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[FZE] RNA m"A WA Z A1 T AR TTIF & #E 8 0 LY 2o fe, HR IS B Mk F 3% 3 Fh2k

U BG4 . m® A LR & & ) Writers” . 5 B BLfL i “ Erasers” f1{Z B2 1 “Readers”

SR ERTIENE. TN

RNA m® A I ARG M 53 i e (9 5% A KR . AR SORE R mO A F JE Ak 45 4 9 86 5 5 38 A s 38 A e 8 o T A 00 19
PERT A5 0002 m® A B BE AR B 0 55 IR 9 S A i 22 IR B9 56 ZR AT 43538 L 5 78 R B4 3 242 W A AL 18136 7 LA

F2 30 B0 e 968 25 ) O RIT 2 B A R O

[RERE] MR m’ A P IALBAG s RNA T894 5 3k A 36 1 I 4%

[FESZES] R739.9 [x#trER] A
TEEAZA Y b A A B M 2 55 A2 W) R o3 1 3
REHF S5 M A RO B9 05 125, T RNACAE At vk )
R REAR TR HRRAF B AR 4 2 T SR DI RE .
RNA iR %L, 240 B/RI5 170 KF, 18
HAETC A 2/ RNA #4628 1 b, B AR 2 i
255 RNA B4 i —2 DL b, o e 5 0Ly 2 N6-H
FLPR 4 (N6-methyladenine, m® A) RNA &4fi, #F
PR, m' A FI bR E LB E A
AR R B B IR 25 7S AL A9 NOH Ak ) — P R <7
A A T 2, DUR) T 5 ¢ )5 4% RNA 3R A fa €
ML IR SRR 5 He  RIIE SR AR . MR 2 2 Rk B
NRAER R R EE AR TZ—  ERH A SRR
Hh S IRAG PR R A ) DR B S e P B, R R
Z (RAIE 5 2 B 2 WL 38t % 2 It 5 b e 118 & e % )
AAOC T B AEY m® A BB it g e B 5 2 Fil
IR P Y K A AR G IR M . AR SCHE SLER T
m’ A HY ARG Ui 75 4 28 MR AR R R v B BE 5
Je& s LS Ayl P 1) 96 3 7 4 A 10 3R s AL B

1 m°A REHLE MR

m® A H BB LATE R 28 E Y R, 1
B H 2 EAZAY mRNA fil IneRNA 7 5 15 19

DR H 45172023 —08—02

(34T H 1 db 4 & a0 &3R50 H (20277704D) 5 WA B
SR B G RS o IR A B G BE 4 B B 0 H (H2020206352)

CHE# fa A T A (1996 —) o, il b A7 58 L il b B2 B K 2 1l
IR 2 e 305 L B2 22 W, N mS A B IR oY .
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e, s YRR 0.1% ~
0.4V BRI 43t T m' A B AL B 1, B B S AR
A 3~51 m' A HIAL B A5 .

Meter 555 Bl i 38 1 0 77 R, R 76/ B
PRI m® A WA i = B0 T NS,
Hop 78 M B 9 18 X 3] (coding sequence, CDS) #
JE#H¥ X (untranslated regions, UTRs) H H #] 5%
FLIENST TR RAEL 2.0% ., XA m°A KEEH
£ mRNA P HESFEAT 73 87 )5 L s HoAeE CDS B R
Ui DX 5 73 A B A o RS A DX, m® A P B A R
RTE CDS X B2 1k %/ (B3 . fl b ml D L 7E
FEHAHAP  m° A FEFET mRNA & E %01
F13'UTR X,

