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Abstract

* DNA methylation, as an important form of epigenetic
modification, plays vital roles in the occurrence and
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development of diseases by regulating gene expression.
In recent years, with the rapid development of DNA
methylation research and the continuous updates of the
detection method, it is reported that DNA methylation has
become an important way to explore the pathogenesis of
various diseases and new treatment methods. Many
breakthroughs have been made in the basic research of
DNA methylation in different ophthalmological diseases,
including corneal epithelium repair, cell adhesion and
abnormal matrix remodeling of conjunctival epithelium,
ocular fibrosis and glaucoma, oxidative stress,
inflammatory response and cell damage, the relationship
between different DNA methylation levels and ocular
tumors, etc. This review aims to provide a new idea for
the pathogenesis, examination, diagnosis and prevention
of different ocular diseases by summarizing the relevant
studies on the regulatory mechanisms of DNA
methylation in ophthalmological diseases.
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DNA HIEEAL R4 DNA 281 48 2 O s 2 7 DNA
FLFEFLTE ( DNA methyltransferase , DNMT ) HHEER T,
PLs—Bt = R VR o W BRI, LR g 485 5 7 23R
B—AH LA et i R REREAET,
DNA HUEARIRAS Ko A= 2, 5 R FUAR N IR EE 2L, 7 A2 0%
A%, DNA WEALAE h e RN EEMRANAEZ —,
C RN W HUIR A iy R B rh R 45 SR ] A A5 PR 1Y
I PRI 2 A ok BB i AR LA e B Y mT 98 M | BB A
NEEREEAEAY, I B LLis A 0 Ty U B Rk, AR R,
TEM BERRAEIR P T CHR | 1 B DL S I B |
AR A ) 2545 48k, 6 & DNA HUIEAR A5 12 R 95, 0
AN TR HR AR AR LI B B S B TR AR R i 1],

1 FPEER

SH DNA W 3Eb 2 5 M e m kB k™ T i
DNA HI AL TE fig 525 s Bt B b PR B E 2, I
WA BA R #A %635 DNMT1, DNMT2 . DNMT3 ' | £ Ji&
R E I E] DNMT1 3k 1, % /& DNA 1 fk
JKP T 1T 98 DNMTL ] 300 i £ 51 Rz 200 e 484 58 K 3T
B EEG @A,

Fuchs fA & W 2 & 35 A B ( Fuchs endothelial corneal
dystrophy , FECD ) 8 & 77 78 K f 22 5 H IRk 47 50 Hovp
53 T R DG PRUIR H JEAXT ff E  B2 DB 2 G E 28 Al
REVE A A L B T RE(E FECD A B8 B R 2k . 41 i 41
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BEF H UURUE FECD BRSO, Snail 1 ZEB1 2 4
M/ JE s L R, 7E FECD M3 b 33k, miRNA St
a3 516 FECD S B4 A7 50, miR-199B & H
FAL T 98 miR - 199B - 5p, W45 Snail 1 ZEB1 % [H ) %
B HRR I miRNA 31k T 5] 40 i 0 3% 5 TR
BB &R KR

2 HIRERR

SR A2 25 Mg v 1 DL, A B BT BRE5 I 5
AN E— R4, Arish % ZHFUR B R BRE B A
2H 20 B UL R 2 ( murine double minute 2, MDM2) 3 3
TR AL, Rk B, p53 KA T, MDM2
JE IR R F p53 B9 ALY DNA Ak A& i
W pS3 LS A, W] ps3 FE ST DA .
A, BF 5T & B, 3R B 4L 20 b B 5 A R e 2
(transglutaminase 2, TGM - 2) W) %% S 46 v 25 X E -
cadherin J& X5 2lF CpG & 5y W 34k, 56 0 4 Jm 2 11 8 2
( matrix metalloproteinases 2, MMP2) %% 5% 4R 57 55 T UiiF
Ko CD24 (e R IR AL FF CpG B R H AL, 278 KL 5T
(MMP2) E A FI40 I ( TGM -2 ,CD24 . E - cadherin ) % [t 4H
SEHEIH Y 5% DNA IS4k 5 30IRE A m A G,

