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[Abstract] N6-methyladenosine (m6A) methylation is the common internal post-transcriptional modification of
eukaryotic mRNA. It is dynamically reversible and under the coordinated regulation of methyltransferases,
demethylases, and m6A-binding proteins, widely participates in biological processes such as mRNA splicing,
processing, nuclear export, translation, and degradation. Current detection methods for m6A modification mainly
include methylated RNA immunoprecipitation sequencing, mo6A individual-nucleotide-resolution cross-linking and
immunoprecipitation sequencing, and Nanopore sequencing, which provide important technical support for elucidating
its role in ocular diseases. Studies have shown that abnormal expression or dysfunction of m6A regulatory factors is
involved in disease progression through mechanisms such as inflammatory response, pathological angiogenesis, and
programmed cell death. m6A RNA methylation plays an important regulatory role in ocular diseases. In-depth
elucidation of its molecular mechanisms and exploration of small molecule inhibitors targeting m6A regulatory factors
are expected to provide new strategies for early diagnosis, targeted therapy, and prognostic assessment of ocular
diseases. This article outlines the basic concepts of m6A RNA methylation modification and its regulatory factors, and
reviews the research progress in ocular diseases, including keratitis, cataract, glaucoma, uveal melanoma, uveitis,
and diabetic retinopathy.
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N6-FH 5L Jij B2 14 ( N6-methyladenosine, m6A ) & £k & ifii /2 seq“: F O fk RNA 2 & UL W ( methylated

RNA

HEAY mRNA & WA R MR L1810, 2 5% 55 KR immunoprecipitation sequencing, MeRIP-seq) ") . m6A B #% 1 iR
HEFXRME, m6A F LB & T 20 4 70 42108 O 3R AT B A PE DL TE (m6A individual-nucleotide-resolution cross-
IR T Y A B R BRI R BE IR A BFSE., 21 4 RNA- linking and immunoprecipitation sequencing, miCLIP-seq) "> 45 #¢
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REHE, XF m6A HEMBHNTIRH L, LHER,
m6A RNA R AR A8 M 78 R 7852 95 v 74 91 5% 0 328 W oy 387 2% 4
FOJCHAE A A B OB IR 4 B R 8 298 (uveal melanoma,
UM) #5244 B 98 B DR 7 AR 99 JI5 555 25 ( diabetic retinopathy , DR) %5
PR, A SCLER T m6A RNA H L AW AB 4 78 AN [a) B 35 95 g v
RIBIF I 0 | B 76 O o — A5 5 2R MR S 0 B A& A R 2 SRR ML
SR BT S WA T R B

1 m6A BEWLEIHHEIA

m6A F AL B4 2 46 IR IS (A) 5% 6 AR T b iy & &
H 1A SR T B RO mRNA R B R, B E
B RRACH(R=A 8] G,H=A C 5] U)#~F#F b, Hi%
P FEEEAEL T M 3545 X (untranslated region,
UTR) BT m6A F 2 Ab 168 4 S — ol AT 530 1 4 A, R 90 o
W K 3 RN T LR R B R AU E A

H L5 R Tl SRR R A o, LA A 8 A Ak SRR 1 R
SR FE 1L PP L mRINA (14 IR G205 3 Ak, A 45 FY L 56 88 il 1 2R
F ( methyltransferase-like protein, METTL) 3 ,METTL14  Wilms Jif
J8i 1 M5 M (wilms tumor 1 associated protein, WTAP) 5 B FF
m6A FER WM EE . CCCH MAFHEE M 13 . RNA 5 A 1P &
14619 METTL3 5 METTL14 B8 fa & 9 % — BIKB 024
¥ METTL3/14, H v METTL3 4 H 75 48 16 76 M 09 8% 0 T 3,
METTL14 W 7EJEY IR E & B E M7, WTAP 4 & G H
FLHE R WG (0 W] 5 Bk METTL3/14 45 & i @ 6 T
BGOSR W N R AN E
WAr . HATIERM N EERE m6A R A O H X m6A 4F
SEPEUURE 3'UTR £ L H %, CCCH B+ H 1 13 {28k B 3%
RS S WAL N EE RS RNA 454 3L F 5 1 15/1B 45476 R
W I A X A A RNA Y L

