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[ ABSTRACT] Vascular remodeling refers to a series of structural and functional abnormalities in the vascular wall,
which is characterized by stenosis of the lumen, thickening of the vascular wall, reduction of vascular elasticity and compli-
ance caused by changes in the microenvironment inside and outside the blood vessel, and ultimately the occurrence of car-
diovascular events.  Although the prevention, diagnosis and intervention of clinical cardiovascular diseases have improved,
vascular dysfunction caused by vascular remodeling is still a huge problem and challenge that plagues clinical efficacy.
N6-methyladenosine (m°®A) modification is the most common and abundant post-transcriptional modification type in eukary-
otic RNA.  m°®A methyliransferase, m®A demethylase and m® A reading protein are responsible for the occurrence, deletion

and recognition of m®A modification, respectively. ~ The m®A modification regulates the fate of important transcripts by
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participating in the splicing, degradation, translation, and subcellular translocation of RNA target molecules, thereby pla-
ying a regulatory role in the maintenance of vascular physiological homeostasis and pathological remodeling. ~ Studies have
confirmed that m® A modification-mediated vascular endothelial cell (EC) dysfunction, phenotypic transformation , abnormal
proliferation, migration of medial vascular smooth muscle cell (VSMC) , and aggregation and activation of monocytes/mac-
rophages are involved in the occurrence and development of vascular remodeling diseases such as atherosclerosis and aneu-
rysms.  This article reviews the recent literatures on m®A modification in vascular remodeling, and discusses the effect of
m° A methylation modification of important target molecules related to vascular remodeling on vascular cells function.

Based on these, the intervention of m®A methylation may be a new target for clinical treatment and diagnosis in the future.
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ISSN 1007-3949 Chin J Arterioscler, Vol. 33, No. 8 ,2025

reading protein

VT AER U LA P50 1 o 8 7 4 BRI
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fﬁjﬂﬂ(ﬁ%ﬁfﬁ’fk( atherosclerosis, As) JE IR ARG B
B KR A A8 A R B 1Y R AR TEAE SR
a5 405 K 345 & 1) INL45 TN 2 41 S ( vascular endo-
thelial cell, VEC) 5t 147, IfiL %5 F ¥ L 40 2 ( vascular
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RNA H AL 4E N7-H 5 51 ( N7 -methylguanosine
m’G) N5-H F& Jifg % 1 ( N5-methylcytosine, m’C) | 5-
¥ H 3 Jifg 9% BE ( 5-hydroxymethyleytosine , hm®C) (N1-
FF LR 4 ( N1-methyladenosine, m'A) | N6-H 3 iR 1
( N6-methyladenosine,, m®A)  N6,2'-0-— H 3 If
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S mRNA &4, 1] 5200 RNA 43 14 i iz i 1 5
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H AL RNA g DLUE AP (methylated RNA
immunoprecipitation sequencing, MeRIP-seq) A] DA 18
i3 100 ~200 AMZH TR BRI 7 FAZ I mRNA A
BEAESHS RNA (long non-coding RNA | IncRNA ) H1{&
WAL AL, A B m® A B I8 H 7E R A - 37 JE B %
X (3'-UTR) DA B & i X 28 b 25 A5 F 1 Ui DX 3K
EHED L JRSWI ST E m®A B0 A DRACH
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HBEE L, I m°A B3 RS m°A fL50F 52
54 T mOA B S R URAR R ROV (B 1) .
1.1 m°A REEBE