3 EHHR

OGRS —2H LISk 22 40 S VTR LA Sl S 4 )
R R RRAE BB . ST R B T G IR AR Schlemm
7 PN B 2 L R IN R T A A A 4 i PR 4 R K T
/NG ) A R AR 2F 2 Ak R 3% AR AR K F (transforming
growth factor, TGF) B1 2 A4/, $i £F 4 fb £ [H RASALIL
FIRFEAT, DNA HEALAM ) 5-E ML H (5-azacytidine,
S5—AC) AMHILF4E 4L B8 DNA H 3R e S 801
IRH 7 el Be R T OCIR Rl 2 — . ok, 85
ifi il e 22 S OGIR I pl 22 52 P 1 F 22 I Y 5 OGIR A L
JIES i M 20 T | TR O A 40 S TGFB1 3 3l 1 3 Ak 7K - [
KU SR G AKST3E N, % 7 6 IR 385 0 AR T2 Pl 8 5
i e S
4 AMkE

F P B2 F 25 A R 1 A A R A AR 2L, DA T S 3K
PR B 1 B AR P T K A VR A . BT A, R AR
A DNA AR G R Rk At AhE i 22
S AL PR 5 R A B R A0 B R T AR G A e
rmRAR b K AL R GR | JCVR IS BR H B 5, 2 B AR
WS e A AR B O T 3 A R S A s, N
KU,

HUAPT S A 3 PR gk 9 5 4 E TR 28 e H ik
RS P15 HUR I FAE R SR A e AL
AL SPURAAE T A, S A N O 0 & A . Nif2/Keapl
SENUAR BT E AL VLR A B 258 B, B E2 A G
(nuclear factor erythroid 2-related factor 2, Nrf2) S S
WRTF, W] EE Z P E AL EE ; Keapl Bl Kelch FEFRE AN
BEAHOCEE M 1,02 Nef2 B SREEE , PHE R0, s
B IR Keapl 3 KA 3+ DNA H ALK FREAG,
Nrf2 FEPEWSS , S ECR AL R G R A, AR b B 20 i S Ak
Uﬁt[zﬂ .

5 #L W B e R

51 FIREXHHABEMY  F RSB EL M (age-
related macular degeneration, ARMD) SR 2R AT R
VTR AR € B A g o R ) N e 1

(retinal pigment epithelium, RPE) DNMT 1) 33k K &,
TR AL KO SR ST & B ARMD £R 2 M E i
DNMT ik Btk 1 42 B ARl FE AR 2 8] DNA 3%
FEAEAEZE R, T RE B TR A 08 M 5 E S AN BB 58
A ARMD 1955 BER 5 | A0 i 7E 285 52 2 10 A= )
RS TP EA I A AR S T R B 25 5 A AT L)
1 SR T B AR R S5 vy XoF A4t i Y AR K s, 4
JOEH IR —S L R WA by S8 A0 IR iy ) DG B 2 1, HL R 3
T7E ARMD B RPE/ ik 46 15 F1HL 10 i et 222 S, J2= oy FY
SEAL KT 198 ) 2L e B2 R A Ay S A g 38 7 1Y
TR, S AR TT I 2 4 R DNMIT 9306 2, 38 i 00 194
DNA FIEAL/KFE ! ELOVL2 J K 54 | A e v e A
K HINREZ 2 TG BT-5 B, 8 40 P J5T 19 107 38R 2k ki
IR BERRAS . BF9E & B, ELOVL2 £ ARMD 83 b F 9t
A, IR AR 5 T3 ST PP A 410 o 500 0t 2 HG vy PP R AR
PRIZFB AT LR Tl 2

