) b Bz — 1) 5 5 AL 9 2 . Peng 45 L7E TGF-B2 5%
LECs 2 i & 8 MALAT1 {3 T LECs 92052, If3d 2k
DR B S BRI A HESE , MALATI ] g1 i 475 miR -
204-5p FH-H0IA] smadd AT LECs 1 b iz 8] sk 145
R, A A R J5 & P B ATR YT LS

H PR 1 P e — b AR P B S PR 1)
W RAE . A BFFEUERA™  MALAT1 A AX 78 88 R 9 7 11
P 5 1 0 2 2 e W A B 4 N8 LECs WA S 3k, i
H HG i F# MALAT1 (335, fE#E A2 LECs 9 7=
FALI, Ye 250 gE—4 K% B MALATI 78 HG /4 FHY
LECs " %35 F . MALATI & 12 # 3% 7E % ( reactive
oxygen species, ROS) 74z 35 miR—-144-3p TGPk %5
o N miR-144-3p AL Nif2 AR5, Nef2 7] LUK
ROS Hl3% , # 0 2] 40 i1 4% , #305% Notchl/Snail 3 i, 5 2
LECs ) I f—la] Ak . DI, MALAT1 ®] GE i B 1A 0
PRI 1 B B T E A A
2.3 MALAT1 5&F#IR  FOLIRZE 2K FECR A9 M
NERMEEFEHRZ —, FHERE TR HEpomn , K
R AE 2 A0 I S e 22775 201 B ( retinal ganglion cell, RGC) &
HhZR 2T B HEA TR A A A PE R R
RHFEMERRER, B mEILE 3-3 0 (PI3K) /& H
VA B (Ak) {55 30 B2 40 N A5 5 5 ik AR il
AERTHZ A TS B 7, vl S 40 i s 5 40 i 4a
M| T B it A A G, A WFARTCY kOB, A 12 M R R
( chronic ocular hypertensive, COH) ##I 1 PI3K/ Akt 55
A % ) ST T LA A H A ) RGC I T R0 AL IR A 1
BB RGC fATG %, Li %57 38 it 3 G HR AR A FL 57,
KB LncRNA MALAT1 o] DL 3 #00% PI3K/ Akt {5 5 3 %
MR 9 RGC T, Wang 257 @ 3 0T 98 & B, 78
EIRE T, RGC 1 MALAT1 /K 5 3% F i, Iii miR -
149-5p 7K 7 8 3% b H, 250 AR, AE D g L,
MALAT!1 ()3 23K 8% miR - 149 - 5p 0 751 447 ] s 42 %) HR
PN HE T i PR A M A= A7 ) B4 /R A 2. RGC PR T 19
TEFEAVER . ZBFFEIE T MALATI 38 i 4 1] 35 56 AR P 4
miR-149-5p {E#F RGC 19 21 L 34 5, H- 0 il RGC 1% 41 il
PRI, B AR T OB IR AT AR 1Y & AL IE 4 MALATL 7]
RE I RGC 20 L I8 1~ 7 75 Y6 IR &2 95 v & ¥ AR b 4
FH o AEU JE 0 25 e BAE s PR s 8 2 4 7 G R B4 e
JEZHZTH MALATL 25 3658, Hon % 5 R0 N, i —
Ao TITRIARE DR B A= 1 1 B G IR Y A8 B2 BE . MALAT1
W AT RES O AR A 16 E B AT 5, Zheng %6 3 i 4G
86 il 75 JGHR 35 1 86 44 1E H AR I LncRNA MALATI
F1 LncRNA ANRIL ik K, &Z 3 LncRNA MALAT1 i
LncRNA ANRIL 7£ 35 JGHR E B I 3E Hh Rk 5%, HF B S
BERRIER X, I LA LncRNA MALATI Fl LncRNA
ANRIL 9 156 A 6 0 o) 3 i o LA AR &5 B2 B i, T
BEAE AR SR FL ARy ) e 5 G IR ™ o A 9 R e, H
HIRFFE 2B, MALAT] S48 76 5 6 IR b ik Bl (B X F
H R ARG E IR SRR SR & RAT AT il 30 it
— W,

222

24 MALAT1 5 M ES MR W 5 R 40
(retinoblastoma , RB) f&—Ff1 2% UL ) B2 4l LA ) Jise gz | 4=
FLEHELA 8 000 44 JLEEGS W oA 40 W e | 2 i 5 1 i
HWOLALEIR AR . H T B R B 5 IE W
WA AH [, RB 2H 21 h MALAT1 33k K F & % 7+ &,
MALAT1 7EA[A] Y RB Ziiffd % (HXO-RB44 ‘WERI-RB-1 |
SO-RB50 F1 Y79) Fl1E & 0 M I 40 il /= ( ARPE-19) Hi#
H ik, H MALATI1 76 RB 20 & b (9 23R B & R, H
Y79 410 R A MALAT1 AR,