FH ILAL L AL 2 1 3 ( methyltransferase-like pro-
tein 3, METTL3 ) J& i 57 & BLAT m® A &1 SC i HY 3
Moy, WELHE B2 WAL B 1 14 ( methyltransferase-
like protein 14, METTL14 ) j& METTL3 & [a] ¥ & 11,
ifig - METTL3 5 METTL14 3 i3 M1 BL ) 3L 5% 5%
it 235 AL R AR P 78 A A% b L S — SRR XAl
BT A% m® A WL A1, METTL3 fE AL IE
B, TR SR R AR R Hh Y R AL ) 32 AR
HOHE L, T METTL14 75062 595 RNA 454
IR E A G WA, XS IRY) RNA 454 F1H
R 2 G B, ol g ¥F METTL3 A9 fiE Ak i 27
Bx T METTL3 fil METTLI4 4 A% 0 m® A H 564k
SERAN, S AL AR B R -, A B RE A 1
R [ (wilms tumor 1 associated protein, WTAP) |
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Vir Ht m®A 45 C H FLALFE W (Vir like m°A methyl-
transferase associated, VIRMA ) . RNA AT EA
15/15B(RNA binding motif protein 15/15B, RBM15/
15B) .cbl JEUJE FE AL 1 (cbl proto-oncogene like 1,
CBLL1) % %F4 CCCH R 1 13 (zinc finger CCCH-
type containing 13 ,ZC3H13) %) | WTAP 24 #iE
B2 — R BT K T Wilms I8 1 ( Wilms’ tumor 1,
WTL) EHL A, G &3 WTAP 5 METTL3
A X m A B & A AN T B fEFR WTAP 2333
m® A KOV B FRAK, 4549 1 WTAP B AR G = <
14 F SR A AL 25 F 1, FLJC WP S B i v 1, (1 e
A DIFAZE METTL3 F1 METTL14 , §a & — 3% 2 [a] () 48
HAEMT . VIRMA EZE AR REBEEZEY
( methyltransferase complex, MTC ) FJ fx K S22 21 47,
i H 8 55 METTL3/METTLI4/WTAP | mRNA
3'-UTR ML %65 7 X 4, RBM15 Fil RBM15B
e A e L UTE S I S AN RN S WTAP B
YERIEE 11, 5 RNA J¥51) 1 DRACH 37 S A48 I
B U B XIZ G, X278 RBM15 F1 RBMI5SB 1]
LK MTC ZE4E 5] DRACH 304 780 47 55 E 4T m°A
FISEAR ) eAh  BFSE & B ZC3H13-WTAP-VIRMA-
CBLLI J&—~ ik fb _FARsF i & &9, Hob ZC3H13
JE T WTAP-VIRMA-CBLLL & &9 & o ) 41 it 4%
b ™ B CBLLL 530 mC A H AL 18 4 7k
SFREA (A IAE MTC BRIV T v AR T 40
FEFTA W LR R A R SR 1 5
( methyltransferase-like protein 5, METTLS ) | H Bt #%
% Wi F£ 25 11 16 ( methyltransferase-like protein 16,
METTLI6) | % $¢ 4§ CCHC %! % |4 4 ( zinc finger
CCHC-type containing 4, ZCCHC4 ) W) T BE & 5 A K
T HA FP L5 B Wl 2R 1, METTLS 7] % 2 2045 i
5K RNA 17 m®A &4, A 45 18S rRNA 28S
RNA % U6 #% /v RNA (small nuclear RNA, snR-
NA) M METTLS 5 B0 % 56 5% B 006 2 1
tRNA HIJLEL R i 7 3L 11-2 (tRNA methyltransferase
subunit 11-2, TRMT112) & 7 I8 —RIA&E &9, H
METTLS 5 TRMT112 Z [A] ) ¢ R 251 T METTL3
5 METTL14 Z [ )26 R METTLI6 J& 3¢ i &
W) m°A WAL RS B, 4540 0E, METTLI6 5 U6
snRNA .ncRNA . IncRNA F0 pre-mRNA Zh b s Al g
U6-snRNA ) m°A &MiJf 2= 5 RNA B4, BL4h,
METTL16 if 55 H i 22 2 i 1 % B 1 2 A ( methionine
adenosyltransferase 2A , MAT2A ) mRNA /] 3'-UTR A&
Jegity gt IR MAT2A mRNA f4 54 & 7E Al

