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Abstract

With the advancement of socioeconomic development, the prevalence of metabolic diseases has
been steadily increasing, imposing a significant disease burden globally. Methyltransferase-Like
Proteins (METTLs), which regulate epigenetic mechanisms, have emerged as a burgeoning research
focus in recent years. This review comprehensively summarizes the molecular mechanisms by
which METTL family members regulate three major metabolic diseases, including their roles in
modulating pancreatic #-cell function, insulin resistance, adipogenesis, lipid metabolism, and glucose
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homeostasis. We anticipate that further extensive and in-depth investigations will provide a theo-
retical foundation for the diagnosis and treatment of diverse metabolic disorders.
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1. B

AU B 2 TR RIS IR SN R ST 5 R 1) — RIS AR a2
RUBEPRIE « JETERE . FETORES 1 AR 7 I 45 BB 3R B AR T, RO IR 2e e NS f e () = iy, {1
EI AT 0 B AR BRI R e A B B, & 29697 FRUIGIT RCA PR[1]. R FE R B S IR R 1N
AL S 2N P R R R IE RIS 5 55 SR R, AT REAE PR AR 78 1 R il R o R 9 3 T A
Mo RMEALAEMAHT DNA HEAL. AEEBM. RNA B, FEEH PRS0 5 &2 AN T71H
[2]e METTL % — K9 H R R B i 2k R 506, HL Rl o a4 T L R 1375 7% 42 DNA. RNA B
FI5, M DNA Sl Bt e sed f2, 7z o TAeL . aui e ki, 7E4edeiEs
LT Bl LA R R B (0 A A R e R AR AR [3]. HHTR T METTL SR K 2 Bt /e 32 24 b
FE R SR, AR AU T BRI SR LD, ARLRIANE METTL S0 5 2 K AE 2 P AR
P R IR AEAE F AT I, B 7R A A0 B AR BRAL A S 2 Wiy SR A S

2. METTL ik R#EA
21. METTL1

METTLL Az FHethfhk 12914.1 &, B 276 NEIEFRALL 8 1 o WBHER 7 4 p & 45i[4], EidIH N
Uity SAM 553 A C i RNA 45 A3 b 7- F 5 12205 (7-Methylguanosine, m7G)[7] tRNA. mRNA. /)
RNA (microRNA, miRNA) A4 JEZwf5 RNA (Long Non-Coding RNA, INCRNA)#4 4 [5]-[8], M 1T 52 M 41
HEW AT N R S B A 45 9] [10]. METTLL 5 WD HE &1 4 (WD Repeat Domain 4, WDR4) by [&] /5 F 7
AN SRR, 1% H oC 1 a6 12)iE 5 tRNA IR ARIRARSE &, AL tRNA | G46 7 i
BB, it e tRNA 45 R[11].

2.2. METTL2A/2B. METTL6. METTLS

N HABE ALY R AEE METTL2A & METTL2B, ®iEALTYtik 17923.2 &, Ja#&E A THik
70932.1 [[12]. METTL2A/2B Z 5400 i AL kiR t(RNA 2038 _F 55 32 Arfs k) 3-F 28 H ms e (3-
Methylcytosine, m3C), FZE &1 tRNA-Arg F1 tRNA-Thr FJ[13], A5 R B E . R e AR A4
K[14], B2k METTL2 A 53 tRNA m3C 4L/ 30%~40% [15].

METTL6 fi7 T Jefiufk 3p25.1, /2 —Fh m3C FHILFEFERF[15] [16], &1 tRNA-Ser Kk, A1 A HTE
BBk METTL2A2BI6 M5 UL T A fe %23 tRNA-Ser-GCT 4w fig2s i 32 2 m3C /b, 1
METTL2A/2B/6 Hk & ik Fea 40 i 52 30 o 200 e Jol 052 BEL - 8 B il A4 R I B0 1k 38 o 4 R A4 [13] o
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METTLS /& —Fh 2 Ihfit RNA H L F6 R, il mRNA 28 8 BT ) =248 2 fh S fy 4k, Horf METTLS-
isol FEE N T-ARMLAA, T METTL8-iso4 M43 TA%AZ[17]. HAZCDh R AL 2R f& tRNA (Mitochon-
drial tRNA, mt-tRNA) Jz #5534 28 32 fi7 m3C (&1, 32 21 mt-tRNA-Thr 1 mt-tRNA-Ser (UCN) [18],
T2 R M 2R A B 1 T I R T R P IR B T BB [19]

