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[ Abstract] Epigenetics pertains to heritable alterations in gene expression when the nucleotide sequence
remains unchanged. Epigenetic regulation mechanisms are diverse, among which DNA methylation, histone
modification and non-coding RNA (ncRNA) regulation have been studied in depth. Epigenetic regulation is associated
with a variety of human diseases. In the occurrence and development of retinal degenerative diseases, many epigenetic
regulation processes such as DNA methylation, histone acetylation and ncRNA regulation have changed. DNA
methylation is one of the important regulation processes in retinal degeneration. Aberrant DNA methylation patterns are
associated with retinitis pigmentosa ( RP) , age-related macular degeneration ( AMD ), inflammation and oxidative
stress. Histone acetylation is associated with RP, diabetic retinopathy ( DR), glaucoma and retinal nerve ischemic
injury. NeRNA is associated with RP, AMD, pathological angiogenesis, and DR. In this article, the application of
epigenetic regulation in retinal degeneration was reviewed.
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FEW 38t 1 2 15 70 Fe RAZ T IR 7 90 AN R A BRI DL,
RFEIBMIIBER AT Al e i 2, I & SRR,
SR YL (5 B 2 32 DNA JF 9 R 4% , (H L 3% 32 0L 14 &
R, L A% 8 P 7 SN2 R HLR T DNA (b LA
&4 AE % 5 RNA (non-coding RNA, neRNA) i #J2 H IL 19 &
WAL B R 5 0y R o B NS 0 I I AL T i IR

AWEFE, R 2 15 B T T K R, F AT E R AR W R s
FE— A PRI RO 3 A% A8 A K A T R AE Bl 28 R TR
5 O LR RGP I 0 4 2 Bl LK R o T L
O [ 8 1 R 2 — 4 AL IR IR € 3% B 40 A D' SR A2 4 4
i 5 A A 5 2 T A A 00 T A R R AR ) B0 PR IR R, B
T 0L JiE 5, 3% A2 VE (retinitis pigmentosa, RP) A I ] 5¢ 1 3¢ BT
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A5 M (age-related macular degeneration, AMD) H# JR Ji 28 % 5% g5
7% (diabetic retinopathy , DR) (5 Jt IR 45, 2 WL 38t 4% ] 455 76 10 19
JEEAR P 5 RS B AR T o AR SCOKE X T 3R W st A% R 5 O 1K
A IO RS P G v I T 9 AR B AR R SR A — A 4

1 RYBEE R

DNA W JE fb J2& 4§ £ DNA W JL fb ¥ #% B ( DNA
methyltransferase, DNMT) i /F F T, CpG 4% T R itd 185 g 5 Vg
M GEE 1AW, Y 8 5-HY BE M W BE 1Y A ) o o AR
DNA HJEALJE H BT 52 5IR A 19 R st L 2 — 2
W FL S 3 B FM AL R 4 Uy AU HLIAR DNA H L 2
it DNMT fifb 28, i FL3h ) £ 2 F 2 28 DNMT, DNMT1 4k ¢
DNA W BEAL G, 2 2 7E DNA & il f 72 v 4E 5 DNA B JE LK
F- s DNMT3 J2 5 57 DNA HT AL A, 32 2208 R 09 HY A7 6
AT CpG Z TR T 1 X IEAR K CpG &, CpG & &
DAL 1) 32 BRI AL, K 2 BRI R 3l 7 XK A CpG 5.
DNA HIEAL T BRI T CpG B 17 R 11 %5 3 I HC 78 ik T 114
WAiE .

41 1 (histone, H) & 34 (8 Bt 1) di 2 & O BT 70, 44 0 5T
B SEAS G54 B e —— % /MR 2 A H2A 2 > H2B 2 > H3,
24~ H4 A\ TR A 147 bp 0S8 (64T 19 DNA 20 8. 4
AT X EHE, SRR B BTRF ISR A A 8 B i 77
FOCHEA OB EE R A TE H3 H4 1 N 3y Lo 8 AR 57 19 381
MR AL E b, i 208 1 2 Tk 5% B I R 4 28 1 2% 2 184k B (histone
deacetylase, HDAC) {38 47 , 20 8 1 2 BE AL 7T DL 5 % (8 4R 40
% KL N B RN B3R 5 18 M AT 2. HDAC ) ] ] ( HDAC
inhibitor, HDACI) B 51 2 20 2 1 F AR 4148 1 09 5 2 BE Ak, X #h
ZRG I BA MR AE T, AT LA 40 B 0 T, B A i
75 38 15 45 R 22 8 R R T 0 Rk, R B R R
DNA H 54k F1 41 25 [ & i o7 LU AH B fF FH, DNMT1, DNMT3a
DNMT3b 5 HDAC2 5 HDACT 0] LA % A= B[Rl il 7 1

