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Abstract

¢ N® - methyladenosine ( m® A), the most common,
abundant, and conserved RNA modification in eukaryotic
cells, regulates RNA splicing, stability, output,
degradation and  translation  through m°® A
methyltransferase, m°® A demethylase, and m°® A
methylated binding proteins. Recent studies have found
that abnormal m®A methylation may mediate a variety of
pathological processes in eyes and participate in the
occurrence and development of metabolic, inflammatory,
degenerative ocular diseases and ocular tumors, such as
diabetic retinopathy, cataract, age - related macular
degeneration and uveal melanoma. This review aims to
summarize the roles of m® A methylation modification in
ocular cells and ocular diseases, elucidate the potential
molecular mechanisms of m® A methylation in ocular
diseases, so as to encourage innovative approaches in the
treatment of these ocular diseases.
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NO-FBLRTT (m°A) F LB I & FLAZ B W) RNA B
S 3h 18— Fp WAL B, DL A T NS 5
A EL R, m® A R 2RI AR, 2 500
PR RAEPE R AT AR s FIHR 0 g 1) & A R Anot PR e
PRI RS 28 | T PR B AR IS A DG B B AR 1 A AR R
AR RSN m® A H 3EAR A i A AR 0 4H 29 40 it A AR A
o T PE R o LS AR T R S TER IR
1 m°A BELEIHHER

it 5 K 0 B2 A PR & B RNA R s A% 24 2 Bl
R B FT AR A3 A Ak 2 A i 6 T35 S 25 11 o
PR S (5 Sl s OB X BB A, T 4R
K53 T M2 RNA (9 m°A 384k 84

m®A HIEALIEA, BRI BR IR L A 1958 6 17 N R+
KA EAL R T E MEROST I RNA AR A
FHRE L mCA B 45 Fl RNA 515 ff RNA (mRNA) |
/s RNA (miRNA ) F1K 88 JF 9% #5 RNA (IncRNA) >,
m® A B ELAT W 2R T I R SRR B X A8 i L
RGPS

RNA 19 m* A B RAL B FBH =K S5,/ m°A
HILF AL om® A 25 H IEAL A m® A B SR B A,
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m® A FIEFEFL R ( SUFR writers” ), f ST € F RNA H1 &AL
£, 45 METTL3/14/16 . RBM15/15B, WTAP Fil KIAA1429
A PSR 2 & METTL3 , & 25— 4 & 30 |
FEELREME  7F mOA FIEAR B 1 A PR 3 ALV
REAITRE (B AL S W 36k, m® A 25 3R ARG ( SURR
“erasers” ) , M BCBF I A9 RNA 25 B 384k 6056 FTO F1
ALKBHS5, m®A H 3R ( SLFR “readers™ ) |, T2
SIAFFET RNA H g m® A B IF 85 T e F AL, 645
YTHDF1/2/3  YTHDC1/2 . IGF2BP1/2/3 FI HNRNPA2BI
AT KA m® A B R S A RN AT, ok i
IRIXBLR AT LR T mCA BIE R . RNA (A5 4%
GG RSP E T RNA (0 m® A B MK, i g g 17
m° A MY RNA BIRERCR 8Y I RNA R EPE

m® A B IR AR i I8 5055 19 2 9 L b EL A
PR SRS mC A AR AT LR i i g A o
RIS RN, WERE IR S AR R Y
FERI, m° A H AL 8 AT RE A S IR 5 ) 2 ooy 0o A2
S50 JRE T 38 A7 HIR s A HR S e 1 2R R
2m°A BENL BT SRMBALHAMUXER