2.3. METTL3/METTL14

6- F L IR "2 4 (6-Methyladenosine, m6A) & BLAZ AEY) mRNA Hii i WL RNA &1, | 1225 RNA 1)
BTE . RS, RAEMEAEI RS RE, METTL3 Al METTL14 £ E 7 571k mRNA L m6A 1&1i[20]. 7§
HREA DA R AR, AT LB METTL3-METTL14 &3t FIEIEgp 6, Hrh METTL3 724
AV S, A0 2 — AN B L6 R g 45 K 45 (MethyItransferase Domain, MTD)F1—AM45 45 #4938, (Zinc Finger Do-
main, ZFD), HH# MTD 155 SAM 454, 1 ZFD U £ 5348 5 PE 153 RNA J¥%1] GGACU [21]. METTL14
TAEAIETE[22], $24E RNA 4543048, st e METTLS fIMLTEPE[23]. #3575 DNA FJE(b[24].
DNA #1255 [25] [26]F14E+F RNA FaE VE[26] 77 TH #4585 £ R EE/EH, & METTL HEH B
HEAKEPH BN 2T
2.4 METTL4

METTL4 J& T LR EF A70 (Methyltransferase A70, MT-A70)5 %, HAZ D& MEL SR 5FH) MTA
R, 5 METTL3/14 HA [FPEME[27]. METTLA fE40M0R% A FR 55 A8 U2 /MZ RNA (Small Nuclear
RNA, snRNA) /] N6,2'-O- - F 3L i £ (N6,2'-O-Dimethyladenosine, m6 Am) £ i, i id i RNA BT 1) 50 5
R IE . @ik METTLA 2 SEE0E AN E T A28 58, 30 R 240 i Ja A AN A A DG i #% [28]. METTLA
TE 2RI AL 5 AL 26k 14& DNA (Mitochondrial DNA, mt-DNA) 6mA #&ifi, 54Kk DNA E#l5
WP B T BE - METTLA R4 i 2 P4 mt-DNA (1) 6mA 7KF, 520 2 ki 1A 2 4 4KT (ND1/NDG) [ 412,
SR B RAT[27].

2.5. METTLS5

METTLS fi T34tk 2931.1, FEAEMMZ T RIE, 5514 RNA (Ribosomal RNA, rRNA) I T
BEWILEN, o HS 5 ED & RSB EEE29], Bk METTLS 2 5302 BT ik b
809%, MIMkAL % BB EMLEH, B TE mRNA B BRI R & BOs B 12 [30]. METTLS &5
tRNA L 58 B il 0% 1 0 9% 11-2 (tRNA Methyltransferase Activator Subunit 11-2, TRMT11-2) & A 7 i,
FIR AU eSS D6, XMW E AR S REE S hl {2k 18S rRNA | 1832 fii m6A &
MA[31] .

2.6. METTL7A/7B

METTL7A L [FEEE EH METTLTB [FyRiEE &4 #% 1§ A/B (Thiol Methyltransferase 1A/B, TMT1A/B),
I3 LT Gt fgk 12913.12 F1 12013.2. IX PR FRERS AT fHE 4K SAM (1] 75 Joe R S Bt M2 1) 52 AR JER A0 e 7% [32]
P e R Ik . fEMRMT4RM T, METTL7A FIH H F LR RS XS IncRNA HE1T mBA 1&1fi, M
T3 I B AT TR B3 S A4 B A E PE[33]

