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Abstract: The regulatory mechanism of embryonic development is a very important fundamental question in
biology, and the role of epigenetic modification has become a recent research hotspot. Accumulating studies showed
that m°A modification produced by methyltransferase-like 3 (METTL3) plays important roles during embryonic
development such as oocyte maturation, maternal-to-zygotic transition, embryonic stem cell fate regulation and
angiogenesis. Meanwhile, compounds targeting METTL3 have also been continuously discovered and synthesized,
which are expected for targeting m°A-related diseases. In this paper, the structure, catalytic mechanism and
regulatory mechanism of METTL3 are reviewed, its function in RNA metabolism and embryonic development, and
METTL3-targeted compounds are also introduced.
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TIEE, 45 ml AR EEMETTL3/E G K & HIAE AT 50 e 715

I FRH L, S, Hrh ORI RNA
FH AL SR TR AL 6 N6- H L IR 1 (N6-methyladenosine,
m°A). N1- FIEEIRFE (N1-methyladenosine, m'A). 5-
FH 3L ff 1% g (NS-methylcytidine, m’C) Al N7- H 3t 19
H (N7-methyladenosine, m'G) 2% !, RNA F1 34k 1] L
EZ MG h RIEER, BFERIRAKE. DNA
BHIEE ARSI 4 R R & FERE R A%

m°A & FAZ Y0 R L — R A8,
RNA 43 7 R4 55 5 7 N Ab & A4 B 34k, mA &
MR IE I R mRNA BT, K. B FaE
PEFIR RS, dh s B R Rk, s 2 Fh
) 2 FE Y Desrosiers %5 B 78 W 7L 2 4 41
mRNA H1 8 ORI N6- I IR IR 3 . N7- AL
FHREEAN 2'-0 FEEZIFFRILMAFAE . mPA 1B1Hi AT H
HIEFE RS I E A4 (METTL3. METTL14, WTAP 1
KIAA1429) 4 1%, 2 B E AL (FTO #1 ALKBHS)
2Bk, JE#i4E A E A (YTHDF1~3, YTHDC1~2 il
hnRNP K E A ) WHl . o, LB 3
(methyltransferase-like 3, METTL3) 7E 5 £F 41 Ag 55 24
Ko A FIBR)R - &1 HAK (maternal-to-zygotic transition,
MZT) M K & i fE i P AR

RNA

1 METTL3ZE# 54 LH)

METTL3 /& 58— M &35 m°A &1 A2 A ¢
(1) F L FE R . 1994 45, Bokar ] BA R H HeLa 4
i A% B2 B A0 2E i 7L 25 mRNA 41 1% 16 4k 41 F 4K,
ROy BAGH T Ne6- IR H EHBEE &Y, H
F B AR, AT E S AN 30, 200
A1 875 kDa. H:rfv, 200 kDa #H %) fJ— > 70 kDa .
B FEA S IR H A R (S-adenosyl methionine,
SAM) 45 & 47 5, #E BN MT-A70 (MT-A WV B fi7,
70 kDa), B2 HL7EFT AR METTL3", METTL3
Al 5 METTL14 JERCRIE R4k, 5 WTAP 45 &
T m°A H LR B 2 A4, METTL3 1E itk
RO RAEER (B D,

METTL3 [ 4w 2 K A T AN KRG i fhk 14q11.2
Ab, ZEE AT SRR LS M Bk (LH) A e 4T A
(NLS). CCCH %Y £ $i5 45 4 38, (ZFD) F1 H Ik % 7% iy
SERIE (MTD) 4% (18 2A) 9 LH & H Bk &
Bk 5L, W RS WTAP-METTL3 A B AF FH 1367
NLS /5 METTL3-METTL14 H 5L 5 % fig 5 6 —
RN s ZFD fE NN, frRrtEda s &fh
5-GGACU-3' 1517 ) RNA |, 3f5 METTL3-

coiled coil
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A: METTL3ZSHIRIBEERALAL 5 B: METTL3= 4454, LH: ATSU80es Ml NLS: BEfr/F%l: ZFD: CCCHAH:
ik, MTD: SRS mELE IR S2. S43. S50. S219. S243. T348. S350: HEER{ILA 5.
&2 METTL3g0&E #0018, BEBs Ll R =444

