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Abstract

¢ The occurrence and development of many eye diseases
are closely related to genetic and environmental factors,
among which epigenetic modification is an important
bridge connecting genetic and environmental factors. It
can affect the levels of related genes by influencing gene
transcription or translation, thereby playing a role in the
pathogenesis of ocular diseases. DNA methylation is an
important part of epigenetic modification which is usually
regulated by three processes: de novo methylation,
maintenance methylation, and demethylation, and plays
an essential role in regulating gene expression. At
present, conducted that DNA
methylation plays an important role in repair of damage
to corneal endothelium, mitochondrial
regulation and diabetic retinopathy, oxidative stress
response and cataracts and other eye diseases, providing
new ideas in the treatment of related ocular diseases. This
study presented a brief review of the role of DNA
methylation in the development of related ocular diseases
and provided new perspectives and directions for the
screening, diagnosis, and treatment of eye diseases.
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FLAE 1944 4F Avery 451 FE W55 il R ER B R A7 AE
A E Y R & BT DNA H3E{R MR, 3 20 42 80
AEAR WFGEIESE DNA F LB 2 5 T 2k B 4 4 i
MRS E Ay R, AW 2R 5] DNA H 3Lk
MR TE AL A Ak A R AT R R VR, DNA W 3R fb &
1 J T R IB AL B 1 Y0 | R st A% A8 T 2 4 E AN el AR
DNA FEA R4 T 7= A F e ml g 4% i R A As 4k, JF HL B
FEIRBIAR L RE 0 & A T vk ke A BB I Y
KR AR AN R I DNA HIE LB mT RS 5 T £
AR5 1 & 95 E AR, €045 Fuchs £ B Y B2 85 32 A B ( Fuchs
endothelial corneal dystrophy, FECD) . ¥ PR 5 470 I AR5 25
AR AH DG B AR M A AR A A A0 I S 24 i g A
8 R T ZR R A | XA R D R A A R ML A B
BB 3R 7 s AR T L A SOk DNA P AR B M 7E
AR5 T A VR FAE R 250
1 DNA HE L 1&if

DNA R b A6 1 2 o Bk BRI 28 WL i3 AL 48 4 322
— B4R i DNA H LA RS K S R B AR (S -
adenosylmethionine, SAM) PRy HR 35 35 A e TS i 3] CpG —
REAT IR 0 g e 5° A7 Bk SR LT B S— Y FE M 1 (SmC )
(B 1), DNA FBLARAB i 2 —Fh 8l 25 w] 396 0% B4 s 1 3k
P2, K8 DNA FF 344828 ( DNA methyltransferase, Dnmts)
BAEAE, Domtl S22 55780 B LR R il S0 T 4k 15 F 31k
It , BIREGS K DNA BUE i XA — 454 F 3L 1L 19 DNA 52
4B A, i Dnmt3a A1 Dnmt3b $U47 M Sk B AL T fE , 2
TS LA 1) DNA 6 Ak 4 78 JE B Ak A7 5 5] A H
BN RBMRY DNA #3735 0 P Rt

DNA H A& 1fi % & 4 T CpG & ( CpG islands,
CGls) ,CGls /& & CG JFA I X3, 38 # 77 4E T3 g 3l
Frp L FEIEH P, DNA F AL B A 1 T SR
TRAYIE 2T AR AE A JE I UCER , — B DNA H b i 1
KSR A EER N & A, HRETEAESS, DNA
3L A 184 5 22 Fi R BL 92 05 2% VD AR O, 528 1) DNA 1 3%
FRAB T 7™ B 3 AR R f
2 DNA REL &R EFRAER
2.1 DNA REN &5 f SRR R
2.1.1 DNA BEL &5 FECD BN 4l e
X TFAERFAE B 2 G H 2, FECD MBI R E A
B2 —FORUAN] £ 55 N B 200 B T B I A 5 | & %) ) ISR ok A
P13 8 B8 , o A & % FECD R & 1P FECD, Bf
FEFRW] IR NE FECD 19 £ FEE P Kz 28 il miR—199b )5 3l
T DNA = H AL S5 miR-199b-5p 263K N, i HLi 45
HYHOIEDN Snail F1 ZEBI kM40, IESZ miR-199b-5p Al
REAE A T B o 8 2% FECD %9 i J ) W A 36 97 4L i
Khue %57 % 3R &M FECD HAE K SLC4A11 13 3h 7
DNA 7 34k ] S 380 SLC4AT11 FEK PT SR, 78 1 52 ) 2 1
EEIRE , SRR BN KRS B, I 3 F X ) DNA
H AL B M 578 T RB 5 FECD A G,
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£ 8 \) ’ , N
E 1 DNA FEWLEHTEE,