) ZCCHC4 J2 28S tRNA 9 m®A &1, H:
A4220 (7 HEAT m® A 1B T 2R AR R I 3 Y 43 A
P52 M 240 B A BRI RR
1.2 m°A XHEAE

m® A 25 HY 3 Ak it 2 B4 45 i 0 0 S R A % 2R
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J& T Fe® /o~ I R MK BUIN 4 G5 % , FTO il
ALKBHS #RWfE L m® A &M A9 RNA Jii 2 3G (R
HALRIA KA, FTO 2 F LT 20K m* A Al
N6-#2 F 3£ F-1i2 ( N6-hydroxymethyladenosine ,hm®A ) |
SRIGHF hm® A 54k >k No-H BEFL MR 1T ( N6-formylade-
nosine , f°A) Bt Ji A BEFAL MR, 1T ALKBHS 7]
DAEL LR m A LB, FTO 207 T 41
B BT m® A B0 25 H 3250 B AT A5 m® Am
B s A= = AR %) T ALKBHS , H i 2 201
JEW R m® A, I H AT DASE 5o B AR A B s A mC A
KSR 845 mRNA A% i i Fn %' . ALKBH3 J2
BT R B —Fh 22 FH IR, A EE mRNA 85 rRNA, 5
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family proteins, YTHDF ) F1 42 ¥ YTH %544 3k & (1
(YTH domain containing proteins, YTHDC ) 21 i%,, H:
o YTHDF1/2/3 1 YTHDC2 J2& 40 il i m® A 51352 25
., YTHDF2 fER5E— A9 &k B m®A B A,
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HH 5 mRNA M A WfAE—Em R LR,
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ol Tk, BFSE P IR & B YTHDCL 7] 5 neRNA
) m®A 7 0 45 A DL kR B 4 A
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HNRNPA2BI iZZ W AR T A 8 Be

HNRNPA2B1 51 pri-miRNA A9 m®A 7 5, 38 5 5
DiGeorge 25 A 1iEIIfi %% [X. 3£ K 8 ( DiGeorge syndrome
critical region 8, DGCR8) AH B /EH, M Tfii {2 i m°A
&4 pri-miRNA I T 8 24 1fii HNRNPC Al
HNRNPG % W] mRNA . 40 il & {2 1 & 4% 1k
B
RS EAEAE KA T 2 mRNA 456 EH (insulin
like growth factor 2 mRNA-binding protein, IGF2BP)
5 IGF2BP1/2/3 | J2& 4 i i [5e) 132 85 (1, IGF2BP #E
IEFIEO N5 RNA 8568 H, A EhirkEE H
R (human antigen R, HuR) 40} 3& )5 &5 FH 3 ( matrin
3,MATR3) 545 &, {2 #E m°A B4 mRNA H9ERE
NERAE T IGF2BP BT 454 m°A &1 mRNA
e FEH 1] DOBORL % 32 B 4, AR E #E mRNA 1 i
FORRRE L HADZEA m® A B SR FI7E m® A B
AR Th s A A AR AT, 4 elF3 Jd it 5 mRNA (9
5'-UTR ity m®A {35454 5K 3 sh Bl A2 | i
HuR 2 5468 m° A {84 neRNA R E™S
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U\ BRNA O ’\J”‘\ p SN // / u!
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Figure 1. The regulatory mechanism of m*A modification
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FH B andg B 38 S 5 B v, mO A B T8 1T P R 40
(endothelial cell, EC) 4 AE 38 & | 5 38 325 1 ok 48 A
VSMC FAUEEAY 158 B 55, X B, 3 4

WY mA B A AN [ a4 R M G AR
BL
2.1 BhEKBHEEBL R m°A 1816
As Sl LR [ BEAE Sl ik RE TR | 20 i 40 Ik o
%nﬂ'é.ﬁ% S VSMC HiFH T8 IR IR 12
PERAETER R, X—id St — 2% EC DIhek
1 S L A A I i SR R TR AL, DA BEHUIE A,
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A RES R e A FF, FIIRESEIESE , As
SRR As BRL/INEUAE I 20 M m® A AR KOF
ERAR, WIS mCA RS As KA KRB
HIGHED , JREFFEilIE GWAS Fl RMVar s &
FEXTo30T, BL As B85 A m® A B 1 B A% T IR
Z Ak (single nucleotide polymorphism,SNP) £ J& T
HLAARRR 53 AR 8 5 % 40 DG SNP 7 g, B — 38y
m® A-SNP {37 i € 11 55 5 56 0 R A 35 U AR 6P
TR 25 Rtk — B ARE m®A S5 Ak As TR
KF, IR, MeRIP-seq F1 RNA-seq 454 1Y i i
S A vk M Y 5Bl K ok A A A £ I A
HLPAEE R m°A H AL 22 S BE R W T As
PP m° A HIEERE Il | X BRIl RO B 152 2 3R
KPR XS E 45 RN 5 52 mC A B 1
5 I 20 R R A W 2 D RET ST B8 5E T A