5 B AR SRR Y B0 2%, TR B & R meA F 3 1k 45 i (Y
Bl 25 O3 fk, AL FE i W OROAE B A 5& M (FTO alpha-
ketoglutarate dependent dioxygenase, FTO) . AlkB [f] & % 5 ( alkB
homolog 5, RNA demethylase, ALKBHS) %51 | VE R A4 & I
By 25 WAL, FTO 7T 5 Z Fl RNA 454, 1K# Fe (11 ) -20G &
HEPIEACAEM W T m6A BHshA %", ALKBHS
AIZER NS e moA HUEEAL 72 mRNA 4% A5 20 2 i
R ep i T

PUNEE A FR I 4%, AT 47 5 PR B0 R 45 4 81 & meA
FEAL B mRNA LM 2048 ¥ mRNA i, i 45 YT521-B
M8 ( YT521-B homology, YTH) & 1 & ji% Wl YTHDF1/2/3,
YTHDC1/2, 5% i #% # ¥ # FE H ( heterogeneous nuclear
ribonucleoproteins, HNRNP ) X J% il HNRNPA2B1 HNRNPC/G,
JEE R KT 2 (9 mRNA 454 & H (insulin-like growth
factor 2 mRNA-binding protein, IGF2BP ) K % 41 IGF2BP1/2/3,
MatkE X % J1 MK F 1 (fragile X messenger ribonucleoprotein 1,
FMR1) % YTH & (5058 13 YTH 45 H 80h IR SF 10 55 8 5
IR m6A B L&, YTHDF1/2/3 & i T 40 M R i,
YTHDF1 Fl YTHDF3 i@ i 37 25 f %2 46 N 72 F mRNA B9,

YTHDF2 i i #7832 CCR4-NOT Ji M 04 B2 1 mRNA FEART)
YTHDC1 & o T 40 f A% P, 38 it 48 55 57 4% [+ 9% 15 mRNA (9 59
B N mRNA A9 A% S YTHDC2 A {2 #F mRNA #
B RS mRNA B E P IE B 92 5E I 0 1 . HNRNP KK
A FMR1 33 RNA £54 38, 1 KH RRM \RGG %5 4 1 %5 | 1 2
%54 & m6A M mRNA™'_ HNRNPA2BI, HNRNPC/G ¥
mRNA M BFEFIN T, FMR1 %A 3 4> KH 25 5 fl 1 4~ RGG
gEM e 3835 YTHDF1 F YTHDF2 AH T AE 895 mRNA &5
PRAFEEM , IGF2BP1/2/3 &4 KH3-4 45 #38 , /K # m6A
T RE AL mRNA R e E 02

m6A RNA H LA ) WF 528 7 ik 20 o DA 4 i o 4 A
ARHRBUE RNA J5 , A7 R A BE S Bl 25 o m6 A BEIE 0 7% e Bt
%y oM €03 — R B R R AR T mO6A FE ) MeRIP-seq A Y
ARSI m6A =F JBF | i W] 20 v 3 A5 0 SR R A R 4 kAT R
2 FFBSFT, BN m6A B AL B & AL S RNA &
i A AR AT B R 35 ( DART-seq) i a3 A Il RNA 3l 25 % i Ok (7]
B m6A {7 8%, MazF i 11 9 m6A I ¥ £ K (MAZTER-seq)
WL A 4 52 W 25 BR m6A J5 K I RNA R BL7E 4k ok ) 2% % 2
m6A {7 £ ) T miCLIP-seq B9 %8 4h 8 38 BEHT m6A Hi ik, 0]
SR SR AT IR AN R RSB AE L m6A HVEAL AL A, PA-m6A-
seq W B F AR [) A9 2 Bk O W, ALK I mOA a5 0,
Nanopore #ll J* F1 PacBio SMRT JllJ¥* Al £ B2 4~ RNA 4> F I H #
BEHC m6A F AR A 98 A8 40 BT U KE BE 8L A9 mOA 7
AT A R840 HT RNA DI REAR L, AT 46 0E m6A 1) 3 2 T R
AR W23 STk Ty k45 EL A A R B A T AR i LA s
BT R H A HEAT e