2 m°A BEAL i Bl HY 4 AL R Th e

m® A F LA A 2 — A ml 30 0 | 3l 2 1 R i
PR, ESH PR E A Y (Writers) . 25 H 54k
Jiff (Erasers) M2 BUEE H (Readers) ¥ 5 5E A% .
21 m'A HIEMABMNS A (Writers) m°A H
SEAR A M 00 2 2 oy TP R R Tl A S AR 11 DK Tl
W RRACH(R=G 8 A,H=A,C 5 W kpH
J751) DAL I B N6 A7 e TS PR T S R
HM“Writers”, METTL3 (methyltransferase-like 3,
METTL3) ,METTL14 (methyltransferase-like 14,
METTL14) f1 WTAP (Wilms tumor l-associated
protein, WTAP) j& I JL 56 B il &2 A 1R 19 B 22 41 1
i

METTLS 2 7 55 19 m° A TS 56 A% i 2
s R REBIE SN H 5., FrEY



- 696 - WG BB K 2 2 it

HAsHE el

WESE, METTL3 & A 2 A %F 46 45 49 3 ZnF1 A
ZnF2.)5 % o DL 4k METTL3 il RNA 2 [] 1) 4H
AR, DI SR e B g LA 0 M, 1 5]k
METTL3 Y /DE/NE % B .SARS-CoV-2(Severe
Acute Respiratory Syndrome
SARA-CoV-2) &Y J5 (1 56 K % S 15 53 B 5 R AF
FER R IR R /N U G T 400 P S e £ 5 1 52
M E R B Y T R,

METTL14 /2 m'A HILFEBEE &Y NE
B Ry . 5 METTLS L 1 1E Fe 9l B i S U —
Bk, TG G o 4 e Th BN A i IE AR
METTL14 AJ DA {10 5 A0 0 58 % 37 4 4 45 1E
WUIRE. Yang %5 7E A0 MR 5 f PR METTL14
() /N A A o, R AR 38 METTL14 A9 LA 41 A
A7 L RN ek 55 AR AR i B4 . R R AN
O METTL14 B8 K S 80T H AT IESET .

WTAP 9 %58 hy—Fh 8 82 015 W 1, i 52
BoRERDIREAEHEAIFS S mA Bk
B LA AL S IR G A0 i i ke B ek Y, BE
i f N 2K WTAP & (5 A7 & R M,
WTAP Mk 25 5 5080 o i 4L 21 T BB . 7
P mC A W sh &AL T, WTAP B 845 A 7 H
Fr RNA ) m® A 347 57 51 “RRACH” I, i i 4 55
AL 3 METTL3 1 METTL14 I 5 2 2 [/ i
AR IE AR H AR mRNA B 3E4E

bk T8 b g ) METTL14, METTL3 Al
WTAP %W L5 RS /i 2 Ah G 4F SR8 BoR T 146
KIAA1429 ( vir-like m°A  methyltransferase
associated, KIAA1429), RBM15B ( RNA binding
motif RBM15 ), METTLI6
(methyltransferase like protein 16, METTL16) .
ZCCHC4 (zinc finger CCHC-type containing 4,
ZCCHCA) % M 22 “Writers”, KIAA1429 15 GJ il &
Az R GR R0 R AE H R B P B AR . 7E IR R
Jif b, KIAA1429 (B 25 5 80O OR B8 28 D5 2 & 1 i
SLH R L DT 2R 2K B2 W B8 o 20 RE T, B 4 5 30
LHEARF, Pinto UL MR T ZCCHCA  H
FE R R AL A 28S rRNA, Bl R ZCCHC4 W] i %
28S rRNA v % {4 B3, 400 240 B 3 5. XF T
RBM15B fl METTLI16 HEi7E m°® A 5 Ak & i #F
G AL TR A B Bt s HL AR 2L A T gh B 0 A
et — R,
2.2 m'A HEALBEMEERR (Erasers) m°A £H
LU SUFR erasers, AT {HBR RNA %) B 3L A0 &1
£ 45 FTO(fat mass and obesity-associated protein,