52 MERFUMER T B IR 0 W 95 A2 ( diabetic
retinopathy , DR) J& 4 1 /&7 IR {5 6 4 1 A8 3 B 9875 2,
TEPES e AR 5 | R ST N B O, S B R AR DNA
( mitochondrial DNA , mtDNA ) 45 ¥4 32 451, PN FZ 40 it 5¢ i Tg
REAZ AT, 5 2 5 R 10 40 D00 S4B 49577 00 1) S8 e A4 e
ik vT 5 2 2ok AR fil-& 2 H (mitofusin 2, Mfn2) B 34k, i
TR SR A5 5 e S R SR HE R DNA H 356 Ak 410 4l 751) w417
il Mfn2 F3EAk st 00 s 2l g0

g I W 7K {0 R R RS BT 4 Je AR T 9 ( matrix
metalloproteinases 9, MMP9 ) Z£ [X J7 3l 1 B 364k - 72 B 34k
TE R A I RS2 4 2] A 2 ol R 1 T R e A )
DNA B SEALEERG P , 3G MMPO, 5| /2 i 40 o 55 S5 i 1)
RECRE, A 1 [R) B 2 b 2 R T i By B 98 28 DR R 110 Kk
R SOD2 KR 2 51 BT BRI A i S i i
MnSOD i, H it 8 F 76 DR B & o m B 3465, LA
SOD2 & ik Wl 40 i B PR 51 (1 mDNA Y EE B
MnSOD BEASALLH AT /> MMPO 3 311X 5 DNMT1 454,
B kLR 05 5 MRS T, Ras OG0 C3 P93
# 1(Ras-related C3 botulinum toxin substrate 1,Racl) J3 3f]
F X BEAC U Racl B0, B 05 PR 42K 738, 51 5E
SAALRIEET . DNMT 1 i 571 P05 Ak 570 249 T 98 35 40 1)
U AL B DNA WA, 4 #5450 b i& )5 °F 5, FH 1k DR
iﬁ}%[ﬂi{iﬂ .

DR A A1 I 4> 56 41 DNA H 64k K B B 1
AN A T I IR B A B DR S R, DR AR A1 R I
F AL R o e 1 o R afi R S P DNAFR 3k i 28 T
REJE DR 2T LEMIbR Y . Ah  ORAr R A 3% Jr =R
it B A A7 B T 98 508 R A8 2 DNA H BRAR K| $i B
TR HIE 2 00 P S A 4
6 AR AR AR
61 HEREARRE #HIERORBEIE TN
BORAN BRI R, SR MAT R UG H 2, T
i B HLHIAT B TGRS E AR B[R]

RAS 2 X 18 Z % 1A (Ras association domain family 1
A, RASSF1A) . BRCA1 #H 3¢ & 1 1 ( BRCA1 associated
proteinl , BAP1) J p16™** J& 5 ULy L4 | ) 2 I R R
JE 1 RASSF1A (BAP1 J¢ pl6™* i3 gl & H J Ak, R &
IEFRE HAFIE & B 3h T 1 3Rk 5 R e A
ST DNA AR AL A i 750 Ak BT 336 0 g 2 R
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LN 28 DNA WA Al ge ik 1o, £ F I & 2E
K, BOFIEE YU B O R P A A
B TR, 704 4 PR (8 R R i NS s 1 S
IR IEAL | HL5 5 R XU 38 A G, 2 e 1 i 2 T (5
FRRPIETRIT AR AT . AR F 11 (growth
differentiation factor 11,GDF11) VA7 4l Mot ss T -Z4EY)
R, Yu 2 % B Bl 4 4 GDFLL J2 3 CpG fif
SARH AL AR B U S T AR IE R 4 2L,
6.2 WL EEEF AR A I B R 0 R ik A (RB) A Bk
2 B8 1 S A0 I JES B 441 Jif 973 ( retinoblastoma, RB) & 41
FHEHLH, RB B H o RB1 B KR 3l 75 AL R &
KA, LR BERE T 2, A AT ) S, S BRI
(9 % A T LA Mk AN RASSFIA | MEG3
APC-245 152 DNA LA | 25 25 FBEAR 5 b B ml 536
e HLEh R
7 INEE

FEWLIE AL 27 T] LI Oy ik PR - PR IE Y TR A, S ST B
KM R AL S AR B %, HAT, IRBHE P h DNA
PRHIRIFSERAL T4 20 B B, 645 DNA H1JEAR B 5 4 AR 119
R AR DNA B AL A [A] IR L & A2 & i vh
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