2.7. Hit

METTL13 fii T Jetifh 1024.3, & — Pl RAr i E AL R2 I, (0 5 AN 2R E5 548 MT13-N F
MT13-C [34], it MT13-N B 47 57 M i o FLAZ B0 1 42 1[5 1 1A (Eukaryotic Elongation Factor 1A, eEF1A)
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MR TR 55 A mUEAT R B, RSB, BmE ARG, et e & 4 [35]. METTL15
AL FYetath 11p14.1, 2&—Fh 4-H 2L ffamsng (4-Methylcytosine, m4C) FHBE AL #4 /, HAE 12S mt-rRNA 7 839
PEBREE ) mAC AL T TH R ¥R RBEVE T, X MBI (2 12S rRNA FIHTS,  REMa b fA /N1 5 1) 4H 2%
AZGRLAA IR AT FI[36]. METTL16 A T4t thik 17p13.3, 11 562 NMEILMRAL R, BAh— A HIL A2 Hss
PRI~ RNA 454 450938, EES 5410 rRNA. mRNA. IncRNA LA snRNA ] m6A Fi3E{L[37]
[38]. METTL17 £ T4tttk 14911.2, A 5£kifk 12S rRNA AN L EEH, (kg Rz i 1 41
$6[39], [ AEA— Fe-S it A i, (2EFE & BB AL R A 2R B OB E[40] . METTLL7 P44
& RNA BHEAL (155 m4C, m5C, m3C, m7G 1 m6A), FZmiZkiikd &Ik, Mk METTLL7 7] S5k
RIARTHAE AL, Wome kA A fig i i Ak & i 11 48U (Reactive Oxygen Species, ROS)/KF-[41]. METTL12 #]
DA 5 PR r )38 3 £ 1, AT s AT R R 1 S 2 1 2 TR R AR ELAE F [42]. METTLA8 RERE X 60S
MRS A L3 (Ribosomal Protein L3, RPL3) 2% 245 i ZH & R 1% L (Histidine 245, His245) ) t-N {7 &3 T
H I AL AE 1, INTTT 7 R0R G B AT B R R 00 7 L R sl i, AR BE R IER 3T B 324t 1 A2 08 f I 1],
HETA BT Th RESE K T2 B [43] - METTL20 HEf% % FiL--4% 33 3% 2% 2 1 (Electron-Transferring Flavoprotein, ETF)
B LEE(ETFB) MR 200 F1 203 f7 s AT =W EALAZ MG, BRK ETF M LBE4HEE A i E 8§ (Acetyl-CoA
Dehydrogenase, ACAD) 1% B4 A Bt ZU¥(Glutaryl-CoA Dehydrogenase, GCDH)H $#2HL HL T (1 fiE /7,
T T S 2R 1) S0 FE 3R [44] . METTL21 AT fEAG 7 T RRAE AT eEFLA (MR H B4k, 5 NI X %
T2 s 5 V) AH G [45] [46]

3. METTL FKIEER SRR PEERER
3.1. METTL Ri&5 2 BRI

2 ZUBE SR i (Type 2 Diabetes Mellitus, T2DM) & — i WG, HAOWHLHIBCAE R, FEHH
B 5L 55 2 B 3R 91 RANEA A S IR S 31 APt A & I e R il gl BEm A HLAA AL T e i
FAXSAS R PIRES, 7 200 R B 5 R FH AR B 2 e [47]

KEFTTEERY T2DM Kk BB RS IR p AREBEE VIR, meA ikl METTL3/14 ftigid
RS g AR AR S TRt Rk B iR, 25 T2DM 4% . De Jesus %5 [48]HF i K I i
ik METTL3/14 5308 5 2 M 5 Z A4 KT 1 (Insulin-Like Growth Factor 1, IGF1)#)3# i) 55 (1 i B
(Protein Kinase B, AKT) 1k js b A+ —F5 i [F1F & 1 (Pancreatic and Duodenal Homeobox 1, PDX1)
KPR, 8 g 40l DhReftG. Men 5[40 /N B 4iflH METTL14 Bh25 51 meA 21fis ¥, JF
38 5 M P R X R LR 7 SR 1a (Inositol-Requiring Enzyme 1 alpha, IRE1q)i# 4 5 87458 X 454 E
H 1 (Spliced X-Box Binding Protein 1, sXBP-1)if %, /MRS R W EE T, BB ERANZ. [
ff, METTL3/14 7] LU 4% mRNA (15 E 12 1 s i i & B 2m B sk R 7 IR 3R IA 7K, BAAIR & B 4H
M f) 5340 [50]. METTLS i&nf LS A48 A % LBHLEE 1 (Histone Deacetylase 1, HDAC1) mRNA [f]
mBA &1, Wi R Wit & Notch 15 538 B 3 BT B AR & B 5 N /i 04K [51]. B85 g 4rifashBEAt,
HUAZHZR 28 B B 5 R APT 2 T2DM R i — AN B L], @RS T METTL3 ik EiEHS i meA
BRI A ¢ mRNA B, In e WA D3 AR 22 A S 34K, milBR METTL3 A efestix —fRig R 4y
[52]. fiFF2 T2DM KAEMMALGRIFER, "WHFHE g 40ThaERERG . Qiu S5[53] A I it ]
METTL3/14 #3234 3l /> 25 e H KRR S 1 y- 23 06 24 2 3% 7 i (Glutathione Specific Gamma-Glutamylcy-
clotransferase 1, CHAC1) mRNA (1] m6A &1, Mg mHEfReEtt, F3% CHACL EHK EAIES B H
FRAY iR, BB RERIETA B AR IhAERES . 110 METTL14 /510 m6A HIIALETIE SRR L & 5 F
SEFIIFERZ AR 11 3 (Nucleotide-Binding Oligomerization Domain-Like Receptor Protein 3, NLRP3) 4 JiE /MA
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WS T BUF I 5 AP I FE ke G E I [54] 0 IXLERIF T AT RS IAR DG T2DM (BT iE3RAL T
WELEM 7 TR A