EC EWEA A1 LA 2 2 5 As KAER
FEAAML, FE As VIR B BL, EC A VRO F13) AE F
15, 2 S EOA AN RERE | 48 A4 | /)R SR A AL
eI B0 AR N 3 B bR R B8 T o (tumor
necrosis factor-oo, TNF-o ) FIB T, A JBr i ik 9 Rz 28 g
(human umbilical vein endothelial cell, HUVEC ) &%/)»
SR B kP B g, METTL3 DL m® A R 7 28
i NOD #:5Z R 1 1 (NOD-like receptor protein 1,
NLRP1) F1F i Kriippel £+ 4 (Kriippel-like factor
4 KLF4) FRIk 1M & HEAE RAEHT, Tn i 2 A 41 i 785 B
I As BEHOE Y S 55 —IHIE o, 9 E B TR
T FTO A5 1 N B R — 4 AL A5 B (endothelial
nitric oxide synthase, eNOS) F1 KLF2 mRNA ¥ m°A
LA FI KA, T EC JeHE K
MeRIP-seq i 156 Fll %6 5€ & Bl METTL14 1] 34 i 4% 5%
F X3k HE K H 01 (forkhead box protein O1,
FoxO1) 1Y m® A &4 Bz L3k | HE TG T e 1178 4
JL &S M 4> 7 1 (vascular cell adhesion molecule-1 ,
VCAM-1) F1 40 fitd [8] %6 Bff 43 7 1 (intercellular adhesion
molecule-1, [CAM-1) 1) %% 5%, Tl Jil] HUVEC % %iE X
W TR WIS IESE , Bl ko A 5 Ak i P B
40 B9 ( atherosclerosis vascular endothelial cell,
ASVEC) 'F m® A B /K- T+ 5 METTLI4 ik 1
PWIEASE, BIE METTLI4 $20 T RNA 35 224 56 &
1 DGCR8 % m®A &M pri-miR-19a B3R5 fn T,
T ASVEC Mg sa AR 28 . 52241, AS-
VEC i filk METTL3 0] + 1 m°A &/ pri-miR-
375p 5 DGCRS8 454, miR-375-3p &M 48 i fi b 1
HEXT PR TR 7 5t STt LI 1 ( pyruvate dehydrogenase
kinase 1,PDK1) B #L [ 4 /F ], EC DIREWK S, Bt

