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Research progress of m6A methylation modification

in acute myeloid leukemia
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Abstract: Acute myeloid leukemia is a hematological malignancy that is highly variable in terms of causes,
genetic background, and prognosis. Its mortality and recurrence rates are extremely high. Therefore, exploring
new diagnostic strategies and treatments is one of the ways to improve the survival rate of patients with acute
myeloid leukemia. N6-methyladenosine (m6A) methylation is a widespread modification in eukaryotic RNA
and plays an important role in gene transcription, post-transcription and translation. Current research shows
that m6A methylation modification is closely related to the occurrence, development, drug resistance and
prognosis of acute myeloid leukemia. This paper provides a brief review on the role of m6A methylation
modification in acute myeloid leukemia and the progress of related inhibitor research, aiming to provide new
strategies for optimizing the diagnosis and treatment of leukemia.
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&, b, DNARZHAL, HE A HFEIFIRNAF
FAL S 590 A WS . DNAJRAG SN . 40 P
N S I R SN S

RNA F A0 75 2H £ 11 25 00 % i A 2 R 3 08
mEAEEERH, SHmRNA. IncRNAZEZ fiE
i AR, Hodr, meAF FEAL I 2 B F ILIIRNA
AL B, HAUAEDNARGG . Al K. £
VBRI E T REEEEN, KRS
PR B R R TS . SCHRIRIE, m6eA R AL
HAMLE VIR, HAHKES 5REAMLK A .
YNARREAE . Ak R PHT, fEAMLJEERE . i 245 F1
5 %577 R A EEE X, ImK BT AMLY)
W T (03T A b ) S B AR VR T RE S IR, B
2 BRI R e it m6 A F AL AE T WL A
WriRzR, — L/ FEAMLIA YT )z N
R m6 AFH S #1 71 AE s R IE T AR AE BR
WS AR Eme A H AL AS M E AML T )
B F Zm6 AFH <M #5575 AMLIG T 7 F B8 i 7T
HEAE—L5R .

1 m6ARE W IEIHRIEEIE

mOA AV AE E i H L B g 52 A 26 i
2o L H R, SRS A mO AR B TR
B, M2 5RNAMACH . I T, JF53
ez E R, o, meA R S0 E AR #
SEIE AT B . RNAWMEIE. ks e,
m6A B A AB M 2 B 7 Th 6 2 5 38 5 1 2 4 5%
BEFLIR(F 1), EAMLAK SR FE K33t i v k4 2 2
PEFB,

11 moAREZBEHESY

m6A H B AL I A 1T DAL RNA 65 7T
AL, MTTSZILRNAM R4 . HAT R
m6ABIE AR AFHEMETTL3. METTL14.
WTAP. RBMI15. KIAA1429 ) ZC3H13% (&
). A, METTL3EFA fiE{bmoAH B4k ThRE,
Xtm6A F AL L R A e e
METTL147 5METTL3 %5 & lim6 A F 4L B &
Y, SRAGMETTL3 AL IER; WTAP/EfasE 5+
JRRAR TR AR R, AR A E AL T
/NBE) RBMIS AT 5 METTL3 . WTAPAHH B A
. % SmoA R BB R KIAA1429i8

T3 UTRAN K 1 2565 7 BT X 3 1 m 6 A FF &
1k, BT ImRNAR Z R RN, RN HATS
WTAPHI EAEH, fEAbmeAB ", i
ZC3H13i# 1T 5 1% WRNAZE A 8 1 AH EAE SRR
m6A TR,
1.2 m6AXFRE L

m6A 2 H B+ ZAFEFTOMALKBHS %%
FTOfL T16q122, HE—NWEHFHAAE S IEREAH
KB ER 2 S MAL S (single nucleotid
polymorphism, SNP)!', FTORF KL EM, W
DL I 2 Fhoad 42 8 15 A G AL B R W TR X3
(iroquoishomeobox 3). IRX5. RPGRIPIL(retinitis
pigmentosa GTPase regulator-interacting protein 1
like)s RBL2(retinoblastoma like 2)%%, M= 5
JafHE R, ALKBHS & A ALKBXUIN 408 & (A
FIRM A2 —, HNufEEL g e s i f s £
AR . ALKBHS# IS FIHRNAase AU, B
X AHHZ I mRNAEAT K H LB, W25
R e S B
1.3 m6AIRFIER