IEAESR A HGEFR MALATI 5958 L7 it 254 ¢, If
A YT R A R W — R A A A
IEFR V5 B AV T A AL T AR A A 1B T R, R T B
WL 3N P Al v S R R T SR A AR I R IR AR
Huang L0 B 9% 32 B LncRNA MALATI 58 3oF B 42 0 )
miR— 1249 il H 2 3k, {2 #F RB 40 Mg A9 A W; STX17
(Syntaxin 17) J& miR—124 [ T J##E 5 ; MALATT A] DL 3o
miR-124 /- F (% STX17 & 1, Z 5917 RB 4111 [ bk,
Liu 2590, UTER MALATI B [H fE 98 miR-124 1Y%
5, miR—124 J& MALATI i) —~#E 45, I & B miR-124 11
[ PR E-E5%h 8 H 74 5% B8 T Slug 335, #5537 T Slug
YA miR—-124 AYHE 5, Slug 3 1M i ERK/MAPK Fll Wnt/
b—catenin 8 }% K 1% , A WF 5L A T RB 1 MALAT1-miR -
124-Slug—ERK/MAPK Hl Wnt/B —catenin {5 515 S & 1%,
9 RB AT B4 T om0k 42, 1B SO Ik, Sh-
MALAT1 W] 38 i 8 ¥ miR-570-3p {2 RB 4 il R SO-
RbSO T, U A% A0 M 38 5 542 58 . Wang %65 B 5T
KB, MALATT A] LG i 8 55 miR-20b-5p 3k I 8 %% 5% %
1% K 3 (signal transducer and activator of transcription 3,
STAT3) A1k, LAILHE Jin RB 20 it 384 5 - ek /0 9 1~ , LR
MALAT1 81 #ik miR-20b-5p AT H0H RB 2 Jfd () 48 5 I
PRHEHYE T, 3X $2 78 MALAT1 -miR-20b-5p—STAT3 #J fig
J& MALATI 25 RB R0 0] REIE . Gao 253 i 4
I RB A AINE # LA MALATL 33k, R4 IR
55955 BRUERAE B A PR 20 B 2 B MALATI 925351 fiE 5 RB
SRR /N A B I R 3 A %, X 7R MALAT1
A RERCA RB TS JI T8 AT
2.5 Hfth  Yao % 5E i I PR A B4 5L 56 & BH, MALAT1
7E Miiller 41 i F1 RGC H () 323K B & 13, 2 B MALAT1
DIfERErs il e = 5 A0 I 5 bt 23R A7 PR A8t B2 . Zhang
AU M B B BB PR /N BURA LL , 12 32 SRy v A
MALAT1 siRNA LUl 40 9 5 MALATL 2 3k A9 8 R 9
/I Bk 7 A0 ) S ' 40 B 1 ) E RN S A 0, X R
Y, MALAT1 T3 0T B A 48 R #2838 474 A8 I R T 15
FARIT 7 7], Wang 2 & B MALATI 7876 5 7= )L,
A X IS 7 ( retinopathy of prematurity, ROP) A /N B
AL it S = ek, HABHIE T MALATL nf fE 2 5 ROP
R s A I A5 A B R B MALAT1 263k v fE 38 i
AL A I B A 1M 4 A R 3B JY ROP, Yang 45 7E 4%
B P B 28 R AL I S ( proliferative vitreoretinopathy
PVR) B34 IO B (A 5 o B SRR I £ 26 1 e 240 i v
WA 2] T MALAT1 3235, JFIESE T LncRNA MALAT1 &
5T TCF-B1 S0 A RPE 4010 I Bz — ] i 4k, Ky
PVR B &SR AILHI B T8 A TATR
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25 b ik, MALAT1 7EVF Z IR P i A H i 1) &
el 2 5 JAE A NI BT A I AR R AR T A A
ZMEI A P 25 T DR.RB .ROP .PVR AN E F
JGHRAEIR PR B 19 A LE R K B . HHT MALAT1 fY 50 4R
AR AR P VR LR, X T 1 RIA 7 AT R A i
PRAT Y S SR S UE AR . SE DL 036 97 A AR IR T
ROR B350 B RIE T s AR R B TS5 1], BEAE X R
PRI J3 Tt AL AL 1 i AN B TR A BB H AR 1) K
MALATI A5 B8 2 R 6T BT L
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