METTL14 () MTD F[a] 347 4k U MTD | LA
SAM £54 ", METTL3 78 M BF 1) N 2K K 2 %
HRAEY TR Y, IR E AT SR
()2 PR B, 0 BT N o LH BT (S2. S43.
S48, S50). H14t NLS XI5 (S219). ZFD il (S243)
LA S MTD I3l (T348. S350), IR A0 A& 1 AT e X
HE R R s

m°A EfifE mRNA F14EZRA% RNA F35n] Lk
A, BEFEN GBI RAR AT R I mCA 81 ER AR
7E RRACH JLiR#E b (M, R=A/G, H=U/A/C)!",
1M METTL3 A1 METTLI14 ) MTD 1] LA H 5] iX L6
FIAL R, R R e 7% I O R AV R R 2
SAM #: 82 2 R FF 1 " METTL3 i 4h A7 55 4 f) £
¥ FE %1 DPPW & o i Asp 2 51 & B 3E AL iR 1 4k
B Ak, MTD fE 4 ¥ [A] &5 & 5 1 i A AN R 2,
SAM Z5 &4 AT MTD P EBZS s —l, 2
HAERA AT RS A TR 5 RNA YD, %0 A&
BRI B R ey U
2 METTL3ZERNARKIIBIEFHIER REI)
BEVETS
2.1 METTL37ZERNARBEIEHRIER

METTL3 £ RNA BN iy Ji] 1 v 43y 4 B2 22
B, L FE 2 RNA £20€ 5. RNA BY 2. RNA
B SRR, H oAl & kB METTL3 (1) 2 4
RNA iKY, iX%e RNA AR 52 3] METTL3 1

WA, HETTR MR R RAER N, BT
I AR RRAN R A B S
2.1.1 mRNAFH*

METTL3 /3 ff] m°A & 4% T mRNA 1 i%4
ZAIHAENLE] . 2 — MRS EE S YT521-B
[F] Y 45 f 35k 8 e &5 1 1 (YT521-B homology domain
family 1, YTHDF1) A1 # % 2 46 K] T 3 (eukaryotic
initiation factor 3, eIlF3) % : YTHDF1 5 mRNA 3’
JEBIIE X 3'UTR) 1) m°A 254, FF40 55 eIF3 5|
5" % 5 F 3R AR T R eIF4G-elF4E-poly(A) 45 &
H H (PABP)-poly(A) [AH EAEH, fff mRNA ] 5’
3 KU ETE—, MM ERRe ", 58 AR
HLfil 9 METTL3 B 4% 5 eIF3 /E HI R dhfi e . 5
HME I FEARIE METTL3 38 1] LAYE mRNA )4 A5 X 42
REAT FRHEARAB G, SRS R A 5 i ke T

METTL3 %J J- mRNA [ 8 2 i #2 B A XE 1E
F. #in, METTL3 0] P TRAF6 (TNF receptor
associated factor 6). MYC (MYC proto-oncogene, BHLH
transcription factor). BCL-2 (B-cell lymphoma-2)
mRNA 5% "), {577 LL%{% ABCEI (ATP-binding
cassette E1). NLRP4E (NLR family pyrin domain
containing 4E). YWHAH (tyrosine 3-monooxygenase/
tryptophan 5-monooxygenase activation protein eta)
mRNA A 2,

2.1.2 mRNAFaE M
Wt 78 K 3, METTL3 ] LA f# fb mRNA 3'UTR
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TIEE, 45 ml AR EEMETTL3/E G K & HIAE AT 50 e 717

Y, #55 mRNA Foe vk #8058 R0,
METTL3 2 7] L i@ & YTHDF2 (YT521-B homology
domain family 2) [£/ik mRNA Fa g Pt &, HEE ML
#129 « YTHDF2 ) C Ao 45 R4k R e S 10k 3 55 55
m°A ) mRNA 45 &, 1 N &K 3 45 #5800 61 53 4%
YTHDF2-mRNA & & #) 5€ fif. 3] mRNA [ f# {7 51,
TS mRNA [ FEAF 2. B4k, RNA 454 E A
HuR. YTHDF1. IGF2BP2 (insulin-like growth factor
2 mRNA-binding protein 2) 0] i i i1 71| METTL3 1E
mRNA A /] [X 3577 A2 () m°A A7 2, 3% 3% mRNA
(e ok 222,