Coronavirus 2,

proteinl5,

FTO) #1 ALKBHS5 ( a-ketoglutarate-dependent
dioxygenase alkB homologs, ALKBH5) ,

FTOENE — M8 B /RA m°A mRNA 2 H
FEAR TG, SETT AR ST T mO A VE b AT S48 i i HE
FTO 1 ALKBH5 J& F ALKB XUl 4 5 15 5 11
WA A R T Fe® RN ol 38 1R R AT (8 L A4 1) 4 Ak
Uigk, AR ZE FTO AR m°A & P R it
AR Wi Horp & e A hm® A {6 A 2 Rl a2 .
B3R BN, DNA 1 RNA #& FTO 4 519 2= 5
Ry It S 52/ EN RGBT RE. 5
FTO M k. ALKBH5 78 8 i, (H 2 m® A 25 H
FeAL TG B Z A 4. ALKBHS B T A K
FER ALKB BN 4 il 5 1% [R) U5 2R 11 7 0 T 200 M A%
P A1 B 2% — R /NBE , HOLAE AR m® A & 3k
A — 2 8 E H AR R ey,

m' A FIAC B T2 0 1 T 2 R s i i 45 4
A 2R T T S A Al R A A 2 O AR A R
BEAIF ST 7 o LAE 0] LU Iy b B T 19 48 78 m° A
() I AR A A X RNA (% e M L B0 L T 48 B9 42 5%
o AR I S HME
2.3 m°A HFEABEM I (Readers)  m°A fF
St 455 H (m® A-binding proteins) , Bl “readers”
AU & A AR B B RNA IR b & 3 A
AEM . “Readers” X T 2R 5 m" A H K 1 F Wiskt
st LA AN AT sl ) /E A, E 2 YTH KR
FWE NS ERE KN T 2 mRNA 2545 & AR K
(insulin-like growth factor 2 mRNA-binding
proteins family, IGF2BPs) %%,

YTH 5 [F 5 6 DL 8 BoA — B BE DR SF Y
YTH Z5Mmiis 4, YTH WHF A 5 fh, KE
LR Ak 3 2, YTHDF (YTH m®A-binding
protein), YTHDCI1 ( YTH domain-containing 1),
YTHDC2(YTH domain-containing) . % — > %
R reader J& YTHDF2 M, F 2 A4 T 4i
JL S L AR — 5 AR R AR R B 40 M R AR b 5
FERFX B m°A % FTO B8, [F i 2 4 gk
mRNA K #i B 9PF . YTHDF1, YTHDE3 Hil
YTHDF2 —#¢, dt 6 & i T it, H YTHDFL 5
YTHDF3 f] LLEp [/, 42 /5 m® A B4 h mRNA
BRI E R DY, YTHDCL Ml YTHDC2 K £ i T
Y M A% . YTHDCL 38 2o #1352 A1 5 pre mRNA
BB T ok M 4 mRNA BY B2, (i H e g 5 e
mRNA &5& X 454, 1 YTHDC2 WAl LUjn ik B
P mRNA RREAE. Pk, X8 YTH BEHE m° A
HH S Al B M AR 2o R v ke 5 O AR L e AT T e DA
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3 R IGF2BP1. IGF2BP2, IGF2BP3, H & %
AR mRNA R EH, I HCEA 24
5 5 B M O, 0 MYCL KRAS fil MDR1
U ZTFST R X R FE AR T R £
A7 A 3 40 0 40 A% AR B A R Ak .
WA IGF2BPs KRk 25 1 Z F s E A W) 2 it
PR AR 0 R R R NIRRT AR A .
[A] i IGF2BPs i B A 8 S 0 5% sk J5 8 19 DI e 7E 2
o 42 28 1 2k P R v %35 R, 9 5 2 R o I AN
KL 1S FE B8 A ¢, IGF2BPs 78 3T ] B 288 9 BF
T T EMNT L Z WS 58 2 4 3% BT
PR BG KE LBE B Z KT OB PR R R D AR
LR 1 & A A AT AR SR A DGR 1 AR W bR R
WO LRI 5T A R 0k — 25 VR A LA Sk 22 o 9 119 43
ER MEREEISS ST WAL