m®A AL B A RIA T WL TR 2 IR 20, 045 f
JIEE R A SRODR A R ORI R A LA T i AR 2 41
A m®A BB VR FE AT R T A B 2 BE TR
PEIP 1R) 73 L B LB 7 DL A
21 MR Z T Weng 5V MBI KB m°A HI
FE AL B METTL14 8% @B 5, /D> B0 I0 Rt 22745 1% il 22
FRAE 2055 . METTL14 760 7L sh ) di 28 2 Go il 28 Fii 2 v
AR EEANEHRRERNERE, 55— 8
/R T RETUATHY YTHDFs A5 Bz 5 R I 5 4ot 228 % A v
B m® A JE T IR, L METTL14 #2523 5 8000 M
AR 2 T E I SRR GE R ZE AL, X AR A HA AR
JE ) YTHDF1 YTHDF2 F1 YTHDF3 [5) B 4 i 5 15f A 2>
B, AR B FETE LEBH YTHDFs 38 2 fof FpAIL 1 98 55
T2 20, DL B YTHDFs $8 65 78 # 28 % A v iy Bk
itk.
2.2 PR FE/INES TR /)N 0 200 s 40 T A v g 2 4
IV A M, A5 1 00 D) R 4 5 1) AN i i T A2 R
75 0 955 25 ( diabetes retinopathy , DR ) 1% %5 5 28 1) &
JHLHIZ — . Chen 25" HFFT % 5 H— A 45/ T 4
i M1 WAL B B S 7 A20, R A M T, ALKBHS
B IA M m® A B KT8, A20 mRNA A R fire i B in
P2 A20 78 DR IR /DN e S5 200 J v 7 2 3k
1%, /N BT A0 A M1 A AL HE 58, RAE e N BB B, B A
BT BB DR AR IR AL, 55 —T0URF 5T S T 4
4 /N B0 0 5 240 Jd 7 2R 400 Ffe RNA T 5 09 , YTHDC 1 it
YRR SIRT1 B3k, {2 ik STAT3 B ik, #1755 M1
/NI BT A4 TR R T O Jn ) A R N, BFSE R T YTHDCL
TE AT G R TR AR (B AR R R A5 Rl A VR A
et — 5T,
23MMMERE FREMM  Yin &7 F] METTLI4 3T
SR T R N SR I S (5 R 1 7 21 B8 (adult retinal pigment
epithelial cell line—19, ARPE—19) f 345 , 34 4 g ¥ 7=,
METTL14 8 75 ##% 4 #H 2¢ 45 4 ( microtubule — associated
protein, MAP2) [ ik , MAP2 7] 5 NEUROD1 %54, 33k
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RPE 41 Mg 1) #5 B 48 b, #fF 5% $2 /8 &F X5 METTL14/
YTHDF2/MAP2/NEUROD1 15 5 5l B35 J7 5 W% ] fE J& —
P B9 2%k 5. Meng %" 34 T METTL3 765 £ b
(LPS) 551 RPE 4 AE P (1 4E F ANE 7E WL, METTL3
DUERIG , RPE 400 22 30 H 14 5 410 1] A0 5 E PR 54 W 14 Jin
METTL3 £ NR2F1/1L-6 i 42815 RPE R JE, WF5E Mk
J7 RPE AHIC ) IR B2 AL 153 10 S i
24 MR BEZTE  Yang % 5 T METTL14 7640
[ ot 0 S s A S B B N o e ) A
METTLI14 i 2 25 5 505 9058 D g T B A1 00T 40 i A8
P, T RLHE LN METTL14 79 i 2k 25 5 8000 8 70 55 i
E LR HE A EA T IR E T, DR RIERT T m® A X F
A5 7L 3 A0 P SRR A7 28 A RN D) e A F 22 T
fEN RP H9IRYT T AR 0 UL AF
25 MEMN B MM fHik i) —WpF5E R METTL3 /%9
m® A F AR B 7 fik 45 5B A= 145 % 9 P AT 28 Noteh 38
VR AL A P B AT B 0 2 A R O I A T R
WFFEH CNV & 1) 43 F B T8 0 UL A, (R 3 75 44
WIS AEHE— B B6IE . Zhao 2512 2 BN 2 400 CYP2)2
1T FEIRAERE T i PR RS S BRB Rt B oE 4R
7K CYP2J2-METTL3 - ANXA1 3l & 2% fit BRB 5 143 4 7%
FEIRITHE

F 1 REET m® A Ik ) 4T 9 T b )
B, m® A VTP FAT BE A BT B R T R A R R
24 (18 240 FRLATF 5% 2 A v 7 00 O IS 240 i R I A5 P9 B A
H AT 2 T HIS 35 L A 40 76 79 FH DG A 53 438 o 2D . ROk IR
T B L2 B SE Ak 22 B B m® A 7 HR 3 2H 2 20 b R 1
FHBLHE
3m°A HEN B SRAERNXR
3.1 HWERBAMBERET W5 A RTE DR KR HLH E) JLF
KRN R LR E] m® A KR A AL, AN AAE | SR AL 3R
MAEA R, m® A RNA 16 vl BE SR 4561 DR aF e A9 5
MBI