Bekasg tE s =Y, 52 MR, WA o & H
METTL3 i ] f£ 3 m® A fKHE EC T RE R f-AH G 73
TR A KW F Z 1K (epidermal growth factor
receptor, EGFR) (Y[ , ] EC DI REREAY , 2% As
TR, 478 LG RS WA m® A B AR SC Y EC
RS BIME LA it —2PAR5T
RIS As BESCIRFEAZ L IX 1Y B 2 H 932 4
JL, BM I — RN RAE S I B, A5 5 5 T RN SR
% AF 1 (signal transducer and activator of transcription
1,STATI) 22 7E M1 0 i 5 40 b b 1) 2 2 s 3% 1A
T, METTL3 #] LA B #% B 54k STAT1 4t X (CDS)
FI3/-UTR X35, #3% STATI mRNA % Pk, ki
i E WA A M1 B AL, RNA 255021 4
( RNA binding motif protein 4, RBM4) 5 YTHDF2 #H
HAER, Ph R AR m®A HIEAL Y STATI mRNA
A I v T4 (interferon-y, IFN-y) 75549 M1
B REAN AL T b, A T S ] v 4
ffirf METTL14 Al METTL3 3k, o] L0 i #% B 7
kB ( nuclear factor-kB, NF-kB) mRNA AJ m°A H 3&
1k, 15 NF-xB mRNA [ ik, M T30 4 15 0 240 33
TR As R AEDS . E AR B E AL S B0 Tk gh
JiLA B, HEAE As R AR LR Pl OCHVE T . LR
240 1A S 1R 36 TR 4 R ) 2 P STATT mRNA (1
m°A & 1 8% 1 5 METTL3 |- 3 I M1 5%, STATI
mRNA F e MR I 2F B WAl i R A5 A8 A
2 FILARREIT 5T 7 18, K30 FTO MO m® A JSH L
ErT5E S YTHDFL A 5 1 3k 480 1 400 it 14 43 B 4
1% 34K v (peroxisome proliferator activated receptor 7y,
PPARy) 19 B0 928 30 i, ™ 98 3 40 B 43 4k Bt 5L 36
(cluster of differentiation 36, CD36) 3 ik, M il B W
AR BTSN BT, [RIR, FTO LA AMP (4L 3
P4 ( AMP-activated protein kinase, AMPK ) < i £
T K ATP 45 & & ¥% 35 {& Al ( ATP-binding
cassette transporter A1, ABCA1) %)%k | fie 1 40 it P
BB L 00 ) W A0 A 5 E BRI UK 4 e
B KSR RN m® A B TE W A R S L
T AL R AN ARG AR5 10 As TE b S AR
1 As JEUE], A8 P VSMC 2857 1 M
4 1Y [ Z2 T 20 A R 0 (R A B R R B Y TR A
FRURE AR B A 0 e B 4 ) S Al AR A e AR
b W AL bR AR O I A W T R R R )
WAL I, e L TE AT g BRI &, i
ik METTL14 38 1 34 i VSMC & m® A & 1 fie ik
VSMC M4 25 B 1] J8 15 A 40 i 2 U 2 Ak, o 3 if



660

ISSN 1007-3949 Chin J Arterioscler, Vol. 33, No. 8 ,2025

LA As FERL . miR-33a-5p 42 VSMC & 4E 1,
BRI 2R T e A i R A I, i R miR-
33a-5p AJ A 0] METTL3 45 /5 VSMC & m°A
BRI AR e AR TRBE FE VSMC
IGF2BP2 fgf 3 i m® A &5 1) °F- 1 L 220 ( smooth
muscle 220, SM22c) mRNA f% £ & 2, #0] VSMC
WagH SRR A B AOTE A YTHDC2 A S
m® A BT LIRS E I 1] 85 32 724 cire YTHDC2 , Hil
AT 10/11 S50 F %R H 2 (ten-eleven translo-
cation 2, TET2 ) B 542 7 VSMC 14 58 FiE #5147
TEFAR 2GR 05 1, 2 B0 =B g T mCA &
%5 WTAP/pl6 155l il , i3 5 ek 1015 5
14 R B 1 20) Fk Y- JUL 200 B 34 S B BT A PN B0
B, $E 8 mA B A T B DR 3R 8 R 45 0T BB
VSMC ERIEALRN As B2 I6 I T HIAR S
2.2 BHREKEHH m°A &1

F kIR (aortic aneurysm, AA) JE—ZEPL VSMC
HEATIE % | S IR 240 Jif 4/ ik I 9% ik N 21 24 fh R A
R BREE Y 3 B KR S B Rk e .
J1& = 3l ik 88 (abdominal aortic aneurysm, AAA) 7E IIfi
PREB R H WL, FHCERF S A8, 5155 AME,
AA BEEZIKA LU m® A BHi7KF  YTHDEF2
A YTHDF3 kAR i 3% LA, Hop YTHDF3 %355
SRR AR S B IEAESE . GEO B R4 #r i
~, m*A P 45 A F RBMI15, WTAP , ALKBH5 I
IGF2BP3 1A T AAA 41, H 5 4 m°A 3
AR PR 734 5 G i A1 B I i A A A R 1 A
K FIRF IS AR, 5 IE W Esh kAR, £
Nk e J2 44U N P FTO 3k B 3 M AR,
METTL14 .3 8™ #b4h, METTL3 7 1% 5 5K
Z AT H/NE AAA R AAA FEAR 323K B,
MLHIBFSE 200, METTL3 LA m®A B REARAR #5005 =X
123 DGCRS 4 31 miR-34a M2, FMAY miR-34a
TE R 0 A TERAE B M TT - 1 (silent information
regulator 1,SIRT1) FEANNEE AAA TR .