NcRNA J& 8 A g i1 25 11 BT B AR B9 RNA S 5K, 32 2 4 45 fill
/N RNA ( microRNA, miRNA ) il & %% JF 4% i RNA ( long non-
coding RNA,IncRNA) , MiRNA & —2REEHRT KE N 18~24
ANBEIE /N neRNA, miRNA 7] 58 25 mRNA (1) 379E # 3% X F
S8 A, HE B U1 4 L mRNA I £ HC R AR, 30 ) 4% 5% 5 IncRNA
B —Z KT 200 A>Tl A A9 neRNA, W] 5 8 H BUE i RNA-
TR B A AT b R R SRR i H AN T4 mRNA 57
Y, E A RO AL B SR R S JE KPR R R s
MIRNA 1 IncRNA 755 5% 9 7 14 31 % & Bl 50 72, 0005
O LA R AT RGBT T e R GBI S

2 RUBFFAESAMBREERR

2.1 DNA B34k 5 00 R i A5 1

DNA H JE Ak J2 HR 3 35% PH 22 3k i) T B0 R, LA SR R 3%
KPR R G SCEIEA R B 2 TR R R T RA L0 R
JEFETE TR o SR AR BN S RP CAMD 00 D) 440
AR B B TR 6 T A 2o R I L o B R A GO

DNA R AL 558 15 2% 3R B8 R % AR 3 ) 160 4% U0 A 56, 8 4
AMD % DNA HIEAL R BT .

IO 2 A T R RO R 2 kR R
DNA F Ak g A w1380 4 00 000 s i R o g S PR Rk
YL DNMT1 DNMT3A Al DNMT3B 45 5 0 i B, 51 2 10 3
IS R R Al K P B 8 ARG, S AR 2 78 3, A4 e 2 0 IR0
Hi 8] (electroretinogram , ERG ) 5 % , & [ ¢ 15 % (A 26 I, o6 &%
P20 MO P K 2, 5 T A R 2 Ml S A A W R R A
DNMT1 2% 51 2R S5 /N B 19 P o A% 1 52 i) 400 1) o
Z2 I A I, P 190 B o 2857 20 L ( retinal ganglion cell, RGC) B
W 5 AR O T B A A R AR IE

RP B rd ] /N OGRS 8% Y (0 00 S, VR G A0 1 g 38
DNMT3A ik B ETH& ,rdl N IE R S 5 418 T A7 T
TR T 25 % M 2 2% 75 (9 3 [R5 Y 64k, 10 4] DNMTs W] 4 4%
rd 1 /I BP0 A0 R R O R 37 2% 40 I A DL AMD R
IL17RC A% H HE Ak, 5 350 I 155 A 1L i b IL17RC 28 11 1 mRNA
K@ TR . AMD % DNMT1 Fl DNMT3b 3 3% W] & 4
I KB AT E 1R D 2 AR S B & R S b 1 B AR AR
i, M R K B B TR R, AMD B E LR K b e
(retinal pigment epithelium , RPE ) 4ff ifd op 2 Bt H ik s-%% 5% i W £Y
mul ( glutathione S-transferase isoform mul, GSTM1) J& ) T & H
Ak ,GSTM1 FiI GSTMS i) mRNA % ik 7K F B i B& ik, GSTM 1
Fl GSTMS5 7 RPE 4 il 5 (% 3¢ W 3tk £5 3 1l 7T RE 4% in AMD g 3%
LA o 4 A 7 8 R T

AL TIOR8 E fiE 0 B AR L RPE 20 Jfg 19 3% o, Hodh ik
o7 38 T A RS A A\ RPE 4 fifd DNMT1 . DNMT3a DNMT3b & SIRTI
)42 5 Fl DNMTs f 35 1 , 48 0T L I DNMT1 J% SIRTI ) 4
PAF DNMTs K SIRTT 9 35 o L[] 50 2 e 4 % 7T 28 35 389
A\ RPE 40 i A1/ B0 190 5 9 DNA P 646 A4 26 11 2 2 Ak K
S DNMT Fil HDAC 3 4 5 3 35 4% , 7074 DNA FJE (L A1 41 26 (4
5 W A AT W AR IR R e A R AR X B R0 B
#mtt
2.2 LR LB R A