METTL3 % mRNA & 52 1 1 2 A B A7 XL
H{EH . METTL3 nf 3§ 5% mRNA [ 52 € 1%, b
MYC. VEGF-A (vascular endothelial growth factor A).
GATA3 (GATA binding protein 3). NANOG (Nanog
homeobox). SOX2 (SRY-box transcription factor 2).
CDX2 (caudal-type homeobox protein 2) F1 SOX17 (SRY-
box transcription factor 17) mRNA 7K~F B> . fy]
fi¢ it ATGS (autophagy related 5). SOCS2 (suppressor
of cytokine signaling 2). HOXA10 (homeobox A10)
mRNA g 222, t 4k, METTL3 £ SUMO (small
ubiquitin-like modifier) £t J5 7 PA_F A3 IR RNA (circular
RNA) circ_0000677 7K-F P,

2.1.3 mRNAEBjH;

I AE SR A 5T K B, YTHDCI (7% 85 1) 5 1

YT521) it Z24E pre-mRNA 89432 [K] T SRSF3 (serine

and arginine rich splicing factor 3), [A]Hf#]1%] SRSF10
] RNA Z5 435k, itk SRSF3 SR AL A,
MV T PR BT 4, 10D B MK T METTL3 4
S m°A F3EE B,
2.1.4 mRNAMHZ

£ HeLa 4fjfirf, YTHDCI A/ 5 H 4L mRNA
AN A B 2 4 . B8 YTHDCL /] 3 350 H
HAL mRNA [ZFUER, 1 YTHDCI 454 ri g it 4%
SRS 7] 4 i S5 ) T 20 AT s YTHDCI JiEid 5 SRSF3
FRZ S T BB A ELVE A, (23 m°A F RS i
Y5 mRNA H% 9,
2.1.5 miRNAJIT

METTL3 £ 5 microRNA (miRNA) 0T, &+
BOE 2 1 miRNA S 5 1 58 % Fh A2 3 30
W7 N 53 K LR L 3 4 4 1 o 1) METTL3 W] LA
FE A AR miRNA ¥) 94 % 5% A (pri-miRNA), i ff
METTL3 ] #i#] DGCRS (DiGeorge syndrome critical
region gene 8) 5 pri-miRNA £54, S EUL# miRNA
Yok, REBE R N T pri-miRNA ({7 2 B, &R
M 5 ¥R 45 ) (cigarette smoke condensate, CSC) TJ fi¢
#F METTL3 if ik, H5# miR-25-3p ) m’A 1511, fi
HEHCREA Y, AR, METTL3 RI35% DGCRS
%} pri-miR-873 H1 pri-miR221/222 ¥R 5, &3 B
miR-873-5p 5 miR221/222 /=4 B+,

METTL3 7E RNA it I ThgE e 45 W& 1.

%1 METTL37ZERNAfS S P A ThaE

ERNARBI R IIEE  METTL3%RiA  RNAJKY) N S R
IR HEMRNAF % 1 TRAF6. MYC. BCL-2 PEBERIE SN H0HEBE M. [17-20]
B A s A T L 4
BoREAE, A ILE T
M mRNABH ¢ 1 ABCEl., NLRP4E . YWHAH i OpRE4n i, FECRRE-  [21]
G T HAGBREEA
2 EmRNA K 1 MYC. VEGF-A. GATA3. S-SR A g, R[22, 25-30, 33]
NANOG. SOX2 . CDX2, Jie A AR R BB R R
SOX17. Circ_0000677 BORRE: REE R B4 R
gk e KR
FEAEmRNAZK - 1 ATG5. SOCS2. HOXAI10 RBEMAEE; (R AE;  [22-23,31-32]
AFIT RGN
THmRNAEFEEE B | \ \ [34]
FHPemRNA H#% ! PER2FIARNTI FEA BT S 30 [40]
R FEmIRNA 24 1 miR-25-3p TR TR K [37-39]
miR-873-5p T S A RS A T
miR221/222 A3 % I g 4 0 38

i 1RRMETTL3%GE i, | RSMETTL3ZRE i
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2.2 METTL3RINRE AT