212 DNA RENX IS HEMAERER MR
H: BREER A B A2 W 5 2 BN S A 3 . f R
B A 40 DR A e i o T 2 AT 1R 2 A Ak i Ry IR R A
MEAb # ) B  Z — . FE A RE R 0 BROBE R R kB,
Dnmt3b I35 THE S50 mTOR J3 )7 & 2 3k H 34k
{45 mTOR &35 T I, DT 4E 2% £ M55 A 1 45 A0 A
JIFSZ DNA W SEb84fi 7F PI3K/AKT/mTOR {5 54 h & 5
YEF . TIAE Ff s 4308 A2 ik A v & 3, A 5 b Bz B4 A
i@ Dnmtl 1 Dnmt3b ik 3 FFT FE &L HE H
DNA H 54k 338 2+ 1 [ miR—200a F1 CDKN2B 458 i/ £f
HE B 405 TR A R R AR R 0 A A A
BRI AEZTYR A B AR R —Fh ] e S BOL )k R
B4 A B 5 0, A2 3 38t % R PR 5% TR 2R 9 WL EE B2 1), Kabza
SN N A E 4 2 E AT DNA HY 38 A48 i ) 2 28 [
HEMRBRA LU 12 A TR 6 A4~ L EZE R A T 26 E
B B4l 25 S DX I, i — 2D S B, o I AU R
WNTSA Al WNT3 §40 F X 3855 B DNA 3L 4k &4 51
#T WNTSA R WNT3 FiRE, 368 DNA B 54k 16 1 fig
g3 i Z R TRIPL IS I WNT 3 5%, 2 59873 /1 1k
TR FEThRE . IRALURIR B E £ 54 4k %)
A, FE 45 B b 2 20 1 b % P, miR - 200 7 8555 311 10
DNA 2 H AL X T 18 2% N 25 R 1 Bz 200 e v i i) 72 o e £k
FEREE ) LR RN, R T R R AL B
RUEIT 259 TIRYT 5 1 R 40 18] 78 I 5 Ak AH G il &5 gt
Yg , BT S E RO TR,