RP DR #5 6 AR A0 o 58l 25 Gl i, 4 08 £ 55 S 56 A5 784 v 3%
WL FN L B S AL . HE LB R R ALE M
Ui g7 5K, HDACE KR4 A [6] i 1k 2 45 4, A A3 4 05 015 R 2 R Jik
S VI g 215 MG D R 2 5 B v L R BB A P T R B %
M RE RS (NI IR MR ) A i e s Canh M & A) o
HDACI 76 Fi 2838 1745 55 95 19 751 By 1 36 J7 +F R 3 224 JiT, RP /)
FRUBE 1Y v 2 2 (1 TG Ak B S ik b R Az AR AR T, T 2R
11 2% HDAC i3 376 , 6 48 R AE AMD 95 B ik B o 2 0 42 R4
il 1M %8 A= B AE A, HDACGE 7] &g 3 $2 % RPE 41 b BE 45 E 10 3R
PR AR L HDACE AT AT _E R BT T A A
KRB 70 Bk, F AL T3k B, 0 vd T R RS e A
F-1 A bk & iR K & 2R 2 (¥ 3 (cysteinyl aspartate specific
proteinase 3, caspase 3) B 3k , 11 2 1 W0 B 40 i s 4 4
[ 184 i ( extracellular signal-regulated kinase , Erk ) 1% 1t , & & 2 ifd
70 20/ A0 8 T 5 A 5 T L i b 2 R R
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Feik , HE— A L O s i T

PR 4N (valproic acid, VPA) & —Fh 3% HADCi, H §ifE
MHCBR L) IZ M, VPA BT DLk RP AR S 00T, A 2% 0
JIFRENT AT LA AMD ML 5 AR R 2 0 S L KR
WM VPA X RGC HA (R4 4 " . VPA i aof i o 22
JC TrkB 37 {K % 5 B 1k N-§7 £-D-K [T 4 I B2 ( N-methyl-d-
aspartate, NMDA ) i () RGC € 1 ¥ I 5 28 1 J ¥ 52 2y A 41t
Ui S E R R AR R 1B R Rk 1 /D RUTE R T i IR
JE B 00T % A $EAT E RGC 8 T gl il 248 1k, 6 Bk 75 O
MRAEAE , VPA AT 7T 00 s ek 5, i 36 L 4507, 0 G 0 17 35
AP A ke ot — T R BB ep VP A AT DGR R R I i 2
JEIT B RGC B4t 45" o KB M 2 i )5 , VPA a7 Al
LA I RGC 7% A pERK1/2 [y % 15, 11l caspase 3 3 1 ;
AT DL I VR Pk R 28 R T R TekB fF 5, 10 RGC
i N

i 74 40 B 3 A (richostatin A, TSA ) J& — i ¥ i5 2 2, A L
A28 1 A1 1T HDAC, J2& 40 b B 5 R i 2 8 2 1) HDACGE =2
— o TSA R LW rdl /)N B3 S0 Ak P Tt 4R 388 26 0 S0 =2 IR0
P20 rd /N OGRS ET LU S R epfll /N BUEL
S TR S 2 AT I 2, 0 DA 5 T LA 4 e o, — 9 T
53 6 0 00 190 52 A5 9, 3 5 RGC 73 b RGC Ak 5
T LA /0 Gk 1 5 50 A0 0 100 5 P J2 R P, k3 ERG a BN b DR
i, AR I8 R PE TR 7 o 932300 0 Ik 46 I 2 I 45 J2 AMD
Y —F BOE P FF & E , TSA ] LU ik 45 J 07 A= i 45 26 . Bt
Sh,TSA A LIAR ] RPE 4 Mg fE G119 0% 4 Ja Ja) 390 28 7 3 i 410 )
RPE 4 fu (3% 25 i if RPE 40 X 27 45 25 11 09 26 B, 4 €2 2%
A 7 (pigment epithelium derived factor, PEDF) i 5 A9
RPE 40 MiF# S Ak KT B i S0 oV 18 UL 30 & B
(alpha-smooth muscle actin,a-SMA) i3k, T JAAC M4 4 i1
415 S5 1 T la (hypoxia-inducible factor-lo, HIF-1a ) il I 45
W iz 4 K A F- ( vascular endothelial growth factor, VEGF) i) %3k ,
L I A A AR B 2 0 /B R AR KR R Rk
T 1040 2 R