METLL3 nf DA R 1L . LBk 523832 bz
Mo BOAME SR 5 (extracellular signal-regulated
kinases, ERKs) 7E = /> iy & & 5F [ 5% & (S43. S50
H1S525) F#Efgf METTL3, 78/ METTL3 iz 1k
SRR, MG N METTL3 W& 1, 2 3/ B G
A0 o e AR R AR R MY R S A i
Pk RAFFL A (ataxia telangiectasia-mutated, ATM) ]
A] DLiE I S43 W R A IE METTL3, i DNA 4%
fifs ¥, METTL3 # 41 & (1 Z Bt 5% # B (P300)
T8 K177 B g1 b Bk JE iS PERRAR,  mT DA 2L
41 ) A KA #2 . SUMOI (small ubiquitin like
modifier 1) 7£ K177, K211, K212 F1 K215 £ 5 _E4&
ifi METTL3, SUMO b 1] DA B& K FL £ X mRNA )
AR PE, (EO0 AR e e A
J R ELAE VA 5 . METTL3 76 K459 &bt ]
PLRZE SUMO b1 B,

3 METTL3S5MEE% B

BN R B RIEZ 2R . ZER,
FIE. RIS S E RSN B, BIAR E &H B
Hh DR ) 2 3 32 R BB AS MR R 4%, e LTI
RETFET DNA HIb T B EmfE ™, 4%
FE e 05 5 i T R T 5 R BRI EE &, M
T U428 A2 K S Y € o 5 9 45 LR i ok B A 1,
RNA m°A. m’C FUERF (V) &1 2 51855 T4
M EREH Sarigdee Y. Hp, meA 7ERR T4
H ) 5 TS Ak A0 EE A T R -
BT R R R Y,

3.1 METTL37ZEERR % B T EIM B EIER

W& B, METTL3 i/ ) m°A 151 75 51
BEMRC . 2ks . BIRTERG. IR & 5E KM
FIRMIaE B KA S B R R EE (E 3).

3.1 GPERAN AR R S SR

W FL I, METTL3 £ 5P BE20 i 24 55 52 0 1
e R I EEAE A . METTL3 mRNA /K-8 51 R
MO B e i, il 40 L 53 R AR, TE 8 ATl B B
LBAKAK, BB TRE, BRI BKF
Tk ™ METTL3 T A b i vl 0 4] 99 55 4H
B FERE BN BEAE B R o 2 A2, METTL3 Al
m°A (7K F B, R A 2R BR 0] METTL3 7%
PERT LI N I 22 B bR A LIN28 ) 5 55 R 417
1 R BEA0 R s 2 B kA, AR AR R (germinal
vesicle, GV) G &} 4 ffd H & 57 4 METTL3 siRNA
(small interfering RNA) ¥, sz S 09 Wk 2R 5 4% 1 1%
(morpholino anti-sense oligos, MOs), 1] X} 4% 31| G B}
ZHffirf CLTC (clathrin heavy chain), PCNT (pericentrin).
SPDLI1 (spindle apparatus coiled-coil protein 1)
MSY2 ( t#} Ybx2, Y box binding protein 2) )% %L
R 2, METTL3 siRNA ZAES /N R GV #5p
REAH A nT 5 BORE o 24 b G5 R RN 5 — AR A4 T s ik
Fa, 90 8 METTL3 ThRE T 2 5 BUZ R 4 5
9 mRNA 7P R FF P,

i % METTL3 i& ] $i fil] BRI - & F #4678
GV 1151 B 40 g #3073 5 METTL3 siRNA 8 MOs,
YERE4H MU F ABCE1, NLRP4E. YWHAH [f] mRNA
RAFEAR Y, 58 METTL3 /-6 m° A 1816 /5 BER -
& T RAL YT BRE U8 4E FF 5P B0 0 of mRNA 1) £2

NI & [LIN28. CLIC,
., [Los. HoxAlD R . m&f@ ifs,I;I(Tz SPh
NANOG. MYH6. & B Uasieiiyich
u Ly} (‘\ TUJI. FGFS U &S i
TR M

\ __

f%’ s
B
»
3 25
=

‘_* ATOH1. CXCR4. NOTCH2.
JAGL. DAPKI1. FADD. NGFR.

a2y 2 hnRNPA2 /B1. NOTCHla~
M E R RHOCa. NR4A2. P21. BMII.