3 mARENBIREMBERINEX

m" A H A B 5 2 R0 o 1) kA kTR D)
HH DG o L O B i AN ) e o g 4 S R AR ] ik
BB HIBR G T S8 — RV EY DI Re R 2 24,
Hn m® A H LA AE 1 78 e & A & e B e i AR
FH AL S AT Ay b Jed 4 ek DRSS 1] ¥ 7 et AL A A A5
3.0 m'A WRALBEM S Bar, R &
(hepatocellular carcinoma, HCC) i) & Ji 2 7 1 A
WA B T AR BT 2 A 0 B e 2
WiGyT S EUR MM R R TR AR H 5 AR A AfF
RT B B T SR A S B0 1 4 FHLE DA fE
TE4 Ja M R HCC By 7 #2 it 35 2 A &0 T B,
HCC WY& A ¥ B 1 38 Wast A 27 Rl 5% L 0 19 5 45
Gy F H ARV R A8 Ak ] 9 &2 2% A0 B AR, A T 1ok B
H g2 P Ridf., CAMR 2R METTLI4 %
KT HCC ¥ % UIMH ¢, B H A AN A R
G %, Ma &0 5ES METTL14 5 DgCr8 % 11
HE E R, IF PLom®A R R Oy 2 IE 1) 0
pri-miR126, 1 miR-126 A LM #] METTL14 X} fif
JVER . Wik YTHDFEL 0] &g 2 410 i 8 20 i A 33
B GERS N2 28, B T LLAE RS S YTHDEF2
FEFAE HCC R . i YTHDF2 3 K Y 1 3 1k 1
R R I D 7 =2 s 2l < R 0 TR 1T
YTHDF2 H #4544 EGFR 3-UTR 8 m® A & i fi
5 A HE R 98 40 L EGFR mRNA 9 K g, 2
e & F 15 5 1% S #H B F 2(suppressor of cytokine

signaling 2, SOCS2) J& — Fh [ 5 #0 ) K 7, [&) i
SOCS2 & METTL3 4 F i #8177, METTL3
i m® A-YTHDF2 4 i 12 % SOCS2 mRNA
R PE T 3 SOCS2 ) 3 35 e &Sk 2 #F HCC
R A5 R RS,