m6A R I £ A LU I 45 & mRNA B AL
S22 Hoh, YTHDF2J® TYTHE A% %
(YTHDF1/2/3f1YTHDC1/2), /25 Z [ m6A iR A
HHZ—, HANATLLEE 5meANT /4 & 465
mRNAFPEZE, b {2k AR H4h, gt
Y THDF2 ] L4 & ¥ mRNAR5'UTR 1 1
m6A, MIME#EHcap g 7 45 T8 B iR 122,
YTHDF 1 FIY THDC2#B E A 7 mO A E MimRNA 1)
FIPERCE I /E P2, YTHDF3 U ZE i mRNAEY
PN B % 7 1 5 Y THDF 1 MY THDF2 B A B [F)4F
FI®) YTHDCAEAZ P I T m6 AdRic (I mRNA )
AR, 5 — A m6AR I & [1——IGF2BP2
J& TIGF2BP XK i (IGF2BP1/2/3), HIJRE 155 H
FrmRNA a5 PEFA #1754, hnRNPs#E
RNAMM TAgefe KA e Sy m&Em, W
hnRNP C/1#mRNAFI4%, hnRNP A2B1E 41K
microRNA fin T2,

2 moARERBEE SWEAMLARER

2.1 METTL3ZEAMLAEIER
METTL37E 1E % & I -5 % Pk i 1 A % 4% 55 524E
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Fz1 mABRAINEER BT S
25 mOAMIKREH  ThAE R i fHn R
AA b moA AL K The, it T8 C-MYC. BCL-2. PTENMITGA4Im6A H R4k K~ ik 3

METTL3 3, T (R AML AL 5
5METTL3%: & T Bm6A AL E &4, 58k METTL3 4L AE ] ; METTL14 0] i85 m6A F 34k |
METTL14 MYB. MYCmRNARZEPE: miR-1306-5pn] FIHMETTL14Z ik, HEiTMEMYBRIMYCmOA AL

K, N —FHHEFEARMmRNAREEM: IncRNA UCALE SMETTLI14%E A4 &t A e 1k,

55 5% (Writers) _EHCXCRAFICYPIBIE /KT
WTAP FasE R R, S E AL TN, AT EIIKDMABER (13Ri&, N iHH3K9me3 i 1
RBM15 5METTL3. WTAPAHEAER, # 5 m6AH EIbHITE AL
KIAA1429 Al SWTAPAH AR, fEAmEAIE I B
ZC3H13 JEIT 5% NRNASE & 8 FAHEAE F SR T mo A i AR
FTO A BmeA T H AN, Wi FIHASB2FIRARA m6A FF ALK TR — % & A K @it iR
‘ CEBPAMITPS3INP2 m6A T FEAL /KT Ll H 8 B FUKT
P2 %% (Erasers) .
A N FmOA L HEAB, T HIFHAXLIERRIEKT; BB T4CC3 mRNAFEE N AP2 1A i
LKBH5
MYCEH F/KF
YTHDF1 Y 5EMOA S IHMRNA (#1324 %
YTHDF2 {EHEmMOALRICmRNA M FEAE, W4 TNF-ofl TNFRSF1b3E R 1k
YTHDF3 1618 T mRNARY B A B4 % J7 i 5 Y THDF 1 f1Y THDF2.E A5 [R1/E
- YTHDCI FER% A IR T m6 ARRIC I mRNA I A 4%
[ 52 7% (Reader)
YTHDC2 ¥ INmEA S HmRNA 8513 3R
hnRNP C /- SmRNABT %
hnRNP A2B1  {2iE4]ZmicroRNA N T.
IGF2BP1/2/3  iEmRNA&EME, IGF2BP2A] LifiMYC. SLCIAS. GPT2M.BCL-2/KF

