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Abstract

e The microRNA (miRNA) is a widely present small non-
coding RNA (ncRNA) , with a length of 20-25 nucleotides.
The miRNA in eye tissue plays crucial roles in normal eyes
by participating in processes such as cell growth,
proliferation, differentiation, and apoptosis. Cataracts are
the main cause of blindness worldwide. Research has
shown that miRNA is related to the occurrence and
development of cataracts, and it has new application
prospects as a potential target for the treatment and
prevention of cataracts. This article reviews the
relationship between miRNA and the occurrence and
different

pathogenesis mechanisms, including oxidative damage,

development of cataracts through several

apoptosis, autophagy, and epithelial mesenchymal
transition (EMT).
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B — A it R AR e A TR b | RS A IR G , 2 42 BR B
A EZR . BEE N D3GR AE B AR, PR ) S
Rz . ARG T X E R TFARIBIT,
B2 FARIGYT Al fE 2 R AR 2 91 K E , BA — & 1Y Ja) FR
PEo BRI 3R 9T N B AR i SR I HIL DR ik — 2D i 4 4
ARLWIEIY J7 0 HE L B/ RNA (- microRNA,
miRNA) & —F/NaYAE 4% RNA 43 T ( non—coding RNA
ncRNA) , 2 540 {5 538 i 1 5% s e i . AR
FEWT, IR B4 SV A7 7E A9 miRNA it 2 590 A= K 1
B A ARG RITE T A B A I W R R S R Y R
il T BELATAH O HE 1] £ 1 AR W DI RE , S BRI 0 & A, A
SCFZXT miRNA TE A BE K AR R i it i v (i 0T 5 i e s
FE 30
1 miRNA #fid

1.1 miRNA B9 B 5 miRNA 2 —F ] IZEER /DN
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# ncRNA , £ B0 20-25 DA IR . miRNA 38 o 5 50 5
g 3 -AE g% X (3-UTR) 454, 15 mRNA [ A ol B %%
T, NI FE S SRS PR L N A 5 L A Lee 451
L BRI miRNA LUK, A ARFAEY TR T
miRNA, AZE miRNA 4 40 A%, FHEAR R A 56 DR 7 s g
— IR EE 5 (pri—miRNA) [ & J 45 F . pri—miRNA #f
Drosha F1 DGCRS8 Jill T_ A i /& miRNA ( pre—miRNA) , I H
i 2 H (Exportin 5) iz BN, FEJS, RNA Dicer Hl
RNA %5475 1 (the RNA-binding protein, TRBP ) if — 256
pre—miRNA Ab BE A /N3 F miRNA , B AZ 2 miRNA, A% 2
miRNA 7E Argonaute 2 £5 H ( AGO2) ¥ B T IE il RNA 5
SHULERE 5% ( RNA —induced silencing complex, RISC) ,
FEFBIRRE 19 mRNA 38 2 B4R 7 5140 i 5 5% 5 T %
fift mRNA™"
1.2 miRNA BERBLE  miRNA XA 4 (A7 52 1 1Y
VER AL 45 4 M A A G oAk R B RIBE TS, WFSE R B,
miRNA 38 25 P H2 0 ) AN 7] %) 4H B S 300 4 DG 1 2 S iz PR
T (4 eyelins .CDK I CDKI) 5 5] 4 1y 3 i 8 55 5 290 i J4
S 5 R DG 1 AS T 5 TR 2 5 0 ) AR b At
miRNA 38 A] LAY Wi 25 A 4 i 58 T AH 5C R Y 3R 3k n i
PR TN U8 T B AL R 9 45 BE D] PN J5E ) (endoplasmic
reticulum , ER ) I 33 3 PR Bl R S04 8 T2 A0 OC 36 ], R B 7E
miRNA F12H A ) BT sl 20 R 0 T3 42 22 () A AE 02 2% i TR 45
W4 BT s W], A 26 miRNA P45 25 60% 1) 5
4 3 R DG 1) B 1 BT A A DT AR (] A 2Rk AT g 3
— FRIVBIG I R A ISR B A b S R TR T
LR
2 miRNA 5K [E