TEid &3k IGF2BP2p62 4 F1 Y/ Bl HFIE
ERIA T UM FRIC Y DLKL, 36 DLK1 4% W 3 i
Wb, i DLKY 5 81 9 19I5 A7 36 5 %5 D) AH oet .
IGF2BP2 78 iF i fb 41 21 HCC 2595 4 b ¥4
FeIk LIRS IGF2BP2 16 1 40 M % Ak i 72 v 3k
A R A B2 E S T R BT L 2 1/3 1 AR
gE95 A RE B £ 3k IGF2BP2 %!, METTL3 Al
IGF2BP2 ¥1J& m° A {55 3 J% rh i O f 5L 1A, 3 44
THEPGEAE HCC A 4Uh m R B H S B A R %
VIR %, Bk Z R N Y B 1 (flap endonuclease-1,
FEND) /E b g 88 3k PH 2L AT 4 35 3L R R vE D g L
& HCC "3RIk B W1 & HOWIE 92 2 IGF2BP2 1
T 4 B L i METTL3 #l IGF2BP2 5@ it
m® A-IGF2BP2 4K #i #L il 72 HCC h 4+ FEN1 1
FE, Lok 2 m HCC iy & R, AR, Ok
ZWMARIETL . m"A B2 5T HCC 24 E=EZ W
KA R SR A AR e AT LA AL AT R T TR
ARV s LA S 4 )5 I PR B8 1) 34 7 B2 4t 7 2 1Y
BB AR
32 m'AWIRABHSSWHEAA LR S
ZH 9 5 1ML 5 Cacute myeloid leukemia, AML) , & —
ol v S IO 1 3 I R 0 0 P MR G AR A R
T AR G 1Y) B AR BE A A B R B RN SR AR L i PR o AT
430 MO~M7 3t 8 i, Ibs £ WL F BUAE A, 9k E
I HATHBUR AL R 58 A ], A, R 2
TR T AR XS IR T . X b e i R A (R
(the cancer genome atlas, TCGA) X ¥& 1Y 43 ¥t %
B, AML 40 s % 35 i METTL3 fil METTL14 )
mRNA K585 T4 K 250 s iF 52 UE S8, 78 AML
AN AR PR R METTLS 8 METTL14 £ 30 1 41 g
Az BEL 41 M JE YT L3 S 40 B O T R 43 4k, DA T SE
K AML BRI/ B A2 36 B ], 78 AML 20 M 3% A
AML JFACAH M o, METTLS 38 i 8 78 1T i 8 4%
FH c-MYC(V-Myc Avian Myelocytomatosis Viral
Oncogene MYC ), BCL2 ( B-cell
lymphoma-2, BCL2 ). PTEN ( phosphatase and
tensin homolog, PTEN) [ 3 ik > 42 i#F Il 98 1) & 4=
&R METTL14 &2 i i SPII-METTL14-
MYB % & # H AE M, & 4& SPIL [ spleen focus
( SFFV )

Homolog,

forming virus proviral integration
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oncogene, SPI1 | T ## METTL14 % &, 1
METTLI14 i i m® A & i f — 25 7 FiiF MYB
M MYC2 e st 7 RSO E ™ .
3.3 mbA HHEALGM S IR (breast cancer, BC)
BC J2& it A 2 MW Pk I 983 A s 58 o e B 05 A8
B 2 2 1Y & R R IR T SOR B /B3 5 AR AR
A7 AA B T A0 52 R 38 s e B R A i A
FRARRIENRIREE2 E A xEE, wFoE s, m"A |
Sk & i J2 BC U Mg e s h i OB — B,
METTL3 i@ i 3 5% BC 41 g # PD-LI1
(programmed death ligand-1,PD-L1) B m°A & 1fi
SR T 4 B A 48 A0 b 9 S 95 B A6 JH L T X — ik
B m® A W IE A IGF2BP3 52 PD-L1
) mRNA (%2 & Mok SE 8 1. Chen %5 R
YTHDF1 7€ BC U fg i =ik Lot H 5 B4
JiIEg 1) R /N LG B8 A 5 IE A &, FOXMI (forkhead
box M1, FOXM1) /& YTHDF1 f T ¥ ¥ f&i.,
YTHDF1 i i 1 51 3 45 & FXOMImRNA |
m A@%J&ﬁ?%%l FXOM1 (1) #35, i
T BC W RAEKRE.
3.4 m°A WAL 5 M A 4 A R
JiE FE T B AH N o5 A AR K b, R B o s
I K2 TE IR IR T — 8 MROCR B 5 4R A4
AERAIRAL T AR B K P 1 m® A LA A& 1 55 il
P 1) O FR AR R AL B W A T 2 AT R B A
TEFR W 8t 1% 2= b, K4 JE 4% 7 RNA (long non-
coding RNA, LncRNA) J& —Fft & 4 1y 8 45 A 7, [7]
e e Mg & g R rh i B T O EAE .
LncRNA LCAT3 F1 m®A B 3 METTL3 £
ESEAE Bl i P B9, METTLS 3@ i m® A &1
FasE LCAT3 ik, LCATS 4% FUBP1 5
MYC 254, 4RI BTG MY C B2k, DA 4 1 i
L N (I S 1) B DR T N ¢ o | S N 1 A
Eﬂﬁéﬂétlﬁéﬁiﬂﬂf#,m% LW IALE FTO BT 5
IR T FZ5 5 M%&EA M 7 Cubiquitin specific
peptidase 7, USP7) ik I, i &4 #F T 46/ 41 i
it 955 240 L ) A K
35 m'A BFRAAEBIES Y E W (colorectal
cancer,CRC) FH#H EIFH AR B AW & . CRC 19
5 AR AR AF A BN P B o B TR AR N T e
%MKEETT“ AIFHEFEW ,CRC B & 4 K
— AN AER R R B L T m® A B SR B S
z%&fmﬁaé 124, CRC 58K J& = 2 I gg SE IR 2
o WFFRIESE . m® A R F2 i METTLS 7E45 B
%E'éﬁf/\u%:zl_,ﬁmiﬁ METTL3 &% B