¥E: METTL3: HEREEBEFE S [ 3(methyltransferase-like 3); C-MYC: C-H#E4H i 24 Kl (myelocytomatosis oncogene gene); BCL-2: B
Ik LR -2 BE K (B-cell lymphoma-2); PTEN: iR & ik 718 H [F) 55 K (phosphatase and tensin homologous gene); ITGA4: %4 %4
(integrin 04); MYB: V-myb& 40 AR 85 2 K [FYEA)(V-myb avian myeloblastosis viral oncogene homolog); CXCR4: CXCi&ft[X¥
AK4(CXC chemokine receptor 4); CYPIBI: #iJfii(f2iP4501B1(cytochrome P4501B1); WTAP: Wilms/iiJ# 141K H(Wilms tumor 1-
associated protein); KDM4B: &L 25 F (b BF4B(lysine-specific demethylase 4B); RBM15: RNAZE 4375 H 15(RNA-binding motif
15); KIAA1429: Ji#FEmOAFEFL B AH 5 5 [ (virus-like m6A methyltransferasase-associated protein); ZC3H13: CCCHZEY%:1E K 4 13(zinc
finger CCCH-type containing 13); FTO: JEFEAHZSE A (fat mass and obesity-associated protein); ASB2: ZHJil[X {5 5l &2(a suppressor
of cytokine signaling box-2); RARA: 3 FRZ{Ka(retinoic acid receptor alpha); CEBPA: H{58CCAATHYZE T 454 H HA(CCAAT enhancer
binding protein A); TP53INP2: FiJRiZE FHp53i% 3 1% & H2(tumor protein p53 inducible nuclear protein 2); ALKBHS5: ALKBIA &5(alpha-
ketoglutarate-dependent dioxygenase alkB homolog 5); AXL: Anexelekto(J& T 32 /A EE R BRI EE XK IR A); TACC3: HALERMEG B e A3
(transforming acidic coiled-coil containing protein 3); P21: 4/ & #A S (KP4 401 7] 1 A(cyclin dependent kinase inhibitor 1A); YTHDFI:

YTHZ M5 5 5 F 1(YTH domain family 1); TNF-o: i8R 58K F-o(tumor necrosis factor-o); TNFRSF1b: iR 385 KT 52 4458 5 ik
51 1b( tumor necrosis factor receptor super family member 1b); YTHDCI1: YTHZ5#44# 1 1(YTH domain containing protein 1); hnRNP C:
Jo 1t A% AZ B A% B [ C(heterogeneous nuclear ribonucleoprotein C); IGF2BP2: fif & ZAEA K K72 mRNAZE A & [2(insulin-like growth factor
2 mRNA binding proteins-2); SLCIAS: ¥&FREAZ 1 EI15(solute carrier family 1 member 5); GPT2: 43 P9 &H#2(glutamate pyruvic transaminase 2)

R I, METTL3TEAML H & 12 Ak i i 22
ik B, RISFSEEZME TR, WHIMETTL3 R

. METTL3 R 4ERF IE H i& Il 140 il(hematopoietic
stem cells, HSCs)H BRI, MHIHSCsHE

BP0 STERMETTL3 A A% /K P m6A F 34 7K
ST S B AR FA . T, SEE
i 5B, 5 IE¥HSCsA L, METTL37EAMLA
Ik, B Hme AR HALEE TR, METTL3
MYC. BCL-2MPTENJm6A F FEAL KV I L 3
Fik, MmHIEWHSCs L, i 5 i ME i
BB, SangZEPYR I, RUBRMETTL3 W 7
SAMLY 4k, (EHEE T FR, Z0F5R

AE S5 AMLIN 24156 . 55— T e, Ligelm it
Xf 58 4 BRI R AML B % [ RNA W T & 3R,
METTL37E AMLALYT ffif 24 1 24 o Jd
Y B SZ 56 AE 52, METTL3 BAm6 A 4 i 1 75 = 1
SRITGA4 mRNAREM, LIFITGA4EHRE
K, MY SR AMLAN A ) BB RS, R
SEHEBMAEAMLARMITEMEN, &S
HAIT N 24
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(m6A)

RR | CH

E1l m6AE &SYIHIRK

2.2 METTL14, WTAPZEAMLAE{ER

WA, METTLI147EAMLANAE A+ &R IA,
Hil it m6A H 34 &1 L SN FMYB. MYC
mRNAFE M, B2k AML 3 1099 40 /6 46
HMI(LSCs/LICs) H LT #rie /1, FEAMLHUKFEEL
FEAE U2, LigPR 8, METTL147EAMLF
HoVE FH 2 IncRNA TE PR, 3 44 P 41 SE BRI 52
IncRNA UCALi#id 5SMETTL14% A 45 S Hifa
EME, EECXCRAFMCYPIBIE /K, Miffik )
1 AMLYH i 386585 % AMLERE (1 B 1, %0 540
METTL14 5IncRNAZ; &fdsk, #n TIRIIEAMLK
A HET 4> FALE, X AR ST AMLAH A 8 5 J%
BERRIRAL TR RS . W 5 — W AN METTL 14
HmiRNABKRAE K, FEUF T miR-1306-5pn] T
WMETTL1451%, #iMFKMYBMMYC m6AH
FAKE, TR FARMmRNAR &M, (g
TAMLZAM T, miRNATEAML 1 () 5 i 32
ER, AR FRAMLIIEIT S 4L T 5 00 BB .
UEMARR, BTZS50mRNARIEE,
m6A H I WAB L 2 5 X IncRNA X miRNA )
W