22 DNA RENXBIFEEEER MA KR (uveitis) &
B UL R P 5 E PR, ™ A T O i e e & R
B, FRATHTHADE 5% A& 2R, 48 4 I 5% B & AN i b DNA &
F LML TET2 193 B 235 6818 3 3L Notch1 FE A 1 ik H
HeAb  fEHERI LG CD4™ T 40431k A Th17 SEA¥E, AT 52 1
A RE A B E Th17/ Treg LU A5 , 2 B Notchl JEPH i
R H L1k 5 ) B 6 10 AR s DA 5 0 B AR IR
S50 Sl A R BB A L I A R 2% i SR I Ah
JE i AL AN AE FOXP3 J5 37 F1 TIGIT £ ARy CpG L
R DNA HBEARAE Ui K S AIG  38 2o 4R S0 Ty e F 5% ik 55
Il PREZ A SR8 TIGIT (Y 2238, WA Il T 240 Mo 34 5
ORI R KRR R AR TR Y FE SR
H B e VR 2 48 (BAU) K BURE I i b W8 2% 5] Thx21
BIPAS CpG 25, Fl Rore [—> CpG A7 55 7E EAU HA (] i
7 A A AR AR, BRI M Th A1 Th17 7% 56K+
M IRIFE I EAU B9 & RN | Zou 1 1E EAU K AR
AU &% 1, DNA H ZeAb 0455 zebularine 7] LI ] CD4™ T
21 it 4 1 HIR P 2 AL I 481 47 , $ 7R zebularine 45 7T A
A 7 25 B AR BT BE VR TT 25 AR I 2 I PRAE 5 T4l
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2.3 DNA BEAL &1 5 10 M BE &5k
23.1 DNA FEWLXEIGFSEMRMERELZET Z U UEE
DNA H S B MR 7E 14 22 3h ) i) 00 90 i % & b & 4% LA
o e/ BUAL R R IR B AH 20 B2 ( retinal progenitor cells,
RPCs) Hfv, #5 il LT FIAAE 'A% 5 25 R 22 3K 19 i 3l X 5k
o AL, SR B A G B AZ 7 v 3 B X AR T
RPC 2 oK H AL sl ik FE 321k (9, 1IE 52 DNA 25 H Mk ik 45
JERRR I G IRAZ B R E T, AN AT BT R
HHT, /0 B IO B AT Ol 2 1 1 4 32k PR 201 PR A8 T g
Bl RIS K T AR AL, S AR IR A S& 1) DNA 3Lk & i
HIAR LA SR BEHLAG | T e G o 70 4% R Xk 7 28 B TR,
DNA H Sk 6 1 285 i 7 14, TET B B 3 e 4k ol 32
S | I F e A kg P T 1 I R R R i e W AR il
BRIV bR 18 5, fE 0E PR B 25 W Ak, 7R AR & B
TET3 J& DNA 25 F Ak R0 90 s 7 A ) o 22 PR 36, B A
DNA 2 F 3L Ak BB 65 714 Bk 3¢ UL 38t % B 15 DA T 1 2 40 1)
JEELS PR DNA R 6P A 7 00 I 5 % 7 3 o & 2 0
PR 23k 1A 1 90 A R EEE
2.32DNA RENLEIGFSERFAMBERET  FERMBUL
W 7% A5 ( diabetic retinopathy , DR ) & ¥ JR % H UL Y IR S
RS, ] S EOR BRSSP A, AT B, B IR R
1AL I FIES ok 1 b B | £k AR il & 2 () MFN2 3 8l 1
DNA F AL G 8O 3R F I8, 10 Dnme 390461 771 B8 % 4t
FEHE PR R SR ARRR S T DU v A ) S
AR R R B A U (CBS) AL Y Y S
PR 8 JE i ( MTHEFR ) B9 )3 35 F DNA & H 364k T DL 3 [A)
TR e R A L 3 A T I 0 2 e R O 17 2R K
SETH s, DT B84 T4 0 g A XU 207 ko A AR R AR .
BN AL ACBRI 181 1A H 24T MeDIP -seq 0 ¥ J5
3 o R U R BB R A T 5% & 30, IR X5 DR AR D) 5
I A DNA 34k A0 4 1 B R Y g
FYEA R B12 5 2EHF (R AL e 2R A 2 U0 G, Rk
FNFTIT R A4 B12 W] BEAE S R R AL I R AR
B & AR BRI DR A XU, (H G 97 RO 5 5 19 DNA
AL EI 7 i — 258 . LAk, Dnmtl 7ERE PRI
R DO R r 23k T, L5 | A 22 B2 R 11 JVE il ( serine
racemase , SR ) FEIRHE N, F2 W 1E 1415 IR 7 7T BE & HE MUl IR
S AL T I e B A B T RN, , 2R DR [ kAT
I, Domt P11 7T BEK R IR YT DR WA 800 2, HHE
AL SHIETRYT 23 RIE FH T2 75 25 5 T 40 Do
W25 5 T RE A — 2T