i 3 %5 IR ERIIE DR HF 5 RNA 4B &4 A 56 1Y 24
S FTRIEP  BFIEE H METTL3 Nsund 25 56 B #1745
R B ZIBFRAEY T METTL3 WA 7] 1% 7% % Wi DR
(R e U2 0 3 9 R 40 B A S RE , 4 1 9 Bz — (]
JiT 4k ( endothelial -mesenchymal transition, EndoMT) , Cao
YL DR B DR /N BUR R S A9 S0 R0 5513k
A8 P R 40 P METTL3 363k /K 5 35 F 0, IR UER 1
METTL3 W] 3@ i IncRNA SNHG7/KHSRP/MKL1 #fii%# DR
H1 ) EndoMT, 3X 7] fig B R DR JAI7 BB A, A 5
FETFR N AASN SEBGUE A T METTL3 75 J5 20 it T fi fos A
HEIVE AT, & B8 METTL3 i 335 38 i 9 il PKC - FAT4
1 PDGFRA Ay A 113 A 40 i sh g™, #1554 DR 934
SPERAE T . Zha & I IRIFFE R, 5 1F % &8
FAH LG B PR A FR Y A1 JR R K AR AR R METTL3 mRNA
M miR-25-3p ¥R ALK K HFFEUEM] T METTL3 i %35
AU SRS S () RPE A0 IR T A AR T, J i 2o 4 1) £
FHF miR -25-3p/PTEN/AKT {55 5 38 1% {1 28 241 il 34 4
AT ] MG R Z DR IRYT VAL A s

YTHDF2 & 75 — A~ B E Y520 DR R EL m® A A 2%
fitf, Huang %57 BB £ W circFAT1 38334 % YTHDF2
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F1 mPAEXESER AL MR P HIIER

P
e A HCHE RNA g R4S TET ﬂﬁ
] . ) METTL14 REAEHE Pten 73 A1/ B HHAX il 48 2R S 4

I é’é%é m I i N e .

PURUBHREEANE - METTLI4 - mRNA - ARG ot B K [13]
, . METTL14 Fil e ATl 85 (5 AL ) AL 290 3 4 JE <, 00 D) S o £

) % m I ’

FL I A 22 5 VTHDFS RNA i A B N [14]
N IL-17 .TNF 4 ALKBHS RN m® A B K F-TH, A20 (R

i G mRNA ’
PUABUMECTEE - ALKBHS  mENA g kKRS, DR /M TAUN M1 A AL 3
o YTHDC1/ YTHDC1 #9798 A] 355 /B o0 4t e M1 i Ak | A8 4

MRS T Y m

UL M EE eA YTHDCI RNA SIRT1/STAT3 RN IN, FFAR /N A i A L16]

) METTL14/YTHDF2/ METTL14 TSR ATFEAE ARPE—-19 BYSEFE | 360 41 iy
b 4 m )
DL L B METTL14 RNA MAP2/NEUROD1 1= 17

) METTL3 JL# 5, RPE 40 ifg ¢ B o 34 7 0 i) | 5 %%

i 4 m — ’ A
PRI R A METTL3 RNA NR2F1/1L-6 e T 11 S TR T 4R [18]
LI DB A7 METTL14 mRNA  METTL3/WTAP METTLIf AIGRRA me A ALK AT, B4 2 [19]

20 g 52 5
METTL3 /-S40 m® A B JE Ak 18 4 7 Jik 2% B A 1fi
Y METTL3  mRNA Notch i 20
1% P K2R O R L A M LA B [20]
_ _ y: = = LREVE RIS
I METTI3  mRNA CYP2J2-METTL3 PN EZ AR CYP2J2 i SRk 4 1 Sl PR 3 35140 )5 (1]

ANXA1

BRB [ 52 Bk, DRy 0 100 JRash 22715 40 B2 1 2K

7£ DR g 3k, M2 HG 5 F 59 RPE 400 [ w41 46l
RPE 40MEAE T, AHBFSE N DR BB 3R A6 1 58 it 8 8%
y— T 5T BT T B A R £ Bk R RS B 1 (lysine
acetyltransferase 1, KAT1) fifli /& YTHDF2 /- T # A & Bl
(integrin B1,ITGB1) mRNA ANFa5E M LAV DR 19 7 J&
X EE YT () S H IR Al DR A5 W7 sl U5 4 18