2 m6A RENEIFS R ER

2.1 m6A 5B

LA PE A R 28 (fungal keratitis, FK) J&—Z8 H BUR H H 5| &
P g P A RE AE e S AL T BUE R, BFFT R AL FK
JIN BB B £ B 2H 4 h METTL3 357K 7 g e i
B METTL3 B0 Ui 2 £ MK i | I oo 00 (8] 5 33 11y, OF B IR 4%
7 E 4 i A & (interleukin, IL) -18 \IL-6 88 3R 3E ] F--a 7K
S0 FK /N BURE R R A 1A RNA m6A 6 Hii [ 3% 43 #7 45 S
B8, m6A Z R B mRNA ATRES 5 T FK B &KL 1, 7
Wit 2Rk A L EREMD, BRBEWE S EIE T #KE
METTL3 fiE % i i3 11 1f] PI3K/ Akt {5 5 8 #% Fl NF-xB 28 it 8 SiF
175 45 300 346 S0 00 40 8 o i 0 Y L 1 R P 4 5 4 P 32 meA
FEARAE M ) AR mRNA #E5 . m6A H JE AL A& 1 78 1 Al 25 70 £
i 4 Hp B AR ¥ T 0 — AR AT

JAE R L Rl &, T 5] & A MR AR A R T e Ak
IR A, TR R IUTER FTO 7] U6 42 06 B0k 4% 395 48 |, % 4R
A T YTHDF2 8 50 £2 i 48 A= AL Bl FAK mRNA (19 Y 3% A&
GBI e o A N I WA 7 e R S - A A ol
S A A MR WTAP 0] DU A B A i R R, TR
PR AN, WTAP H 3 b8 MfF CCL2 Ji 3 T X Il B (3 3
AV 5 H3K9me3 FAY4E A 8K [ SUV3IOHL JF i of HE A, fili 21
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H AR AL R SF CCL2 % 5%, CCL2 43 I 5 41 4 55 H g 40
fitl, ELWEARIL AN WTAP HIB: AL 8 i B S5 5 I - 1o IF 4R H
T, S B WA I i P R AE KR A/C/D B (R
FABEHT A M I Y . BT WTAP AR B JC B 5 B i 1 1k
B A% B Al B WTAP i 13 18 35 i ¥ & HE M VR

£ A5 493 18 52 R AR RS b B A RO T A I % T A i o R
G T MR A AR TR YT IR R IR T A S5 M A ROT
WF5E & B METTL3 i i3 b i AHNAK 1 DDIT4 #Y 3 ik 3k 8 %

i1 2% A0 1Y A KA R S B METTL3 Ji , I A2 ik £

I 25 T 240 B 3 B L RS RN A3 Ak, A 0 T A 0 AR O R, JJn i1 BE A
Bt 57, YTHDF3 i@ i I 8 Wnt/B-catenin 15 5 i@ ¥
THBS2 &35 3 30 i B FRE A C A I i G I T
BT DR, B BR METTL3 J&5 Y36 4k K SF B AR AT 42 2 37 2 i
%JLEE,W&I&,%FTOr$%4t7k¥ﬂ%‘ﬂ$mﬁéﬂm%%ﬁi,%%ﬁﬂ
FEAL KT Fh e T RE S 00 1 AR BEHT AR LGS ) DG B PR 2 T RE LR
R =Ry

(52 1y 58— ol g 2 1 I (50 A 2 Ak 1 o I8 2 Jo 2 W A
SeRMERE W DA LA ECE RN 2 —,

ST Yu USRI T I A R R ST meA B L AL 16 A AR O
P T K, R m6A & i /K F Fh &, METTL3 &k i,
METTL14 WTAP  YTHDF2 . FTO ¥ F {8, 2254k m6A &1
2 mRNA MR T R BRI AR WSS
IR 71 R 2 o R A SC ML o 8 3 — 2B IS
2.2 m6A 5 IR ER PR