VSMC 1 4E+5 s k2t 4 56 B vE f 2 5 1l &
P EBLANMIA T, 2 AAA RS HLH b L B0 40
ST R R AL FRE v 2 K 2y 3 3l Ik BE 45 1R
AR F AAA B B O B e B A 0, PR OR R B
VSMC AL IE AN JE R I S B4 T, ALK-
BH5 7] 3 3F m®A My 230 miR-143-3p 7
A YRR VSMC i 59, A1 VIRMA W38 m® A
WA E J7 AT HE VSMC 22 BB AL F1AA B R,
FTO @i m®A &1 f) KLF5 mRNA 2= H 34k D)

58 KLFS mRNA KI5, FF30E T e & i
fif 3B ( glycogen synthase kinase-3B, GSK-3B) {5 5 i&
B A5 VSMC R B AL AT AA K METTLI14
FIWTAP LA m® A R 10 75 23 aod At i 0 T2 A1 O 5
Pk, nE VSMC TR AAA R A4S ik
AN, FE AA HETH  FTO RIERFAL, METTL3/14 %15
BRI, KN METTL3 0] A8 23 s m°A
B AR K% 7 W52 11 (solute carrier family 7
member 11, SLCTALL) Hl 8 4€ T2 40 ] & 11 1
(ferroptosis suppressor protein 1, FSP1) mRNA #Y [
fift AL VSMC 4RBET AR AA KA

EL A 2 5 0 98 0% B v 7E 3 KR e b
FEZE], Bt METTL3 3@ 0 NF-«B
{55 A2 W PTG , W20 BE Z B (lipopolysaccharide ,
LPS) 55 1) LM A0 L R RE K21, FTO Jk PR i Bk
T NF-kB {5 538 OB 8 AW E «B S
/B (inhibitory kB kinase o/B,1KKa/B) Fl p65 YW
FRALWOE . HLEIIFZE R, IR FTO DL m® A R
JrE0EE YTHDF2 4 5% STAT1 #il PPARy mRNA
A gt , BELAS M2 M1 BB A 0 S, 76 LPS
L) RAW264. 7 4 g i fIX YTHDF2 J&5 ,m°A &
i Y 22 54 )53 A6 B B ( mitogen-activated protein
kinase , MAPK) {5518 % (19 b 0% 9 425 DX 7 22 24 J 0%
AL B I B4 4 ( mitogen-activated protein kinase
kinase 4, MAP2K4 ) il 22 & )i i1 {4 £ 1 30l 3 il 33
WAL 4 (mitogen-activated protein kinase kinase kinase
kinase 4, MAP4K4) ) mRNA f& & V£ 1 5, MAPK #11
NF-kB {55 ARG , IR LPS 75 S 1) 5 W 4 g 4
JERCRE Y, BN m® A BB IR T YTHDF2 f6H
Wik 200 B S RE VTG AT M1 A A D T ARG A 454
AR RE,
2.3 BEhBkEEHE m°A 11

fiti 2 Jik 55 & ( pulmonary hypertension, PH) J&—
ol b PR AT 1R A5 | AR DA i i 1 4 R 456
ORI AR AL, S BU 3 bk B 36,
LGOIy g, AR, VF 2 WS GE IESS PH
MR KRS m® A LB B IR OC, BF9E R
B, PH S8 ANl PR G i L4, P BE METTL3
FIYTHDF1 ZEA84 0, RNA 43 FH9.8 m° A FBEMBK
S, 7R PH /MR R R B U P AR
51 D1 ( melanoma antigen gene family member DI,
MAGEDL1 ) %% 5% 7= 4 ¥ METTL3 34k J=, i it
YTHDF1 #8145 MAGED] mRNA iR i, {2k
Jiiti 2y ik ~F- 1 WL AR MY ( pulmonary artery smooth muscle
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cell,PASMC) FRIFLAL FIEFE ) BEIR A A5K 1) 2
H AU %) ( phosphatase and tensin homolog, PTEN ) /&
5 PH KA 5 — > E 209 METTL3 fE H ¥ 45
T REE S m°A B4 PTEN mRNA #9580, ¥F—
AR YTHDF2 AR 1 % A, A2 iF PASMC 3 5% il
TR fE PH Zhi B 41 41 ik & 3L FTO Al
ALKBHS ) 235 & AR5, SR T % FTO Al ALKBHS
FHSEAEHIRE 7> F IR ANTERE A ik — 2%