LI ERFSE R M BR T mRNA 2 AhH & FhlE 4 5 RNA
U miRNA IncRNA Fl circRNA 25 DR #H5¢, m°A H 34k
BHEAT T DR &R HLGI A AS TR G5 R &, nTREFE DR Ay
RN SR R O E R U S RS AT gD
DR MBS BT I ETIT .
3.2 IREDANIE AR, MORMZ T RR I m° A H 5L
iS5 T &R 0 & . 6 IR R A9 AH SC i 58 3
TEP Ko HR 0 P 2200 1A IO s 200 b
2.1 RREPE @I MR H (0 IR A5 4 I 22 0 F
(uveal melanoma, UM ) F1 4% 5 2 {4 % & ( conjunctival
melanoma, CM) , & B H e 3 L RS (0 IR SR E . UM
M CM #RR IR TR AR, R B R EEWEK
5

AL T m®A B 3G M 78 R 5 2 ¢ 2208
HAFE LS, Jia 45 B8 & B RNA 364 12 2 0 )
UM Fl CM f4 3#F J& . m® A RNA & 4 76 5% 5% 5 R 3k 1
HINT2 (93534, T HINT2 mRNA 2 R 35 58 0, 2598 v (1) —
Fb iR B 7, YTHDF L A2 i 17 H &4k HINT2 mRNA 11
B, PR THRFRER AR b m® A F A ) SC kD)
e, AWM E A B-7 W 2 (integral membrane
glycoprotein beta—secretase 2, BACE2) 7E & HE zh ¥ 8 & It
FH MR R A F R PR EEEN, He 57 MR &
R, ULBK METTL3 J& , 1 34k 1) BACE2 RNA B30k, 1
Tl BACE2 FEMR MR PN 35 18 2 BELAS g 7 e, F 9 4
7~ m*A/BACE2/TMEM38b I fitg J2 AR 2 (0 208 (VS 6 R
SPhh . R FLIR AL TE M1 B W 41 B B Ak ) B 14 22 35