B K93 ' 9 (Diabetic Nephropathy, DN)s& 8 bR i 38 5 WK FEACRE, 2 F B AR S Wi i 227
(K, DN PUREERHED AN 2RI T RE R . 41 M/ A R AR iR (555 2 N 7 TH - Jin 5%
(55187 & B, BE T T4 (Adipose-Derived Stem Cells, ADSCs)fi74: i 4h 438 it B it miRNA-204 1]
METTL7A /- S404ET- %5 DFFA RN 4 C (Cell Death Inducing DFFA like Effector C, CIDEC) () m6A
&M, FIZEfR DN AL RIS S 2R ThRE RS . th4h, METTL3 AT Lodid 4 — R RNA
(Circular RNA, circRNA) () F 3 A0 /K S-SR 1 5 /2 20 A F R [56], 1 rT LU IE meA &4 12 23 4x & 5 1115
4 K1~ 2 (Tissue Inhibitor of Metalloproteinase 2, TIMP2) mRNA & 5 P 3k M 0 Notch 15 538 B2 2
SEARBE A JSE IR T[57] . B LR 5 AR 9 JiE55 A2 (Diabetic Retinopathy, DR)-Z 48 bR I UL & 37 RRER—Ff,
ST PRI B AR EAN I B DR, R A P D e B A R A BRI . METTLS mdid YTH
NG6-F 3 IR 1 RNA 4548 A 2 (YTH N6-Methyladenosine RNA Binding Protein 2, YTHDF2){&#i /] mRNA
R ML 4041 35 1308 Cyy (Protein Kinase C Eta, PKCy). FAT JFiA45KEEE 1 4 (FAT Atypical Cadherin
4, FAT4) F /MR ATAEAE K IR 1 324K o (Platelet-Derived Growth Factor Receptor Alpha, PDGFRA)FRiX,
KNI S0 J& 40 (Y D RE[58] - BRIz Ah, METTL 625 T HAWHE R H AORE, Wks R 2 [59] BRI 1%
B ERFA[60]. BEIRI N EIBEAG[61] W PRIAE 1 P BR[62] 55 fr oy 1 AF B A2

METTL FEAMLYE T2DM IREREA R, & & T2DM 259G T oLl . s b 2= A k-1
(Glucagon-Like Peptide-1, GLP-1)5z 4477 3 ZE AR il METTL3 HIRIAHE il meA H AL /KF,
M L % A6 2 (Hydrogen Peroxide, Ho0,) 153 AR Sy B A 12[63]. tbAbh, IR — T 7Eik K B
B GLP-1 24k Hah 71 Semaglutide 244 0 1 /) BB & th METTL14 Al PDX1 HIERIL, Ja &% T g
YA R B AN 2 O L [64].

3.2. METTL XKk 53EERE 4B 14 T %

A7 K 14 g 7 M 9% (Non-Alcoholic Fatty Liver Disease, NAFLD) & —fHERR 8 #5 Al HoAth & &0 AT 4545
RIZ S5, DA A e e P ORR A EERHE I I AR BR RS AR, AL 5 198 5 R AT Jsi A% 5 Jk
PESFYIME e, LI B Al IR 1 B (Non-Alcoholic Fatty Liver, NAFL). 3EJHE P g 5 7 T % (Non-Alcoholic
Steatohepatitis, NASH) LA & f b 51 & IRRFREAL , 995175 7™ 5 B 7] B R N R [65] -