PPN p 22 0 i R | )RR RE RS0 4, 4 H 8
PRGN St 2k B BEAE AT, 850 B0 AR A ZE AL A
RIAEE 1 R A A VI TR i 1 P B 1 R B 5 481k
N, TS A WE D b R ] ST BT % 4K ( epithelial -
mesenchymal transformation, EMT) &5 Rl £ 45 3¢, #L4F K&
W5 R, miRNA 225 I B kAR R R R i A
2.1 mRNA 5@ ERAMEALMHMBT Al
WO AR N AL S BT AR R R i 0 — FioIR 2 (1] 1480
1k, S Erb Mok A M S MR T | B S A RS 7 A K
EALPIE =Y, 36 P4 (reactive oxygen species, ROS) | %8
AN B A A R W 5T 2 2 51 R IR AR T 2 L (lens
epithelial cells, LEC) &AL IV 3, F15 A M IR T, | 4 5
FLEC FET, TN B R B = b iR 0 IR 19 B A L
il PRI 5 A S A s 4 T S B P R A A AR i
EREBF SRR 7~ T miRNA T 055 5 5l A
T LEC KA SRRSO T, AT S 3 R & A

— T T H N RE R 5T A IR, 752 B d AR AR 1 P B
AR B Fp st b B AR B 2 R A B9 miRNA A7 32
i, Horh miR—34a 783 B AR g2 Fan S5 B
FEUESEd KA miR~34a 38 o I FEHE ) Noteh2 #E— 2L
VLML 2 14 S84k ORI LEC 8 T2, 43,45 BH W L
ik JE R ROS , Y SORL AR i — AL R i e 3% C ik
A5 R i % caspase—9 AOIEIG . BFATIA & PL, miR -
34a 7] LD 1 TR A5 B8 5 A F 1 (silencing information

regulator 1,SIRT1) MUk, SIRTI1 FihFEMKS H N R ™
EREEA O, SIRT1 v DL B K F E2 A5G F 2 (NF-
E2-related factor 2, Ntf2) F 33K | FH-8id Nef2/ 30 E AL R
JCPF(ES) 38 i, UG5 40 532 AR 80 . 24 miR-
34a 5 SIRT1 1 3'~UTR 45435 , SIRT1 & 2240
L JE $01 RN A B 0 T Y LR AR PS3 B, MATAT S BRI A O
P N R age—related cataract, ARC) fJ &4, Lu ARy LS
R R, i EALE (hydrogen peroxide, H,0,) %5 m A AL
AR T ,LEC 1 miR-24 1 P53 RiEHIIN, ROS K ik
SR, P53 A A I Y A0 M A A0 A Ak £ A
PR S A0 AE TS T A B E ] miR—-24 A GE i
e P53 fE#E LEC ¥ 12, #% A F - kB ( nuclear factor
kappa—B,NF-«kB) il & 7 — 1~ & 5 LEC E LN B 115
S, Liv 20 05T & B, miR - 26b 1] BE 8 i i gt
NF-kBAY 28 3K, 15 b 988 38 38 [H 7 — o ( tumor necrosis
factor—a, TNF—a ) 1 4™ 2 - 18 (interleukin— 18, IL—-1B) ,
AT s A, R BOA N & A SNBSS R
LEC AL 1) 5 — B E[H #E , Kang &l R &,
miR-125a-3p TE 42 A2k (ultraviolet radiation B, UVB) 4k
FERY ARC ZHZUM LEC 1%, miR-125a-3p 7E LEC & ft
L0 R A TMBIM4 75 S 40 M 0 T2, A, UVB T
) LEC A4 MIMA 31 3G 58 | 48 3% ) 5 25 A1, 4 A o 1
B, 3X W AN AR AT RETE 11 P4 B 04 & s ML Hh BA i 2
YEF T 7288 JR R T 1 N R ( diabetic cataract, DC) 7,
Zeng %5 B 5E & B, miR-211 7E DC /ML LEC hE ik,
Wit 5 caspase—3 {E PSS LEC J8 1=, I #fE it 52 AL 1z
SRR e el I SIRT1 JE A 2 55 4 i )8 T Fn 4
SEEPRYE , 2L DC HYR A, M miR-211 B35 "] LA
3 LEC ST T8 1 Bel2 93RI5, NIMTEESE DC 1Y &A=
Tao %52 5T & 3R, 76402 Hh B miR—-211-5p 23 F i
parcPAG1 3% 1k, DT ik 2D %% 5% B F E2F3 Pt ik ( E2F
transcription factor 3, E2F3) [ T SRR, S BSR4
PR 175 R G 400 R P35 | [R]EE-t Al SE 7 48 B g 7
AR, WFFERIESE miR-211-5p 5 CircPAG1 AHEAE
FHAT LA i B2F3 28I DC @i S i 40 08 -1
AL W, I, CirePAGL A AE N DC (434 97 26 90