il EEEH, Yu &0 BT & B4 & A SRR 1k am
IR E YTHDF2 F) 23R4 E s & 4 . YTHDEF2 i 5m° A
B4R PER1 Al TPS3 mRNA FHA2 58 & AT A9 KA, DTt i
PR 28 (5 2208 19 I & 2B, PERL A TPS3 W fig 2 5
YTHDF2 AH ¢ S SE ], T YTHDF2 7] R 2 AR &5 5
CRB R — OB M BUE LN, AR Q& AR
( histone deacetylation inhibitors, HDACis ) 7F 22 ol I i Jeg
iR A NSRRI ZS R, AT B, AR N A0 250
B ) 41 2R 2 O R ARG O 5 S METTL14 & 1 19
m°A RNA HBEAb St i il b9 £E 4 . HDACis il i3 HDAC/
METTL 14/ FATA %76 I 35 2 (0 2 980 b R S B0 VR 1
XTI A AR & A rh e s AL B PR s AL TSR DL A
UM 2 e UL 1 R PR e, 3R R UM 4
ML 80 0 oA s 5 % 908 1 L 1 % B 1206 N il
JRE L, Tang 55 N TCCA B 45 4 pEAL T
UM 1 m® A P IE R B =3k DI RE RIS M8, JF IX
T =4 m® A 3 W 7 ( ALKBHS, YTHDF1 Al
KIAA1429) (TS KBS RHE . AFFE R W] m°A RNA H LAk
PEFTFAE UM B4 0 P e 0 B 9992 W v e & 4
S5 T UM 4 ARG PR AR AR o METTL3
FTRNA m® A H BEAL K -2 &8 35 T " . METTL3 £ 519
m°®A RNA F AL 38 1 8 5] c—Met P45 UM 4R 0451 T F%
228, MR T m*A RNA Bifi7e UM H i 2hfhg
YEFIFNAF-HLE . Lin 2 BRFSE453T T IncRNA 2E4 1
B BE FE DR TE AN ] AU AR g 2635 . YTHDF3 75 i f 41
Hhik 1, AT REJE = A5 I 2K RBMISB il IGF2BP2 7E 1%
fadlrh ik LR T Re R R IR, PR R m® A R
A FIAHE IncRNA 7 Jif 83 1o 34 5% 8 90 vp & 4% T 3 224
B EARBL A 75 2t — 25 R R, Bl 9 — Tk
571 B ALKBHS 7] 58 i FOXM1 mRNA ) 2 3L 4L 7
5 I {7 8] i %% 1k ( epithelial — to — mesenchymal transition,
EMT) {2 UM #8 fikJ . AKLBHS J& UM i 7€ 1 Tl
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Je A bR B RIS . Wang 557 BIFSE & B H R mC A
R HEFS UM BE WSS, HA  RBM15B #E S8
JE UM (Y 0E— 2037 UG 2, B 5 UM 911 PR v B4R AE
WM, ARSI R G EN, L
B2 (1 I DR E5CHE RN SE 30 K UE S RBMASB 78 UM o (1 Tl
JE e .
322 MMPEEMAREE LI L) 4 AL 78 ( retinoblastoma,
RB) S JLFE % UL A R P P Rs , Zhang 258 857 T /)
SRR B T R AR i kB R T m® A 1 B SRR RS
fitt METTL3 2 fie#F RB JEJEMOCHE 3R . METTL3 7E 44
FA P 8 13 PI3K/AKT/mTOR 38 ¥ {2 7F RB Ayt e, #f
FE4E/R METTL3 J& RB (80 3 A, [A) i 7] G J2 RB AT
HTTEIR T HE AL
BIHEER A /D RTENE A Bt
AR ( experimental autoimmune uveitis , EAU ) 5 I #5 4]
RN R R IR T m*A HIEL S EAU 16 R,
Tang 2 fIRFSE 2 W] FTO BARfE ATF4 B9 m°® A /K SE T+
1o, B p—STAT3  INEE RAE SN, WG UK B FTO 71
WA BR PR, TR —IE I T FTO 5
B m® A 1T GPC4/TLRA/NF-«B {555l 8 5 /N ig it
YR SSRE , TR EAU, BIF 5% A 7 460 B AR W 76 3R
JP RIS ARAE T WA Zhao 25" T2 AR P FA SMIE
W17 METTL3 A9 32 35 DL YTHDC2 MK #8117 X e 3% 7
EAU By & & ] T BUw T Thl7 G0 SN, #5588 H
S e VR A I R T ARt T A B IR TR A
3.4 AW Li FRGE T AR IS M HE (14 BE (age -
related cataract, ARC) m® A &4 XT 55 R K B B2 40 B0 ( lens
epithelium cells, LECs) JR AR FPERIR RNA (cireRNA) K AH G
LB SE M, m®A H LR RSl ALKBHS 78 57 5t
ARC 1y LECs 1 5.3 b, W58 BT 0 M1 B2 IR T ARC
B &AL, B —TREgE ) & B METTL3 7E88 s 1t (1
PN 2H 2 A R v W5 3 1 O AR IR AR b B2 28 i (human
lens epithelial cells, HLECs) H 98, METTL3 45 441 a]
ICAM-1 30 UTR PABEAi mRNA FFa5E M, 3F e ot 2
FEFRIk . WESE A BE RO R T BRE A m® A B B A TR
LSt
3.5 FRER  Niu ™ MW FT L T LM Sk OLIR
B /N BB TR SE B T A IR YTHDF2 () 4% 14 mil B vl £
PP DR RS 255 A 3 A e AR A8 PR RS YTHDE2
AT R TFIR YT T 6 IR A A o REE43 495 5 | A Ay ot 22 A5
BT B — TAF 52 1 O OVE A TR R S 9 O R
( pseudoexfoliation glaucoma,PXG) Fll ARC & F Bk mA
LA 2 RN PR 223408, & B PXG 4155 7K m® A 7K 7B
BET ARC 44, METTL3 . YTHDC2 7£ PXG FrARf i 2 |
W, Bk PXG 1 m® A B — B IR AR BEE T
Al
3.6 Graves BR¥%E  Zhu 251 X 7 5] Graves HE %% ( Graves’
ophthalmopathy, GO) f. 55 1 5 & & GO M2 iXEEF AR
tPOIERATERAMULEEAT T BFSE . & BES X IRARA A L, GO
BERA T m®A JKF- #E TH& , ALKBHS \YTHDF2 \WTAP
IR W LI BEFT R T m® A B b Y
KIAT R GO $RHEHT TR YT ik .
3.7 BKBA  Jiang 2 ARG R FT N 24 1 3R B A
SR AR ARG 24 Oy FLAR T N AL ZURT 24 0y 1K 25 B4
215 R IR 2P m® A JKF il METTL3 3Rk
592