HAth HDACI L BA T Z WM&y E M . T RN (sodium
butyrate, NaB ) [ 32 F 41 30 ) 6 75 0 500 , 76 751 55 F096 97 M 2258
PG 7 T R ¥ 3 SR . R R 48 07 /5, NaB IR J7
A E RGC A7 1%, 44 ERG JZ 17, 198 Akt #1 Erk ) B R 16 7K
LR O H3K14 1 Z B K Ms-275 & — AR
V1 4 TR A9 2 0, B B 4 ) HDACT (2 0 3, %6F /)N LR 3 2
B G RGC 1 A L ANA7 6 A 4
2.3 NcRNA 50 W g A5 4

NCRNA 759019 158 % 75 K2 90 000 55 R 56 0 1) % A A0 2% i ik
R REE/EM. 7€ RP AMD DR HR #6445 6 B2 M & A4
TS P A R miRNA 3K K & AR OB . RAIO
BUFF IR B B BE B S 1 B W K% (B subunit of the rod
phosphodiesterase gene,Pde6g) 45 13 M4 T K4 H & K48, 8
A miRNA 254k i 3 1 900 £ 4 miRNA #1152 4 7E rd10
JIN BV 0 2% 5 0k 1 AR AL A S Y 19 1 miRNA i, 7 A

miRNA 540/ i 5 35 K8 B A 2, H A miR-3473b . miR-7035-5p
1 miR-762 Xt Ji7 Pde6g [YHE A, JE M AE-B KR W AT 51
W B AS P, miRNA J&13% 61 4> miRNA 284k i % AMD
119 B0 470 PR 1 R 3 R LR IA AT 19 40 7 ML A S LA Ak
SR BT AR R AR . MERNA 75 AMD S8 48 i 2R
AAAY L K SN s B 0 AR B A 2 AR B B R R A i
{EH , miR-133 \miR-222 .miR-889 .miR-4258 Z£ 0] DL iH 5 £ Fh 4=
K HF,miR-20 .miR-23 .miR-24 miR-103 & 0] DL #7452 Fh M &
A A F, miR-9 , miR-146 .miR-155 .miR-661 .miR-3121 % a] DL
A SR B, HE T PR A AMD 1 %k Kk SRR . AMD
F W JE H miR-9 . miR-125b  miR-146a . miR-155 |, A] 5 2
AMA IR T H RS A T RO R B0 R AE R AMD AR SR Y
e 0 i i 02 B R TR g s Y . MER-25 miR-184 % %
558k N RN, AR AR N T B R miR-25 fy Rk B I ) o]
A% oV Fl PEDF (3£ ik, S 80 RPE HFWE Y BEE AL, 5] #2 RPE
AT RS B ) miR-184 FT 4R 5 RPE 40l ezrin K [
HIK T A S EOE R AH G (1 1 R, BR AL RPE 75 W 1)
AEY . AMD 5k S0 % B) M1 OG, AMD 8 % HIF-1 9] 8 F iR,
HIF-1 7] DL 3% 4k VEGF [ 25 3k, MiR-17 ®] L) 8 35 HIF-1 1
VEGF B JE[H %35 s AMD #8285 85 (& 0 miR-152 F J, miR-
152 0] LA A5 VEGF [ 2 3K ; miR-126 2 4 45 1fil 45 45 g 1) 6 B2
Z 0k miR-150 A DL A 47 40 M0 i 5% L 9 2B A0 o A
MiRNA HHi 2 B8 AMD B9 AE iR Y7 #E ai, H b, miR-889 \miR-
4258 miR-661 miR-3121 & 0] G B0 M I K B AMD (19 4= ¥ 2% 45
E