A HH S A BE (age-related cataract, ARC) S UL B9 H
PR RIS Y4 TR o S S T 43 Ay B TS ME P AR TR M Hrb B
P R W, B A& m6A B 3L BMS ARC 1Y & 4 Al
RIEMK, L% R FRTE ARC B9 &R A R 40 8 (lens
epithelial cell, LEC) #* METTL3 ,METTL14 ALKBHS5 &1 I

— 2 W% & W, METTL14 & i A+ 5 NEIL1 A1 iE 35
KEAPI/NRF2 & 42 i il LEC A9 & 1k $1 5 A1 & kL {4 Th fig B
T (A BTS2 B0, P B A 705 2 T R R IR A i 4 4
,,\EP ALKBHS5 T i, 48 75 5 B2 5 P Al B 028 T LEC Eﬁ%ﬂcl’fﬂ
TR PR M 1P BE R METTL3 3k b,

%Em ICAM-1 3'UTR Y m6A i &5, 4 & H mRNA %ﬂ%él?éa_,
MH LEC 3958 {2k LEC W T MM E (B ot — 0 B
FEtkE ARC (9 LEC #E47 254 5 20 m6A-FF4R RNA (circular RNA,
cireRNA) Ml 7, 45 5 B8 B m6A FJE T, H m6A-circRNA
BRI, 225 RIEM cireRNA 76 & /L 45 \LEC 8§ 125 ARC #
S AL a4 H Li 41 & B has_cire_0007905 %
METTL3 A0 A& i 5 2235 b9, 38 2o 1 40 AR 9 ] miR-6749-
3p fff EIFAEBP1 i "l 40| LEC 347 2 o 1=, DL 145
SRR moA HRAR A Ui 75 B P B B9 VR AR AT B 4%, B0l fg
] R 3 0 2 45 A4 T e A
2.3 m6A 5L

TG AR A BR AU 1N B A0 B R A A0 e ek
AR R PEA b 225 A | WA S 50 1 R AE P I K 2 30
M ZER R AT AN S AR R, HAF R,

TR A 22355 41 JifL ( retinal ganglion cell, RGC ) #4 5 955 B8 ol 4% %
AR A Z AT, WA AR K2 A R EUN AR )Z A
L2 fk i 0>, 380 T 75 5 5 6 IR 0 4 22 25 4 AL A0 R 1K, TF
FT % BIZ R 2 & RGC 1 YTHDF2 35 F il BRI E ) mRNA
Faa 52 M BT B0 /R SNBSS YTHDF2 J5 RGC A4 58 43 32 B 58 384 i, fk
PFERR YTHDF2 J5 P AR 2 BH B 380 J5, 8 fil 86 200, {3 Niu
SO % LR B YTHDF2 AR £ 52 i #h 28 % 24 | [) it 38k 5k &2 Fh
YTHDFs A4 & S H M G x fim b, X#|ox, ME Kk Edmh
FJ g2 22 AR & 1 SR R AE T T AE A 28 A5 Kb YTHDF2 i

TR 58 AR PR T O IR Ak R Y S B B S . FE Pten B
RPEFH RCC A5 A /N BB AL p i B METTL14 A 417 il
S HE— 25 B 5 R AR R 8 M RGC A7 3 Al 28
FEAR BT S AL R METTL14 38 AT 300 4 40 190 15 1L 200 [ 434
B, S SO0 R B R 2 T R D IR ALY S A B
I 7E T O IR K BB A o Tfﬂﬁ%J METTL3 4" & HMGCS1 1
m6A RNA i v LLOR I RGC 32 A4 2R 2 Ay ME T3 PR 15 5 1 8k
FET- . 4 TR, m6A R FE Ak A8 A 7E WA IR B 28 K Ak AN
o AE v B G B AE F TT B A R 3 O R R e AR B i
EiLYCN