Racl Jg 31 7 H3K9me3 B3 INAE B F Dnmtl (1715
k., Dnmt1 38 i DNA B 3EAL 56 H LA N Racl 235, (f
3 Nox2 FeIRTh i, 7= A M 715 1 S 408 473 100 19X JIE 28 et 1k I
77 S5O0 ) i A5 1 e A= 2 I e e B L RE B 6 1 —
1G5 28 KK DNA (mtDNA ) 1 Racl i3 87 1028 Wik 1%
B4, Ik LR A5, fE9E DR & R, I, (445 K&
A3 7 2 T AT I 0RO R e AR 1 2R s A5 A8 i
AT 4IE 2 40 190 B A i 2 > T X Racl DNA H 364k &
BT TR BE & DR A9IGTT FBX

TE DR [ J ol F v 40 000 5 208 r A iy 452 05 ] R /2 o
FIEAS TR M 3] A (9, Mishra 25> % 3 DNA H 524k
A R SE A8 C 22 [B) 52 IEAH G OC &R 3l 22 I 95 DNA HH 3

AAB i 7K P T dak 25 400 ] R S5 TBC , - RERHL IR DR Y & S
W PR B AE AR S J5 | 400 I B 722 e, 25 Ak 2 3 e | 3
Pl ARIEHEAZ” BLR T BES DNA H 6 Ak A8 1 0 el 2L 4 i
Z IR BRI DG, Ak, 5T A BT DNA R A6 18 i
IR AT DA o 4R SRR B 2% Fl DNA R K B 1k
WL RES 1532 . &5 1Tk, DNA Ak A8 i ) AR 5%
W48 b A R B IZ2 W DR 08 BLBR 249, 1 DNA 3
A 5 | 72 14 35 PR 3 38 7K 18 072 R R TE AN A HE 8 1
4 DRIAYT YRR,

233 DNARELEHEBREMMERRX AREWNN
R (retinitis pigmentosa, RP) S — Pl AR L R AR AT
P, 1T E S DNA H IS IB M UIAE G DRoE R B, 7600
XA S S AEL 40 L 23 A A DI IR SZ e e R v 34 e 47 ()
WA h ¥ HGsR ) 25 F B 4K A a2 2 AT 1 A BT A 3%
P, FEORP BRI PR vk A H0E
DNA 2 WAL 2 42 0 26 PR a4 o], ] D ] 422 i a8
A ERIR , HIRYT RP FFRER IEARE

234 DNA RENX IS FEHEXEERT Y FiIRH
TR PEAR T ( age—related macular degeneration, ARMD) P
— il PR D B R 7 R BRI 3 sk Xk AR P B
%‘?Lﬁ(retinal pigment epithelium, RPE) 2 M gE AT 4 3 K
20 DNA WAL AB 1 o0 A 2 BR, 5 6 BRAL AR Fb, H/ v 18
ARMD &7 RPE 4fiffih SKI,GTF2H4 F1 TNXB f#) DNA
AR B A S SO SR AR B AR DOE 3R 3K o W 3 B AIG, TE 52
DNA HBEARAE M B 284k AT BE 23 2 3 RPE (9 3R WL i85 D) fig
B, 9Kl ARMD f9 % 42 ttAh, 1 DNA Y3 Ab &
S R 3 L0 e AR 45 A 19 7 XAE ARMD A8 35 Fl G BR 4
RPE ZHifiik it T 4827 4~2= 7 H 4k CpG Fil 456 4~2=
SARIBFEN ik — 0 0k FW s AL 4 AT B E SMAD2 il
NGFR A/ ARMD FYTETERR Y, )2 ARMD BIPEAER
Jre