Ak, R AL 5125 NAFLD Z (A R H 2652 2 9C1E . Peng 55 [66] & HL7E =i i 175 5 NAFLD
/N BRAERL A 25 I DT IR (Free Fatty Acid, FFA)ALEE 1) A 40 R G2 (Hepatocellular Carcinoma Cell Line
G2, HepG2)r, mBA FIEAL /KT REM N, X5 METTLS i LA 6, iE#%iA METTLS A LUl meA
&1 I Rubicon [ 143875 7 (Rubicon Autophagy Regulator, RUBCN) mRNA HkaE ik, #0H] [ Wik 5
WA RS, PHMT A IR SRR . 5 ZAHRIRZ, Xu Z5[67]7E FFA AP/ IR H 40 R
(Alpha Mouse Liver 12, AML12)H &3 METTL3 &5 /K35 FEAIK, Mk METTL3 8l M ignf ez
P450 4 Kk F WA K b4 40 (Cytochrome P450 Family 4 Subfamily F Member 40, CYP4F40)41 3 (1) g i ik
RHEAE, IR T AMLL2 40808 J B A8V . Li 25[68] A& 30 i 6 A1 e 2 W I AR 5k = 1 £ [R5 S NASH
NERBRATNZE NASH 38 I ALZH METTLS 720 A% Hh X900k S5 25 AR, 17 70 4 PR v R 3R T8 1
I, XA R SR BE R F- o (Tumor Necrosis Factor alpha, TNFa) A& 125 F 4 #88 9 (Cyclin-De-
pendent Kinase 9, CDK9)/™ 3] METTL3 1L FE METTL3 MAHMEZF# BIA M5 A o¢, &k
METTL3 j#id 4% HDACL1/2 & CD36 FHiafk A ¥ f4 2 (C-C Motif Chemokine Ligand 2, CCL2)Z: A 1) 5
X, FEEHEA LSBT INE] X LSRR R 5%, I B IR TR TR, PRI RE B, IR
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JEFME G52 NASH B2 . 5l tdix He s 25 B 70 e (14 J5 IR AT R A 1 AN [R) S A 7Y R s i 2644, 9l dn
HepG2 w4t il 5 b CAE/E ZE AU B A, MR PR R N 4 5 I P A E B 2%, M
AML12 A fRFFIEFHMREARE, XF METTL3 2 BURMEH H;: TNFa/CDK9 /131 METTL3 # i 4%
B HUEE R AR BE, B METTLS dliid HDACL/2 5 £ WEAL TR, (H KL SO0 3 5 2
L METTL3 F1 R X nlfgili i meA M & 42 a0 (1 ELAE M 48 5 3% mRNA BIERCR, FHidk—HI1
R U248 FA S 1 B A Y AT IR N AL AT o

HHTE NAFLD BT J7 THAT S Z A7 202580, AR5+ % SR % (Low-Molecular-Weight Citrus Pectin,
LCP)idE T FiA METTL7B [M3RIE, M85 20 23 H v =T /K A g (Adipose Triglyceride Lipase, ATGL)F1 Al
B EA B 74 1 (Carnitine Palmitoyltransferase-1, CPT-1) (35 PE, M i #0 | FF &M fig i fR 2, BAA Tl
NAFLD F- BT B[] NASH 3 & 199 71[69]. PEERESE hn METTL3 ik JFiid CYPAFA0 A2 it IE A
JAETE[67]0 IXELHT N4> F-IE IS METTL % NAFLD [ ML frdk— B IR AN 55

3.3. METTL Rk 5BEBEEE

JEJHEiE (Obesity) & — i AALAA AR 7 e & 1 ik 22 R/ sl Js3 38 2 B4 22 1 oy A 5 5 R R AE R PEAR S
o, I AR OIS 2 Bl R R 3L RV M 8. WHO & R 7R E 4544 (Body Mass Index, BMI)
> 30.0 kg/m? I 9 HEJRE,  AEJE AT GO MU P0G« 2 FROBE PRI R hE S50 PR AR RS, R ok 1A
KPJPIR A FR[70]o — TR TSRS e 1) 4 55 (K 4H O B 23 AT (Genome-Wide Association Study, GWAS)#i &
B METTLA5 17 55 5 JLEE AR PE B A0S, U FRAA ) LEE IR st A5 S ath 3R A1 T FE LR R [71]