PIFEAR , m® A &4 AT BEE 1 Hippo 1 BRI HE 0 19 & 28 &
J&E ., BT R m® A B KOE T BT AR R SR R & AR
FEEJFH | AHA VLA R — R R,

3.8 FIERR  Hu 25 iy A/ R Pl T o i S 7 LI
PE SRR I PBS Ak BEAY /N B XS FRZH 5 %) I
ZHAH L, B ) B A0 BRAH B Ff B2 20 Hp R m® A K
METTL3 /7K F & 3% 7+ /. m® A &4 v] B8 3l 1 g A8
PI3K—AKTAE 518 [ 14 35005 DR 285 78 EC TR 2 A S 48 v & 4 A
Fi o WFFE 1 R m® A B ] i Sk 20 0 M A B A R AL
TERRAI TR . 3 — TR A I 5 3 /) BRI AR
IS e o5 490 it S 7 4K PN RD AR A/ T 1 A P R AL TR T
METTL3 /%) F 3% 7] 3 53 PI3K/AKT {5 5 3 2% 9k 55 ff J
3.9 M 7 RNA fif 4 F Bt (transfer RNA — derived
fragments , tRFs) J& — & Hr B ) /NIE G i RNA, F il i) —
THRFFE O 38R T (RF—22 3 i 38 15 K 4% I8 1M 4% o R A i
e v i R P /E B (RF - 22 BH B METTL3 4> S 19
Axinl B¢ Arid1b mRNA #5270 m°A HIE4L ff Axinl 5§
Arid1b K880, MG 7= A X Wt {5 5 (9 40 1 76
tRF =22 A V5 — o (O e M4 AR e 7, Wen 201 % 81
AR B2l P A% 1 P B R T R B I L A A PN
B HCRARET 3P METTL14 3235 |8, METTL3 . FTO .
ALKBHS ik FH, WF58 B R R AE T /& BT 08 35 19 58
K IRIAREE 40 mOA [, 8T RNA m® A 1B 16 5
JE I L B P A T AR D R R AL T A

3.10 M IH IR AL PR R EE 494 5 1 B 8 R 400 TR0
AR ( proliferative vitreoretinopathy , PVR) ST A P Bk E
PR WA T 4 {950 , RPE ZH 0 EMT J& PVR ) 5 585
FEHLA, Ma 255 Y RFSE & 30 METTL3 452 2635 7T LL7E
AMIH] ARPE-19 40 EMT, 7E/R N 31 PVR 3 7%,
S UGIE mRNA 9 m*A 3B 2 5 T PVR
LSRR, PVR B IRIG ST TRRE T34 .

AT MEGHEMBERHEET Qu S W& T K
SR Y A5 1 A B 28 9% Z8 ( traumatic optic neuropathy, TON)
A &P TON 2H A9 METTL3 . WTAP . FTO 1 ALKBHS A9
FiE¥ FH, KEGG 0 #1 /R m® A IE(H 5 MAPK {5
S AT A O, FSEAE R T TON R4 meA 2 7R
KMGA, AT RE R TON B FNIGTT B 5T 10 LA

312 FEMEXEMEBITM  Chen 27 WA E T 3
JR RNA cireSPECCI j#i3 YTHDC1 /S0 m®A &40, 454t
EALRE A, 4EEE RPE Fr i g AR, BFS R+ 5E
cireSPECC1 A e —FP A i B2 A IR I7 45 I8 A0 5 M 2 B AR
PERVAE R VERPEEL T B (amyloid—B, AB) J2& 4F i AH M
WHEARME 1 RPE 28 M A9 SC g B IR K 3 301 /9 — 100
LRI FTO it m® A 25 I 3EAL 6745 PKA Ay 1L il
iF PKA/CREB 15 518 B 5% AB1-40 75 S 10 0 W fis (5, 3%
Rz AR A WEIEAE BT R AR IS R O 1 BB AR 1 4
BHIIRYTY . Wang 2570 BIF 58 K BULAE OG5 S Ik 24
JIEE3 A LA 1) /0 BB R A PO I &F 4 fb oo F2 v, METTL3
TE RPE 40firp B3, BF5880E T METTL3-m®A-HMGA2
TEAL RS 21 4EAL Al RPE 40 f0 EMT () 2 W A2 AL
SRS A L AE AP A AR S P 0 R P 4k A M O R B T
ARSI T IR YT S

3.13 R &M Sjogren L& MEFHIR  Ma %507 5 4% Wy i1 BF
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