BEREIG R, #F—BHR" B, METTL3
Tuu%l#;éﬂslﬂ@%],ﬁﬂﬁa El fil CCNEI1 (cyclin E1,
CCNEDmRNA By %35, L H X T CCNEI mRNA
KU, METTL3 i m® A #9288 fm 1 A2
FEME IR T CRC A4S . Wang 555° i
7N 2 M) RNA 454 8 H SRSF9 (serine/arginine-
rich splicing factor 9, SRSF9) A] i i 5 # RNA )
FHE R, ok o 3k R ik, T #E CRC
SRSF9 il DSN1 3Rik b IE 40 5¢, i SRSF # /R
E—FH R mCA S5 A E AL UL mt A MR X
o HR ¥ 3E [ DSNT mRNA (8 & PEAE #F CRC
1) 3

3.6 m°A B EMBEM S H P IR (prostate cancer,
PCa)  PCa & 51k UL vk b . Hos fa I R
BT N JHE AT 0% 0 35t % 45 IR 3R i e A% U PCa i
FZMIET A L P I 30 7 B 5 B0 Y 4 L
. AR . m A BB O IE S S Pea & /E
RIBEYIM K, METTL14 B 8 W — A1 76 7Y
PCa JA Y7 #L5. EWMAF 527" Box METTL14 i@
it YTHDF2 DL m® A #8105 =X 52 e JH i g 10 ol
K+ THBS1 (Thrombospondin 1, THBS1) mRNA
) R T ol F I s ek, AT AR i PCa B9 & 2E . Du
USRI ST SE , PCa WK KTl J5 5 41 21 5 4 it v
KDMS5A (lysine-specific demethylase 5A, KDM5A)
()3t 254 5, KDMSA Al it 5 miR-495 13 3
T IX IR Aok H 3Lk, i YTHDF2 /£ 7 miR-
495 BYHBIEH L 7E miR-495 Bkl 5 Fak LiE, LIl
5 M MOB3B (mps one binder kinase activator
3B, MOB3B) mRNA m°A #&4fi i J5 20 F 98 H 3% ik
K, Wik, KDM5A j# i3 miR-495/YTHDF2/
m® A-MOB3B %l i #f PCa 19 3E & , 3 76 Ifi KA )7
hraT e A EE R X

4 HiEERE

Bifi 5 F A RNA g i
( methylated RNA
generation sequencing, MeRIP-seq) .m°® A F 5§ & 47
PER 2 A 32 BE UL IE (m® A individual-nucleotide-
resolution cross-linking and immunoprecipitation,
miCLIP-seq) FIAE Y15 B 200 & & X F m° A 3t
PR 1B A it 1A R B R ok, FE OGS B T RNA 1Y I 45 . 2
5 2 e Wy 2 ok A5 DL 2 T 5 s 1) IR 4R AR ATE Y
RN . m° A B BL 5% R il 52 5 1) A 26 kAl
it 4% 2 A N m® A IR AE 1 KOF L T m A 3
BUE H 5 mRNA Rk &, [H5EENE,

A g

1mmunoprec1pitation next
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