FHHIR A Gy R ERAN S RS F AR EHAR)G
H A Tenon % B £ 4 4 Jf1 ( human Tenon capsule fibroblasts ,
HTF) i B 3055 i 7= A2 R, B2 0 15 . HTF a8 o 5% 1k 2k K N
F B1 1A METTL3 ik, i 1 B 30 A& i smads,})\WEL,
i 345 B R 200 6 A R R T B, PR AR R Y M I HTE B m6A 18
AT Al R R U AR JE R B 0 TS Y R AT SR

A B B OB IR B K b 22 B m6A W SRR 1B
T 5% S 2 20 M 48 AR 7R, mO A WY 3 Ak 08 Wi 16 40 M 41 25 BB A A

HE AR BT RCHEAEN IR L, m6A A T 4
Jash R TUARATREE S 5 ‘ﬁHE?y:F B LS BOR A TiUE A

RMEZEFRE,

2.4 m6A 57 % 5K

2.41 m6A 5 UM UM BIETFHABEETANMEARZMNE, B
HEFEBRMEIET R, 5L m6A B IRALBIHE UM 1Y
REMERFEYIMIC, METTL3 £ UM b £ ik, vl i3 fa e
c-Met () mRNA Jf 02 3fF 5 805, 45 T U Ake {55 38 B A0 40 i
JME M, KA AR AR DY TR B BACER 45 Bk AR Y
PR A 7 5 i e 38 10, 1 I 9 T U 4 R AR 11 TMEM38B,
8 Ca® PIILHEIN , WO0E PI3K/ Akt 33 %, 4 3k i 983 14 58 % B A1
I Bz —[] 78 J5i # 4k ( epithelial-mesenchymal transition, EMT) ']
METTL14 7 Jik %5 1% % 8 3 98 i [6] 4 &5 3% 0k 8 2 40 1 & Lfﬁ
RUNX2 mRNA , #3% Wnt/B-catenin {5 5 il B 42 #E M =0 5
R AN, YTHDF2 M4 K (L LR AL B i 76 UM v 383k
A E LIRS PERT AN TPS3 (9 m6A 84 17 A5 42 H: b A | {2 itk
UM % & YTHDF3 Wl 5 3R 5 CTNNB1 8 m6A {7 & 42 9F
LRI R, 8 iR T 20 MR 20 M A BOR DY L DL R A R
UEIA m6A FH B Ak 06 M 412 3k fib 988 30k J2 (0B AT T 5 2 B meA H
SO0 A6 1 0 460 B ORE  E , Hao %51 2 B ALKBHS 76 UM %
ik A S F B FOXMT mRNA A9 H 3 4k 46 4 385 i H: 26 1k fn
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FasE M, R EM R B A TR R IEIF MBI M, H s R
ALKBHS /R AR WiR . Jia %7 Z# UM ' m6A H #4kK
SF-REAR, YTHDF 1 R SE 50400968 B X HINT2 19 TR A 48 4 OF: 2 i
HBHRE, R EMIEIER . &5 LT, moA W BB 1 7% 72 & 4%
IR T 2 AR 1 E TR T4 mRNA (1, £ 5538 5% 44 1
B 52 2 R 5 I 45 e X B SE mOA HY AR B 1 X UM AY S AR R 5
TR T X TR e KR F R R A EEN S F
W, Liu %57 4K 8 m6A ¥4 4% K F RBM15B, YTHDF3,
IGF2BP2 # 57 1) UM e KU #5551 % B, YTHDF3 7£ & KUK 41