BT 5 RNA KR A, Shao% Pk
W7 H— P meA R FFL R WTAPX 4 8 FHE 11 (1)
WATPER o 2B FIESE, % S 0E T 6vA 15 5

[A-¥-1a(hypoxia-inducible factor-1o, HIF1a)ifiid 5
WTAP4E & [E 5 KDM4B mRNA% A Fim6A H
FH AL KPR EIHKDMA4BE [ #5&, i imm 40 )
H3K9me3WiE M, MM IA FIE i AMLAH i 38 56 1)
B, XMWTAPS & A F A B A BAE A I
FE, IR T AMLK A Kk & (8 i

Zt I, MTEEL14MIWTAPZ> B fEIncRNA .
miRNAFIZH & FE M 7E R B, moAH FEAL
B —Mr R RE S, Bl 5HEA
AL B4 . AF 40 B RN A 25 HAth 2 0L 38t 4% 2 1
AR E AR, 3 T AML A 2 5 A 5 3k
J& o DRk, XK R A SRXTAMLIE T 7 R HT
AU 1E R B4R, S AR 0 Je 2 07 AL i LB
5% .

3 m6AXRENEBEAMLARER

3.1 FTOZEAMLAREHR

WKW, FTOTEHAFLT3-ITDRINPM 157
MAMLF ERE, @ FHASB2RIRARA
mRNAMm6A F A AZ i K1k T i ASB2
RARAHE HRIE, M4 Je 4k H R X AML
T M ) SRV, kT OA 2 400 o) 20 A 4 A A e
AMLBEE I H B, Rk, S8R FTOM S B4
4 e A4k X AMLYATT BA B KB R A -
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RAWFRE, FTOH S| i@ it 1 % CEBPA
mRNAFJm6A H AL FFICCEBPA R FI K, &
AN H AMLA I G H 1. Rk, #E
FTO/m6A/CEBPAIE W A E A AMLIA YT I 5B
X 4R W INPMI R AE I AMLK B, HEH R
B RSP, SR 4ERE S KT I B AR B
o B . Huang U2 S0 06 iE 52, FTOTE 4k
NPMI1"AML = B WS 7 R EZEM . FTO
JHIL K TPS3INP2 mRNAFImMOA FH3E4b /K,
WTPS3INP2EE I IFRIA, MY 58 -5 M i A H
MHREAMEMXEA 1IR3 (microtubule
associated protein 1 light chain 3, LC3)H1H WAk
[X-¥7(autophagy related gene 7, ATG7)HIAHHAE
M, Bk EENPMITAMLYN R E WS, i35S
TN AR . HUk, FERAIHEIFTO X
TP53INP2# 1 1697 KIRERATE, X =R IEFTOM
NPMI AMLE B AT RETE AR, AR nT S T
. BLEBFRFES, FTOEAML S I/E LA
W RN RI 40 M R 45 %, X N FTOR ) 551 A
RAEHE T IR EE A
3.2 ALKBHS7EAMLAHI{ER
WangZ: P IE 7 R L, A AMLI s & 26 5
TR, ALKBHSF) A 52 21 % 8 iR 25 55028 1 1
A, JF HR4ERF 3 I T 40 i (leukemia stem
cells, LSCs)IIREHT LT B @ — 25 HLHIHF 58Uk
ST, M R 4 B 2 R B4 C (lysine-
specific histone demethylase 4C, KDM4C)i@ L ~if
H3K9me3 7 ik B INALKBHSHE PR e 2 57 7 Jo 1k,
&3 T MYBUL K Pol 1T ) 554 K 4 FF ALKBHS 1] 5
Fik, AXLIENZALKBHSHE 2 —, ALKBHS5DA
m6 AR 1) 77 oK i 4% Y THDF2 A 3 I A XL 1)
mRNAFE M, M2 3 AMLZH i 38 58 & AML
LSCsIHAEMI4ERE, N4 ALKBHS & FRLSCs
KL RAMLI Z5 38 (it 7 HAR Il . 57— TR
Hi, ShenZ™M RN, TACC3JEALKBHSH Y —ANi
Ao ALKBHS#ER A T4CC3 mRNAKE T
P21 A1 ERMYCE /K, AT 2E AML4H ffa 38
FE R LSCsHIHIEH, SAMLEE A R 455
Ko B, BEEANHIALKBHS M TACC3 A KA Bk
NAMLYATT T %