) 7 mRNAREMABCEL. NLRP4E.
C  METTL3 T > YWHAH
,,,,,,U%

W S =2,
% NG ZIEHH
> @L‘%
By BCL-2. LC3. GATA3.
H@F NANOG. CDX2. —
SOX17- IGFBP3
YRR

PRDM16. JAK2. VEGF.
PI3Kp110. AKT

OCT4. SOX2 . NANOG

b7
E3 METTL3S5Els 4B
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e P 117 [ AT A7) 3- RS ARIEEHY (3-methyladenine, 3-MA)

3.1.2 ERIEAL

METTL3 12 BENETE BT 4 7 1. m°A 7KFAE
SENE B BRI PR Bt s Y TR 0 ) )
SERB A FAZ ARG 7 d J5, m°A KPS TR
TR/, BCL-2 mRNA 7KF 2 B4, LC3 (light
chain 3) mRNA 7K~F- L #H B4R m, S8 FE R 1 4
ToH E W . Ak, EBVESEME F R METTL3
B 1 Ll 2E IR #4257 5 T (GATA3, NANOG, CDX2
A1 SOX17) ) mRNA /K1, SERMEKEIRS ; R
M, 7E% %8 4 4F T~ METTL3 it %35 %) 2 if % & 3
PRTE 37 R

JV G R T SRS N 4l R 4], METTL3
Z5IERETARNES. B350, m°A H
FAU 2 PHEG RNA 455 2 H HuR 5 mRNA [ F551 2
St % B R AT mRNA, il SZ A KN 1
24 H -3 (insulin like growth factor binding protein
3, IGFBP3)] ()45 &, fll mRNA £a € YEFEAS, AT
4 FF /8 BUE BS T 41 g (mouse embryonic stem cells,
mESCs) )3 &5F8E 5 WIR METTL3 2%, mESCs
AR 5 AR Fa g P, METTL3 1 N4 1k 4 #E % etk
(naive pluripotency) [ 5 H 7, H A AL 1 m°A &
AT DA RS A 22 Ae P S B ] mRNA (52 5E 1
25 % METTL3 Iif, mESCs 1 m°A ik 24 ) ] 1
R, SECR” Y BRI LN K
B

EIRAE T ENGFESEMEITIREIR, BEEG
BRI S K E, METTL3 fEH PR HEEEH .
6 IK TR iR 459 77 2 v METTL3 45 (17K F Al m°A
KV B R UM IR R R IR A, 4% METTL3 7]
BEARSeIE TR B2 77 )2 1 m°A 7KF-LL & hnRNPC1/
C2 (heterogeneous nuclear ribonucleoprotein C1/C2)
IZIE ™, FERRZNG T RUERIMS, HASR,
AR EAGE RIS, it METTL3, METTLI4
MIWTAP ik /KT, 25 I EEALEE FTO /K- A,
RNA HEAG K- THE s A, %8 518 | MeRIP-
seq fil RNA-seq BEAR 4T 1 2 B i 5L 4 B 7
Jinl & 2 i A% 1 METTL3 fl METTL14 [ % ik 3 b
W, BT Wnt/B-catenin {5518 % LA K Ja i AH 5%
1 % B DR = 1) me A B MR ZK ST T e 3 U JE TR
A BT A AT IRE METTL3 i F A 26 7k 4
A EUE TR AR JZ 40 i (trophectoderm) & & B[,
FHLH) AT RE 2 « EUEIR AMIEJZ 41 o METTL3 fE
N E WEFE R ATGS R LC3 f) i 4% 7 R 3% 1E A

A] LA R 4y METTL3 @ 8 5 80k & =7 B
5OR MR N R ISR # T E P9 METTL3 Al m°A
KB TR, AEN TR A R 4 i (Tshikawa)
i 2 ik METLL3 1 410 i) A i 48 % 6 18 g 48 fif
(BeWo) 41 Jifg 2Kk & B, Bl 7] §& vy METTL3 fi 1
HOXA10 mRNA FJ m°A FF LAk A& A1 B it 0

5 R R s g AR AR FE VR e O N
TErRAEFHRIT, METTL3 ik i dmjE ik G 140
W i e s . AR A s B AR B Rk R R 1A AR AL
At i B3 Y. METTL3 A DAL Lk & (1 s
6 (myosin heavy chain 6, MYH6) 5 B III f# & & H
(beta 111 tubulin, TUJ1) ft) mRNA 7K °F ; @ % METTL3
D45 SR B, 3T BE T 40 B 5E [ Ak, 5 B iR
TR, Rk METTL3 [FR Al 455 NANOG mRNA ]
FasEtk, MHILRR, IR RS s RIdria i i ™,
METTL3 6k 2K i RE $i2 e B 2T 4 4 g 22 KB 5
(fibroblast growth factor 5, FGF5) mRNA ¢] 2 52 4,
FETTIE MEK1/2 (mitogen-activated extracellular signal-
regulated kinase 1/2).ERK1/2 Fll AKT (protein kinase B,
PKB) iffi % ; MEK1/2 5 ERK1/2 #1% 5 3 NANOG
T, AKT BUE I3 8 NANOG Fif, i iy
R JiG T 4 1 22 B RSB H 0 Hor, ERK 4% R
AW W LR 1 IR R 40 22 RE MR 5 T AKT
MBS 5 AT HE— s Wnt {5 5B, (2Rt 2 Rett
R
3.1.3  RRes E kAL