RV, R G R N 2 T RBMLSB A IGF2BP2 7R KUK 2 B 3d , b
BRPTHFE , Tang MR 53 40 3 Fb m6A I ¥ K F (ALKBHS |
YTHDF1 KIAA 1429 ) # 57 (1) 05 KU 45 20 2% BE e JRLIS6: 20 791 /5
T2 Gy A MR I K OF T TR X AR Y ST O T A
UM H35 TR FUR R IR 97 SRR AR AL T 3 19 S5 4647
2.4.2 m6A HEABEAR R ERAE R WA EE RN Z
— AW BT R T S K IR AR B R,
m6A H AU B 1 7E A [R) 40 vh R AR AR, 2 55 8 2 4 1 & 2
LB, EAG, B 58 4 2 B 42 (0 20 3 3h Wy A5 0 R S a6 v B B
925 1 4 2 155 48 (experimental autoimmune uveitis, EAU) # %1 | 7E
EAU /9 T 4 g 7, METTL3 {K 3% 35, i i3 YTHDC2 £2 & ASHIL
mRNA il TL-17 A1 IL-23R &3k, 5 1 0k 5% 9% BE M4 Th17 40 g
SR AW G RE LT AR EAU B R G 0 R R L
(retinal pigment epithelium, RPE) 40 il ', FTO ik 3 ik, i i
PERK-elF2a-ATF4-CHOP PN [ ¥ Ji 4 56 44 38 % , 42 3k 4% 5 ]
IL-6 IL-8 MCP-1 433, #0023 3 26 A MM & B 1 3% 3k
TR i -0 0 I 1 S5 B, AR 3k S IR LY L HE EAU Y IR/
R4 R, YTHDCT F 8 4l SIRT1 £ € PE BR A%, STAT3 Z Fit
A AN B AL FE o, AR 22F /0N e 5 40 B 1 M1 B Ak S 5 R gk ad
L EAU BRI AR R 40 B m6A 45 T R R A L 2 3R
/R, m6A LAk 8 1 W] AR 0 4 B, k] m6A PR LAk A& 1 FT
0 G RE NG o i AE 40 M B h, Meng %510 & BUAE N KA
S 007 4 B4 RPE 4080 v METTL3 9 mRNA 7K - (i H
FAFREF R, B E 10-6 J3 31 F X (9 NR2F1 mRNA F745,
P TL-6 43306, AT 410 1l € 2 B . 4 B ASS D 55 )y g A R 2 2R
AN—B TR NN A S 2 R T8, W B, moA H Jfb &
o 4 A P U T 9T S B AR R EAU B N R A
5 4 A T R AT | o LAt 28 R 4 T R b 1) AR R A A o —
BT,
2.5 m6A 5 RN
2.5.1 m6A 5 DR DR &4 Bk 3 B9 ok 3 2k FBUE 1)
OB Y I S BOIR AL A 2R A, O B
IR g AL 000 55 6 0 I P B A5 L L T e O | I IR
JEL 7B A I PR 2 R IR) P R 5 B e R AR B 5 | R 1Y I 3K R 4
i o METTL3 X§ DR 9 P K¢ 40 g | J5 40 M2 . RPE 40 g Miller 41
M4 S0, 78 P9 B2 40, METTL3 B _E 38 Inc RNA SNHG7
B35, SNHG7 5 MKL1 B RNA 254 & H KHSRP M54, il
59 MKLI mRNA (0% 2 M, AT 300 4610 P9 B — o) 7o B 5% 1k 5 78
JEAnfrp R BR METTL3 J& , J8 40 M35 7 38 hn 8 T2 2>, 45 5+