AR BF T4 R R B, miRNA 3l 1 ¥ [ 15 5 5% 5 B
Z5 LEC FALRATA T, P, miRNA BCA IR TT H N
I AR LA A Y AT BB M, AT LA S 0 o A ek
miRNA & 2% [ P B 9 AR | DA T RS 58] i B G 97 7R L 3
W R AKIRTT VN R AR
22 miRNA 5 LEC BHE [ m2 — Fh 240 i [ i ik A2,
ok I ik 4 L DAY 18 2 1 BT DI 2SR 400 25 24 20 B 1 B 2
7, LA R A5 AR B A FE R AR R AR 2 5
N AR A 27 2 240 e o AR i eh B2 3R B AT DA AR R AR 1
FASIFEZ ], ATAr]— 1> JE PR ke 2 R v] B 2 AR
AR & HIRERM A NS R, BF KRR L)
miRNA FJRES 5 [ W W 46 JF B 5 3 W AR G L A
)2 SRS | AT S 1) 11 PR e P R A

Kim 25 2 BF78 KA 8 Fi miRNA 7ER RIS ARC
WEERFIE, TR LE R KN, let—Tg—5p .miR-23a-3p,
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miR-23b-3p Fl miR-125a—5p (13 3k K- 12 25 i T4 1R
2, 1M let=7a=5p . let—=7d=5p . miR-22-3p Hl miR-16-5p
HFRIRKE T, o0 A 58 & BRAE v b e AL AR
e s N SRR HR A AE AN IR 28R A
225 miRNA 5 A WA ¢, Hrbid %2350 miR-23b
ETHEHR ] WA G5 12 mRNA (9 3°=UTR,, DL #h 25
JC A WER IS A 2 R KRR A miRNA R {2 HE A
W, miR—22 38 3 7 Notch 15 53 #&41 H A BN 59 20 i
BT AR SE A E miR-15a Fl miR-16 24 50 [ W5
FH (HiX % miRNA 5 LEC [ W2 8] i AR DL % A
AR, let—7c FE A Mg FE PR F 2 X EZ 9 1EH, Li
LSRRG I, AR B AL R N LEC H let-7c¢-3p %
BT I BT DLad A 8 e ATG3 #5 H (autophagy —related
protein 3, ATG3) #Iii] H W, ATG3 Z—FhZE{) E2 AR, %F
FE R AIE BUE AN ATADBY  FE A R T kA
BAEA ., TTE DC MBS & B, miR-30a 5 [ A C,
Zhang 2™ W52 R B, 4% 1(BECN1) J& miR-30a 140
P, BECNT 0\ o 28 1o A 5 28 30 3 iy o 75 5 90 44 i
FI I 4 56 B 5 30 . miR - 30a 38 1T LA =5 0 7 5 1
LEC P81 Hi@ 4015 BECN1 F&AK 25075 S 10 LEC [ W
Wik, A DCIERGE R A WES Al T 1 X RIEH FF
5T

FIRBIIR A R E I, miRNA 55 [ WA G,
LEC JT-HCHE N & |, IF H ROS F1H WELE (P B b 2 4
KW, HWERE—NEARER IO R A B i —
XTI, A0SR A PR 1 W, T A g 4 2 Ar
) de DR AR 3336 T o e it — A A 7 RV 1 P B, 1T RE
HEB IR YT AT
2.3 LEC LR -BEF RN EMT 245 L 40 4 e
TP A o0 ELA ) R R A i A 4 2402 B2 . EMT S A
P B A T B EOR AL 2 — A X it B LEC K £ T IE
W IR SRR, AR5 3R15 1 [R) 7o 5T 4 i B 28 AU 4R
1E A AE SR IR e ) A28 HUE T R4 A A1 3 T R
IYHFE A AN T BFSE R EMT i FE95 K 2 R H bR
IC GBS I E-45 20 8 R N-45 268 (1, 8 R
E-4555 88 H ) N-F526 8 H L e i o B2 4E  EMT #5919
SARERY T AEBESE F W] miRNA 5 LEC B EMT i 2
Ak,