FAEF miRNA  IncRNA 76 90 ) 55 A5 1 2 055 v 16 BF 9% 0 &b
T A W B IncRNA 1] 52 06 W0 190 5 4 75 9F 2 15 00 90 5 25 1 9k
WG 19 %A A% J . LncRNA 198 %5 AMD gEF, 50 AMD %
Hidt A5 266 2% 5k LB, Hoh 64 4~ & IncRNA, RP11-
23406.2 "] LLE 5 % 1k RPE 40 1 3 A, 5 ) AMD tf RP11-
23406.2 FE T, 4MFE M RP11-23406. 2 1] $& & RPE 40 8 19
FEEDT % IneRNA ) {4 32 35 3L B 3 ( maternally expressed
gene 3, MEG3) ({4 il o] LUIG Y7 6152 518 i 90 M A 1, 56 i
S5, MEG3 % ik & % I ¥, MEG3 UL Bk n] % 1% 42 8 T 1
caspase 3 Fll caspase 7 1% 1, b JAHTI 119 bel-2 235, 3 1M 40 il
e G B R 7 S A M T . MEG3 L S 5 0 R A
5 119 T T R B A, MISG 3. 85 % T 48 1 = 440 A5 A% 4 A 48
Jor T WA 9 00 T R WA (AR A0 S G v, MEG3 B BR T LA i AR
A 55 1) B2 400 M0 P 39 A ST B8 RS Y . LncRNA ZNF503-AS1
fLF RPE 40 Mg 3 v, m] LUAE 3 RPE 40 Jfg 531k, 90 ] RPE 41
54 4 R AT 3% 3 ZNF503-AS1 iy ZNFS03 2 L% 3 1t 3 , 7] LA
#il ZNF503 2 ik , i ZNFS03 a] #ii il RPE 20 Jfs /> 1k , {2 i RPE
o Mg A AT R

3 RHESRE

PP REAE ML S 80E ) E R R 2 —, H R HLH 3 K
Zo bAEAL 80 AFAC LART, — MU I R AN W A A 1R JBE A P
RP B JEU P B A 28 e, D LRI AT 6 W 7 R ) G b 4L
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A P, I AMID S5 A IX 5 . 763 25 09 30 ZAE L BEE 4 T
HE W2 3 A 2 1 TR K 2 DR AR B i Ji 2k L I
A e A BRI DR 50 ol IR TT 7 2 0 ) R R Bk R s
336 2 B 02 0] A2 O O A L SR A A T R
PO f52 A5 9 3 2 A i DR 2 B, AT 20% DL B 33 28 s IR 3 B
AL 9 7 7 5 DR 2 T 4 S 0 00 I B O 4 R B BF 5 % B
T T B 1] AT — 2 U S PR A R 1 R P 9 R 2R g
3 PR 1 4% 5 0 0 R AL RE 4 2B TS AL 9 B0 L IR IR R B BRI
AE A, TR , X 7 W3 A 2 1 S A

F R 5 IE S5 22 i D2 AT LA S W 00 190 5 A o kA . 7
A 25 0 00 1 A 95 e PR 2 3k il A 3 G 1 3
4t R DO A L B B/ 3 A 4 2 PR 2K AR O R A
(AMD #5608 (DR %) i 0] R % & DNA 1L AL 43 1 2 Bt
b ncRNA 2 ik [ 5 45 32 WL 3 % 742 1k 5 5 26 2 0Lk 1% 254, A
SAHA %5 I PR 30t 7 947 T o 28 W03k 2 7 T LA ik 36 00 9
H PR A 0 0 43 A5 A7 3 U8/ 20 B R T ) 8 S R
T UL B, VD S R o K T 2 ULk A% VR A O O
DAL D £ 3t 2 P 2 0 B A 3 TRy e el 2
2 AR T 70 R S o DR 2 R B R P R A )
HEEBIT ST BB BIBIR A EREE E R ok, 08
2 58 ) s 30 5 0 X A P 4 280 L o o S 5 4 A, H 7 I
TR T BRI B L S8 E T A I A RSy T 1 B 9T R, L
7 AT R — A B TR, F WL AL AR A AR LR,
DNA F Ak 1 21 26 1446 W06 A 108 T 5 2 3 s sl ik

U — i e W 38 % VR 4 2, T LA g LR O — Rl R W 3 A TR AR
AR A BICAE 3 45 W 190 58 32 41 2 9 36 97 1 o) N A xE I

R FRMLs AL 52 A 1210 0 SR P 0 1) S B T O 3 R IR
JT ISR AE , [, FRWLIR A% 254 R 2 B 2 S Mk IXRE TG ik
A EE X PR BE AT R R T o R R WL i A R A 0 IR A
TP IR HR A H R IR 1% 5 8 2 9% 2 A 199 58 2 14 ) o B2
JETR 22— , 3038t % 9 2 T RE 2 2 TR 3R 3 i ) R I 728 P g
B BGR ST T B, WX AN IS & S R AT I B X R R TR
70k LA TE .
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