P B B R AN METTL3 R 8 R /1N SO A e 00 1) L 5 1, 7 35
T s/ T AN A T 40 a0 U 2D U B R METTL3 1T 45 &4 e 36
DR 1Y 10 6 ¥F B 6517 72 RPE 40 fg b, & % 35 METTL3 J&,
METTL3 & #i i3 Ab 3 #% 2 11 DGCRS 14 miR-25-3p F ik, i [A]
P99 PTEN &, 194 Akt B8R Ak K7, W55 &5 85 5 19 RPE
A AT, X DROGEASEH 4 Miiller 41 P, FLAR 1L 15 5
B ALKBHS #E [ RNF123 38 i3 P8 55 PKM2 4 5 A4 % B i 12
BN DR AP B Maller 400 9 5% 15 4610 3R 50 4R 1 5
PR [ S RNA B AY m6A H 3 fb & 4 % W DR i &,
YTHDF2 fi4 % 5 3 Vi 53 KAT1 2 BEAb A& i f5 3h 5 280 85 1 i 9k
BE  YTHDF2 7] 482 ] PKC-n . FAT4 . PDGFRA 1 m6A & ifi If:
A2 0 I e, 10 0 B 40 i 3 58 A0 43 461 YTHDF2 b 7] 35 51
circFAT1 i) m6A W EEAL A A, 410 4 41 Jfd £ T AH DG 2R | GSDMD
B 23k, AT 300 =5 B35 S (0 RPE 40 i A2 1, 38 W] il ITGB1
mRNA (B 38 a7 FAK/PI3K/AKT 38 B2 5F DR &7 1t
41, ALKBHS R 3 /1N BT 240 il 1] M1 YA AL, fin i DR 4R 4E S
M, 0] 38 5 m6A-YTHDF1-ACSL4 %l /> DR Hr g gk se -1
FTO @ if m6A-YTHDF2 4K #i o4 i% 42 %2 % mRNA, M\ T % 7
PI3K/AKT {5 5 4156 B, DR 1 FTO T ¥ AT h gl DR 48 %E Ff¢
M BE FE g7 48 BT, m6A W3 AL 48 W AT 9 5 £ b
mRNA 5208 DR i &, H 25 & %00 7] BB I e F DR 5t T 4148
AP mRNA m6A H B AL A& Ui B35 19 22 £k, DR AN [R] By Bt m6A
PP 3 b 54 LS 9 A5 fR T REFE DR R v R ¥E1E .

2.5.2 m6A HAFWS ARG M B BEAS P AR I A OC M B BE AR
(age-related macular degeneration, AMD ) J& 4 J7 45 25 1 ™ i ¥
PR EZI A, B & RPE 40 8RO 240 I A ik 45 B 45 2 2 4l
41, WHREEN B(amyloid-B,AB) & AMD % 4= RPE A8 44 i1 5%
BERPLNE , BFE & H FTO 78 AR % S 1Y RPE A8 PE P £ ik |
PA G PKA 5% OMR# I 5 4L, & PKA/CREB/BDNF i
AR HE RPE 1795 , 4278 FTO Al (3% RPE ZE 17>, YTHDCI o]
WL R cireSPECCT (19 m6A 34k 18 i I 7 5 4%, 30 61
miR-145-5p 5|2 1Y) RPE LR , AT #0#] AMD i) RPE
PRIE T R 45 4 Ak B AR I A PE AMD BiUR R R
FHEFEN, G443 7% RPE 400 F A9 METTL3 4, @ 3§
FAAE M HMGA2 mRNA Jf- 18 3 HUR e o | i — 25 000 5% Sk B
F SNAIL {2 3 EMT, X #27% METTL3 % T2 4 b /E 7 .
25 Lk, m6A F 3L &M fE RPE T BE KR 41 G (9 Z Fh AMD
o HE A R T R AREAE A .

2.5.3 m6A SRR MR A B R 3K B PE (retinitis
pigmentosa, RP) & —2% fy Y6 B 52 28 AN ML AN (0 3% 1 2 A0l 5 3= R
RAERATHER A 51 & R AE PEIR G . RP HLAT 45 5 B M, ]
2 B0 FE I 2828 S 80, YTHDF2 i i3 31 % MAP2 £ m6A
&4, 5 RP 0% 5L NEURODI M E /R 25 RP 281 |
T — B S F RPGR 7=/ (5% A8 B AR TP & 77 m6A B 36k 18
My, FTBES S RPGR FE R 2875 1% 56 R 28 748 25 5 80 X % B
WAE RP,E—F W R & P 1 RPUY L BEAh, m6A HT 3
M S 5 RP M BOR S B 2848 | 8 i 4 o F ok 72, B
g R AL PR R AR M LA U8 T o L W ik 42 . METTL14 78
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