2.4 DNA REAL &5 5 AR PhiE

241 DNARENLBITEFEEHEEERME DNA HIfk
B B TR SRR E A | e TRt ' 1) o S W 3t 12 3K
AR, 551 DNA A M & R VF 2 968 AE 12 W Al
TG FRAE 22—, Hou %51 i A3 A 21 Rl S 4 b A7 42
PRIZH & 5 A, it 40 /1> 5 7 70 88 R €6 3R R i A R ik
JRARDC ) T AL IR S T B9 Horh 8 AN B 2 Uk 52 2
5T HERBOZMOIERE 17 MEECLpiE S H
A HR AR 5GBS B T H 10 AN HE AR IR B 1) s A
ZH 1% Y B 3L 4k OK 3 bR & (methylation — driven signature,
MeSig) & T H B ALK SF 5 4= 47 F B9 AH P, Yang
AU R L, DLL3 1 F AR K 7 5 R K /K B IEAR
oK, DLL3 i 7K 3234 25 JE 1 ) 2 JIE 2 4 30 FR A
ARV AR A TR S HC AT AR Sy — o A ) 4 5 PR 65 2R 12
PRSP AN R R T TR R

242 DNA RENX B SN WMIEZMARE LM A4
898 ( retinoblastoma , RB) & JL 2 fix B WL A4 HR P9 S M i g
B Y00 1) B v S 1 O S A2 S T A A L, e X A 3
R SEAL B A7 0 2 RS R AL 1 RB L I 5% 490 o 58 AR L At 490 190
FEE 55 1 S s S A T 4 SE PR 4 R 64k A, RIS CpG
D7 ST TFAP2A ()R UiF 2k bp 4k, IESE TFAP2A [
FACIRS T REZ 2 W RB (9 —Fl A 80 F-BE . Mao 451
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M GEO iz 5 & E] 59 NP2 WA RB ARAS 3L R %
TR R -0 He A kg v 2 S0 4 AR T 2, % B v 12
VA AR A S 4 DNA 5 H AR, 3R B DNA H 3t
PRAB R (1 28 AT BEAE RB F i 41 i i i v ke SC B D, 1%
KINWEFE RB 1Y 53T AL R IG R G 2 36 97 $2 4108 19 3%
1o B —IRFSE &, R /K 5 RB A4 iy 4 20 A
FUMIFE A RB1 3 31 DNA & F A0 $ R B il (30 it
KR B 7K H A 3% 25 2 Y DNA ( cell—free DNA) 77 RB1 i3
31 DNA H AR B K7 W BB % S Bt RB 1Y L SE 1
B, MR RB AR B2 W (it T rl g

2.5 DNA BEWLEHEE R Burdon 25 il i & 5K
ZH BRMERTSE & P, CDKN2B Ji 37 1Y H 3L AR 5 ml B &
EH AR FEPE AR v BB A G, Asefa 451 38 1 X Ji
BT RS LR B AT A SMR /v R BT 27 4
JEU& PR TT A BT G R (05 DNA F 3 i i, R T
FBALAAE TR P I ER . e R 2R G E 2 4k &
PEFF AL OGHR B F UL Y, AR AL A R 1
(LOXL1) fy 33k i DNA H LA B i e (R B i 25 45 fiF
P R AR URE TR SIS R WL A A8 A Y 3 R B P R IR 255 AT
B TRIT RS DT B KA I B S B0 L IR A 2
H# Z— ¥ a) by K AR PR B A 1R 7 75 JCHR A —FP oA ik
. Wan 25 E W58 & B, 4B KAMEIR T 7(GDFT) I
B 7L H AL RENS ML UE GDF7 LR 1 4% 5% 9 S8 GDF7
FIRBEIN, GDFT (1 3k 7K V-1 A 4 /N 32 X 45 4 4k, 51
AL P K I s> I IR R T v, 7 R B A /N g
M2 AfLEA T DNA B SEAR A& i 3 AT, & 0 4 56 R 4 i fb
B RIEAEREE TCFRL YR INIG i, i fii ] TGFR1 Ak 3%
TE A /INGER 20 A 23 S 3 Domt] 355900, 59 OGHR B /)N
AR AR L, #E—2E B T DNA H 3 A B M 7E 75 G HR
RIETRRVE . R, DNA F AR 4 o] i g iF 93 75
JEHIR ) 2 L35t A5 AL ol B2 A 1 DL At , I L AT R Ak — 421
BRI B