METTL3 Z 5 R IR B k4. FHIRIGA
BRGNS, Gl — RV E w1 4
REME, FESCIE AR R R R AR A AR AL )
BF FEARIE % METTL3 Hib A6 40 B B ™,
SEIER E 5HBUMEE .

m°A FIEERBE /NI . IR S A S0 s
R BT bTR R RS RG] ;e X MOs
R % WTAP fil METTL3 Ji5 H 3041 239016 5 BE i
BERE, [F R AN T DT PRI SR AR
A AN e 22 13T (photoactivatable ribonucleoside-
enhanced crosslinking and immunoprecipitation, PAR-
CLIP) %% 3 % 7%, METTL3 3 % 541 #4 5% Al RNA
I T R () s R m] A v B2 . e N R4
RGN FAE IR METTL3 7] S 8UMiK R & A4,
[\ ) /N i & B A < 3L [R] (Atohl. Cxcrd4 Notch2 Jt
FLBCAK Jagl) F1YE T2 AH 5K Bl (Dapkl . Fadd
Ngfi) mRNA T3 7€ PEHE I, /MK &1 22 T8 ) 0 kL
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241 M J2 A0 M T N e AR K — AL M A B 1 A2/
B1 (heterogeneous nuclear ribonucleoprotein A2/B1,
hnRNPA2/B1) X IR AR & Bl AR SO0 E 22, g B
hnRNPA2/B1 S 30/ B IG K & 15, 1 METTL3
w2 3 3 hnRNPA2/B1 SE Ar i, 4K 520 5 0]
R % B e METTL3/METTL14/WTAP 35655
By 2 SRR B RIS IR KB RIL, W%
BEWE, p53 (5 S @B ABOE, 40 T8,
A0 I AH 41 i (retinal progenitor cell, RPC) %E iR 4
W, FEUNRERL K . #EH0E, METTL3 &5 #f
L RB MR, ] HH] Wnt/B-catenin {5 5 il
BRI T, SEUAE R A B T

METLRN TRIERKE . BIR. RANEHE R
R - IR iR 2 18] 3 5 R R 4 I R AR R
RNA &4 O 28 B UE SR 2B il %, HH RNA
(¥) m°A BT T 2 R 20 i i, i R R
METTL3 7] DL 1] i& 1f. #H 41 i (hematopoietic stem
and progenitor cells, HSPCs) [7=4: DL Az i Ifi 141 i
(hematopoietic stem cells, HSCs) 9 [ 3 55 57 A I &
él:_:ﬁi [68-69] .

METTLS3 # 4/, Vav-Cre METTL3™” (VCM3™)
ENGFE T T, AR/ DR, R EtEH,
A AR, B RN R R 3 RS, E14.5 IR
F& BT A Lin'Sca’c-Kit™ (LSK). HPC-1 (CD48'CD150")
A HPC-2 (CD48'CD150") bt mg, oo B IF kA
T, wlERSREE, HIE AR SRS b
HUNR A IE MR ™. BET 1 METTL3 Thag sk ok
T EE G K B ik 72 HSPCs 4E B %2 Fil, NOTCHla
(Notch receptor 1a) 5 RHOCa (Ras homolog family
member Ca) mRNA [ [ fif 52 24, M0 FELAT T
W - i& L #% 4k (endothelial to hematopoietic transition,
EHT) i #2 ", METTL3 2 i i 40 il [ 5 5587
A BT R, R 5 NR4A2 (nuclear receptor
subfamily 4 group A member 2).P21 (cyclin-dependent
kinase inhibitor 1A). BMII1 (B lymphoma Mo-MLV
insertion region 1) /1 PRDM16 (PR domain-containing
16) mRNA 7K1 . 35 B 0 N5 i Pk 9 152 400 ff
(human umbilical vein endothelial cells, HUVECs) H ]
IGF2BP1 (insulin like growth factor 2 mRNA binding
protein 1) iHid B 45 & JAK2 (Janus kinase 2) mRNA
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