Zhang 25 HFSE L] miR-30a-5p 7E DC 24P T
P&, miR-30a—5p i3 3235 1T DL R #0039 o 4 N B 46 5%
sk Kl ¥ ( recombinant human snail family Zinc finger 1,
SNAIL) DL K EIE A a- LS E H (a-SMA) (335,
M EMT, #0# DC 89 % 4, Lin 257 W5 20, miR -
199a-5p 7£ DC M & I LEC i 235 B E BRI,
LS PERE M 1(SP1) & miR—199a-5p AL | 76 Slug 13
i SP1 45 G 7 s 5 7 Ak A2 K I - B ( transforming
growth factor—B,TGF-B) 531 Slug 325 F EMT F 3, 1M
TGF-B Al {Z BB S51FF LEC (9 EMT, SP1 49 T ] LA
PO —SMA F& RN E-55 558 4% 55, DA i 4 bR
i LEC H () EMT, X 2645 B K B miR - 199a i 1 #1 [7]
LEC 1 SP1 S0 EMT, #1] DC (9% 4=, Hou %5
W5 & B, hsa—let — 7c — 3p 7£ il % F 1 N [ (anterior
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subcapsular cataract, ASC) i) LEC g4 4h TGF-B2 75
8 EMT H R, UL hsa—let—7c—3p S5 M7 fb Rk
RIFE £F dEfbid B2 . hsa—let—7c—3p A LA E 40 W CDH11
JEPR g 5 CDHIL BB 1) 3"~ UTR Hh i R {0 5025 4
TERE SRR A ERARES A E - 11 (Y 3RIK IR H - 11
& EMT iy —EEAN T, KL, hsa—let—-7c-3p 7EI 42
ASC 1 & i il 35 W S i AR T, I AE S5 P Y B
(posterior capsular opacification, PCO) H1, Han %" B 5% %
B, 7E TGF-B2 %% LEC #Y EMT H' miR—-34a B3R ik7K
SR T Notehl HY A KF B, HOG R B & 3L K
S Mr S 7R Notchl JE R /& miR-34a W) B HEHE 5, miR-34a
AJ 5 3 ¥ [ Notchl 45 LEC 9 EMT, [H I, miR-34a/
Notchl AJYEN—FMEAERIRIT PCO M7,

LR 45 R R W], miRNA 55 EMT 4 56, EMT J& (4
B AR ) — A B2 ML A, 58 8 BF 5% miRNA X
LEC 1Y EMT 72 1 98 55 7 Y, T LA J5 22 BB G 97
PR AT A SE B
2.4 Hft  AMIA (2 30-150 nm) & —Fh i JLF B 2
Y F) B 5 WA O B8, R B T BB B RIAZ R . BRAT A
R, Sh IR miRNA 2 5 8% PR W 0 50 A2 1
A= Gao VT HESE KB, DC Y AR AR R A 295 A4
miRNA |9, 138 1~ miRNA T ¥, 7 295 1~ LA 8
miRNA H1 miR-551b 14525 B LAY, 3F & P miR-
551b AT LA ] CRYAA, CRYAA J&—Fh 4 15 otk 44 35 1
FEMICREZ LN, miR-551b 183 N8 CRYAA 3Rk
S0 LEC W36 3 1 T2, 80 DC W &, B, Biok
(AH) 4385 H AN miRNA T BELE DC Y % 9 L]
HAREEM, DAPREN, ANFERETE Ca™ -CaM
SEE I HR B L BV IE 2 0 A T LEC H Y L RIS
108 TR 0 A T e R v PR o A0 Y N B B R —
FHRA IR, Gao % BT K B, miR-29b i 1]
LIS DC & LEC 45 i JR ] 4% 3 18 WP & alphal C
(CACNALC) fyZRIK 118, 10240 Jf P 45 25 v B BRI
LEC ITEPE, SR, RO B RS RS 5 e S LI R
WA, AL AR P S B Y SN R BE 40 A P S B T
By — R EAE P AL, PR 0 471 R 240 PN 5 5
(AR AR A fe it — PR
3INGTRE

H R IR EE0E 1 F LN 2 — AEGRIT I kA E
TELAFARIOTT R BEE 77 7 AW BRI KA
G T B HE AL | S B PN B 0 A AL 5 AR AR S A 4
O AT FWER EMT %545 ¢, miRNA 5 (1 9 i & 2E
B KR Z BN Z WP E TR, ASCEEE T miRNA
AR Y KL 2 5 R R A R R BT
HEJE B AVFZ miRNA K BRI 0] B 5538
WA AR, AR — BT, HA] DL & 1 A2,
miRNA TEARRA B RIRTT FIIBT A B A R A
S %30k
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