2.6 DNA HEWLEIMMERARNE e RMEANFEERER
G2 kB RO & P E R L A B B i IR R —2
B4 RLHIR 51 R P P e R LT Jor A IR 2 R 1 P e 1 1A
ek B L R IR ML W o R R M e RE T BE . Liu
A8 O 5 3 o S R A PN R R NG 1A PN R 2 3 A
DU BT K 2 S Ak PR Ak DI, F S A% 00 35 PR 7y PR 3
AR AT BE 2T P g M 1 S R 40 B fe) i 32 0 T e L 51 R
WBE, 7 = RO L IF KR N B Y
Sequenom Mass ARRAY 7 R & Bl Pt S 1L 2 [H GSTP1 HiI
TXNRD2 J& 8 FH 4 & CpG Xl i 5k, S8k
IKREAR , A AL RS I, S8 B & A2 A
SR A SRR A R Y DNA T 4B A& M /K - 1T RE
R VR RER S R Y PN R AT L

2.7 DNA HEWLEBIFEEM T &5 L fEp
WU CWIRR, PR kM, KA -1
(LINE-1) (1 H 540 7K P 30 40 B 3 R e 3 258 /N B B
b T2 TR AT DL ) FEAIR Domt] & 9 LINE-1 H
FeAb K, UE 52T A0 AT AE S5 DNA B Ak & M K F A
T LINE - 1 0] BEJ2& 36 97 30 A0 A0 A7 208 A5, Seow
LIS AT A U E AT A R IR 4 DNA R S AR 1846 40 #r &
PRAE R R P ILZE AT 5 4 CpG i AR F 54k, HHe Wy
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FCH BRSPS 1 AHOCEE D i ik, 5 IRy &4 2% )
FHOG . X 18 e BE S AL L B 5 1E 5243 1) 4 i LR 21 1Y
ALK 58 % B PCDHALO (1 5 3h 1 IX 3 7 76 1% 35
e HEMRRE CpG & HY R AR 3 A A 7T RE 5 B 6 1 i
JEIE A G i FE 4 R JLE I S v BE I L ) TE B A
PRSP T BEIBIRIE L AT 18 B 4~ 12 B
JEE TSR B IR AR AT 4 L A 2 FR A o B | 55
1541 A~ LAk CpG X UE S RV 7 5 7% 38t 1% 110 195 1
PRI IR Z A SN ) AT RE AT 2 5 o gt A M AR O
PR 7K o X 5 3f1 25 3 A K B 2R i) IR I A 7
DNA HUEAR B 3 87 K B, 36 4L 4wk Ji5 R R AR AR KA
T LIGF=1) A8 TR P 3 AL 2 IGF -1 e sgok -4 i
TR R FRIK AW DNA W BB RS 5 Tk
WL R R B[ DNA LG i AT LA A7 3T A0 F 42t
BT
3 &iE

L5 EFTik , DNA HISLAL B M2 — Bl A 98 S DNA J¥ 51
R BB T 3 a4 D A 2k KPR R 1) K
AR R A A o BEE deE o P BOR B T K i, A
IT%F DNA HUIEAR A A IR B R A, 4 DNA HI
SEARAB A B9 AN [) B A A A5 B K28 A 53 A LA HR
M R R R P VR T, X R 22 ) R HR g A A i i £ s B
BB B2 S, R, DNA - BEAb 8 i 4 A 56 AR ) 2
FEARAS I SORE L T8 B2 12 W, D R 5917 300 5 BHRIDRS v
TR R AL TR
SE 3k
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