H &l 157 2H 24 (White Adipose Tissue, WAT) IR €4 /i 17 224 (Brown Adipose Tissue, BAT) & i #.3/)
VIR N PR E IR ALZL, WAT RUH I =8 1078 s AE AL A4 7 1 e B 3 SO RE, 40k WAT 1
T BB i3 WAT [a] K €818 197 % A0 (WAT #878) 255 ] DL ST IR EAE - 1710 BAT 385 #5156 25 11 1 (Uncoupling
Protein 1, UCPL) = HIRTETEA IAEEHIEAERE S = 8, BAT 1 AR PR A LA AU 1y e B
YEF, A Bh T B i BEE R AR SR - Xie S [72] K I 7 L 4VRF 71 METTLS rit /N REA B8 R
TS WAT #5748, JREE R, P #RIR AL N R 08 1235 IR IK. Wang S5[73]1k I BAT FEf MR
METTL3 &35 BAT K& ¥, FoHRGe RS, #Em2ak @R & 75 3 MR ERT R G ik & R Ak
1M Qin &5 [74] ) A 3% 22 40 M e 7 1 METTL3 bR/ BRAE R AH S AR & 15 31 NAFLD FHAE A2
t, RIH EARR AR E . BRI SRR, DA R GE B SRE A R Y . S B — T LR
WY, R tthrscR METTLL4A (1) BAT AT RLE R H A 43 Wb Dy e 43 WA 1 4 I 305 AKT 5 5 38 B a2 11 53
A B g AU, RN AT (R WAT #228 /EFH[75]. tkmr W, ARALN 5400 METTL %
1K K B A A ity R (0 i B AR R AR A P e T A e A R, FREEEXT METTL fEA RIS B 1
FAMLA 4k ST FEF 51

JIE 107 4R 3 A — NSRRI R, 9 % 22 T A A5 30 B AN B R Ak TR A% o RIS METTLA 7] 7
i 5 2 2R (Insulin Receptor, INSR)ZE [ Ji5 211 X311 6mA 7K 303 R, e/ 200 1o 48 20 B e SURn ¥
FE, IZFEW DT A oAk, SRION R 5T AR B A R T A R TR AR TR [ 76]. WTL AHSGERE
(WT1 Associated Protein, WTAP). METTL3 fl METTL14 20/ RNA FIL R A Al i (e b A 224y
Hyi[EY 7K (Mitotic Clonal Expansion, MCE)H (14 i J&] H3e 3 >k 1E [ 12 fig s 4 i 734k, WTAP (13>
AT RAPRS N B A 32 s IR R B 75 I oS0 5 3 Uk, ol g 7 4 L ) DR /N R B [77] . miRNA
A I A 3 i R AR T U7 A L 0 A R B AR R 4% A Y R [7 8 e s A R ik Y hsa-
miR-4663 #[1] METTL7A 25 IR 1T A F2 o 33 8 2 30k 22 g A s 40 0 0 A0 1) 20 F- B LA 4L 7530 1) AL
fife, IR ELAE IR R TE P A B BT TT SRR SR A T IS AE I HE A
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4. BESRE

BEE X METTL ZKEBE FUIRIIR N, BB 7R 1 AL TS i 2 4 3 25 RN 1 9 fE L DNA.
RNA J 85 F it B B I % OB, METTL Z0 01T L m6A 24 3 1) 2 0 B 181 2 5 1 15 Ji%
5 p ARThAE. BRI, MEWZER. FERRACHT. MRS S LA AR, 5 2 ROBRA . ARk
PERE DT RERERE S5 22 P AU A 005 26 UIAE O, mT g i) BH 00 B A SRATL ) 2 iR o7 SR A0 JEL g

SRIM, B FIER 2 RETIRS . FFAFSRDI412Y, METTL FEM A ENLA . s s es 5
R e PR AR R, P AR B ST SR A M R R S DR R R AR AT AL RS BRSPS kA, HET
YT METTL KGR ZHEHIE METTL3/14 KHFT AR meA &4 &, HothZ % & 7 v i an
METTL2/6/8 nlidid 4% tRNA FIEE RS2 S H B & . METTLS Rl i@ 18S rRNA &1 2 1% i 4
fRtdig %, METTL? w24l sh A Py IncRNA IR tE S It — IR NI SC T 1. AR TR
FHAH 2200 H AR 4k BT 2 22 ol B R A I BE A A, 25 AR 0 2R 1K A8 16 0 , BT R AN PRI 1% R 48,
SEHLAT METTL J A iR 4, ER TSRS E SRR, SEH S S I 2h 7S vl A4k B .
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