4 m6AiIRZ|EBFEAMLARER

ParisZ VR B, YTHDF2@#idm6A A S )
MRNAZEHL 0 H] TNF-a 1315, T 5] 40 i
P, fRIHFLSCs H B MAMLI KA K&,
[, B—IF R, YTHDF27E(8;21)fIAML
o Fif, 9F H & AML1/ETO-HIF Laff)4s e 5045,
FHIAML1/ETOEHIF 1o I YTHDF2 3Kk, i3k
MY 5RTNFRSF1b mRNARH I K, FiRHR
1k, MR EAMLZH ML T, F0H] S w440 i
HEEH, 5 — A me AR & HIGF2BP2 th 2 5 %
LSCSFTAMLEJE . IGF2BP2 LAm6A i 1) 77 3 1
WEMYC. SLCIASFIGPT2 mRNAMIFaEME, itk H
BHVEZRIL, I 44 (1 1005 T 40 B /62 4 41 A 1) 2
B, MEEAMLMEE RN, Boh, YESEA (Y
box binging protein 1, YBXI1)n[ @ 5IGF2BP24H
HAEFH/EmRNAFE % 5 K FXFAML#ET 1% .
Feng2& st iiE sz, YBX 1T 505 & A
IGF2BP2AHEAEF, PAm6A KA [ 77 2\ 5 MY CAl
BCL-2 mRNAFRZEPEFF LR RIE, Mt
AMLA A7, [ 4E M YBX 1767 AMLZ 4t
THRKE. BT, AMLNZ5 2R PR AR K
I AR MIEFRLSCs, YTHDF2A!
IGF2BP2¥Jid it mo A FH I AL (B,  LAAS A B 4% 7
NYERFLSCsM Dy e A7 . lt, YTHDF2#!
IGF2BP2R R W 1E N R G BRLSCs bR, A
o IR 24 ) 36 i AMLER 58T F AT e

5 m6ATR X HP

m6A H AL B VR 5 W RNA F B4 12
i, Z5RNARIRE I TR R 5 25 2,
FIR A IEgRASRNA . A& B S5 AML R 4K
JEER Rk, MR AMLYE M . 12 2845
¥, oA T R LSCsif H R F BT, 5AMLEIK A
RIE R %I, Kk, m6AM &% il F
NAMLIAIT TS TERE bR . Bl 25 el B P S R
() FE Bl I B 22 1 m 6 A KH 9 3101 1) 751) % AH 4% BF
R, NAMLIEIT 4L T B 2 ML HR(FR2).

5.1 EZHRELEHIHEIF

Ak S T 28 24 B & 25 BB R (meclofenamic acid,

MA) A DAIHIFTORG . K, HuangZ5*1% T H
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&2 moAMEHNEIFICE

251 eI AHIEALH
R-2HG Se 4 EHIHIFTO, FH{EMYCHICEBPAZE (7K

I R i E%FTOE’K]m6A£EF'%%, TMYC. CEBPARIL, WTRARAFIASB2EE FI7KF, MMl AMLAAfE
130 5FB23-2. FB232MBl, HAATERINPLHGERE
11b HIFTORIm6AZ ¥4k, TIEMYCAH EIHRARAE A/KY, 0] 7 AMLANE R AETE

Bl

GNPIPPI2MA  fiE#km6A RNAfEM, FELLSCs#: 3
B SFTOMRMEIIH231. E234. K216, S229 K H231454, FAIKMYCAHICEBPARR H/KF;: #IHILILRB4

csyesz Bk, LTI E R

TDI19 5 ALKBHS553£C100f1C2645 &, Il ALKBHS 2 FH BB 14:
ALKBES DDO-2728 FERT4CC3 mRNAFRENE, (g AMLAH I JE -
IGF2BP2 CWI1-2 B4 GIGF2BP2, e MM HmoAL & H s

STM2457 S54SR HIRERRGL A, FEKBRD4. SPI. c-MycRik
METTL3 UZHla FE{EMETTL33% 1t

32 h e £E 5 METTL3- 145 &9 - METTL3 1 5 55 B W H P RE 4 RS g

LILRB4: A4 S e BR AR A 52 4R 0 5K ik 71 B4(leukocyte immunoglobulin like receptor B4); BRD4: #4573 K FH 4(bromodomain contain-

ing 4); SP1: %5tk A H 1(specificity protein 1)

S5 ISR (meclofenamic acid, MA)BHAT LIS
P H PRI A WFB23AMIFB23-2(£2), #—EH W5
KI, FB23. FB23-288FF F 4 HIFTOM m6A
FH AL, BT IIMYC. CEBPA. RARAFIASB2
mRNAFE FEARMIm6AKF-, FIHMYC. CEBPAX
HEIL, WERARAMASB2E KT, MifGik 3
I AMLAN AR B 1. LinZ5CO7ERE e = 2830
FR IR RO R G ORI T A 13a(2) . Z 1)
PRTEAARS IO FTOR’SE I PE 1) #0125 R 5 FB23 254k
ZHAEE, 13axfAMLR AR ot T R E T
kR FEAE 7. R-2HGH ZFTORIHMHIFI(£2),
H R A I J S 1/2(IDH 1 2) HE Ak = A . Suzgl)
TEEN Y S b R I, R-2HG A 8 i 35 4 1 40461
FTO, {EiFm6AMH A, K NEMYC. CEBPA
mRNAFE M T, SAHHIAMLA R 5. [
i, R-2HGHA] i AMLZH A X B 840 751 (BT L
i A P At V52 ) PR UM, TR S AMIL A i 1)
TS, AT HBiHMAE S AMLIN 2. 5 — 1
SIS R T P FRETOMIHIFICS1ACS2(%2), —3&
ATHPHILILRB4ZR %, JEALTHR Rt CS1HICS2
Al B P2 HFTORILaNH231. E234. K216, S229 )%
H23 1454, fdEm i) L B R B, i
MYC. CEBPAJ:snRNAZEHFImRNAFImOAERE, M
i B R0 9 iR H P, BEJS, Prakash

SEBNFH T AW 11b(F2), Hil i ¥ INFTO M
m6A F ALK, T N IAMYCH FIRARA
HKF, $d T AMLAIM 4705, X297 AML
(1 H Y, 2R BRI 0 700 BB BT 1A R
TEWG R R H el RePE . A BB T T FTOHIH 7]
GNPIPP12MA(#2), HiEid I iNm6 AR mRNAE
i, PEAKLSCsFRILKN, MIMIAR|FEHLSCs & A
L5540 R AR VR T, DAl AR BEES 1 10 ) 790) B4 52 v $ it
ToE RS,

LaiZ PRI T — BB (1 ALK BHS i 5 14 1 1
7, BITD19(3K2), HikFMEHs: & ALKBHS
C100f1C26, BITHIHIALKBHS 5#ImRNALE A,
T ALKBHS[Jm6A 2 H gV, AT 35T 1 1
JRITER . A, WangZDIEE T4k, Wk
Wit 7 —FrALKBHSIE £ M3 ] FIDDO-2728 (5%
2), DDO-2728iEd ¥ IN1TACC3 mRNAKEFA F
m6AF [ MKmRNAF E M, MMi{E i AMLAH
P, R55)EDDO-2728 % i T SR RS HE /N R
JEARA M AK, BRtiiampiEiEA . TD19M
DDO-2728¥ & Hr il #f & B #E [ il 55, 5 FTO/
ALKBHS5 XU E #14] F10X3. MV10350°°, ALK-
04P K emp-3%A[F], TD19AIDDO-2728 5 ik
PR RO R B R A, B AT AT B T RE
ALKBHS5, TMXfFTOJLF M, B 2% AML4H
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MOEAT T — 4, (e Mg T,
5.2 FAE{LERHDHIF

YankovaZs PG 7 — M METTL 330 1 71
STM2457(#2), H #4554 METTL31S-REH H
I 2 IR 45 & 00 AU VA I F SR AR RE e M, kT B
KMETTL34#E %R BRD4. SPI. c-Myc“ 5 H{im6A H!
FAABMKF,  JF 0] S L DR R, ATk 3
7 S g B U T K 4 AML 4 B B BE B9 A H .
UZH1ast—Fp B A R B R0 i 72 58 M 1 JEAZ
FKMETTL3 4 BE R H |7 (K2), KBk N
UZHIb. Moroz-Omort% % F 5| &3 88 () UZH 1 akb
FHAMLZH R (MOLM-1341 1), K FIMOLM-134
% s AmRNA [FJm6A H 4k K P REUZH 1 a7 &
EARKE A, R UZHIam FAMETTL3 1,
NI 325 1A 23 10 100995 200 9 0 R 0 o 9 0 gk 1
Hbro Uh4h, LeeZ W50 &8, &M by vl i it
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