E m°A RIEEEAN T PH AW, &
B YTHDC1 7 i 311 ik P B2 40 9 ( pulmonary arterial
endothelial cell, PAEC) H1 & £, = 5 H A K 2 1
PAEC T2 MAh, B i 18 % #1, HNRNPA2BI
JEAF PASMC R ALH PH Y B9 55 — F 225
BEEE ., HNRNPA2B1 15 m°A B> T2
5 Wnt {5 5 # 25 8% B2 I 1 ( cyclic adenosine
monophosphate , cAMP ) {5 538 % . p53 155 = 18 I A1 41
JJE SRR  AEAH AL AR AT R DL R AT
M T mC A BHETE PH P SESRAE T, HAE S 1B
INGERR e N A OK = /R VA S DIV
i, BRI, 6T mC A BIETE A & PH I AL B ot
EC FTE W40 A o i S AR S AR 00 ML , 4 75
HE— L RARFFT

3 m'A EME B MEERR P B EN A

W5 X I R A A g 3 L i A 9 47 5 A Y
TRA T i, m® A RNA HEEAL AR A 11 5 A1 127 4
REABERYATS:, FZHIE R, 281 m°A B
Wi 2 eI A R O PR R m® A B A S L
RS S SR PR ST LA B m® A B A ARG AR
AIHEL T T m® A RS2 W O A8 A=

Pbr BB R T1, B, 5 As BEAZF m°A
F AL K OF B 35 AR, As B A1 B L 3 40
L m® A B K AR S AR SO IR R As R
HHRIS W UL T nT AR, SR, AN A i 40 A
m®A LML KOS AAA 5% PH S5 145 o0 M 5
KA Z [BIAHDCHE | DL F2 Wi ke 5 M AU R i
T B 2 (I R SR UESE

FL ) m® A B AH OC F LG RS il L 25 F LAk |
Be 2 4 1 Bl m® A B RNA BT VA TT 5 W 1 4%
FA P I R BT I B2 418 T8 i L i
=b R R R LR L RS WTAP Kk,
PEHEF U7 pl6 mRNA Y m® A 1&4fi , J8i4% VSMC [y 4
AR , DT 410 o] 3R 28 53 43 K B 35 20 Jok P 48
A1 BRIR WTAP 0T i A PEAG 30 Bkope 4% XU T
FER o3 TR SRR YT R A5, D5 0 JR 3, 8 1) 4100 o)
ST WLAR L o METTLI4 2% 3% ] el /b il 45 45
TEFFARE I B0 JE 1B 2 L BRILZ Ah, As BEBR
H 2 325519 METTL14 3 513538 FoxO1 FikiE S M
B RAETLIE A As BEHIE LY 3k S8 58 7550
FW] METTL14 1E 4y 1055 848 1 2 5 16 7 #0507
EME

4 RERE

m® A EH VR RNA 3R W38 1% 2 fie = & 1Y
RNA B4 28 B | R 22 14 F 72 E Uk 56 Y R 5 75
il 25 PR b Tl R el 32 2 11 Y 22 S R T Y
m® A AR R 2 5 A A PRSI Ak, R
B T IAE A PRS2 5 IR m A A Y 23
TSR HTHE RNA

1. MEEMERR P m®A IR

Table 1. Regulation of m°A modification in vascular remodeling diseases

MAEEMBIE mCA WEEr Y6k SOHEA HLH
shikiRERE AL METTL3 Writer NLRP1 DL m® A M7 = 98 NLRP1, F i KLF4 35, i 80 48 5 40 B 25
KLF4 AN As BEERIE A,
FTO Eraser eNOS 45 eNOS 1 KLF2 mRNA HJ m® A 2= 3L A58 F 8, A mi b &
KLF2 EC #5E KL
METTL14 Writer FoxO1 BmEE R F FoxO1 19 m®A B4 M1 %55, #0015 T iiF VCAM-1 Al
ICAM-1 [R5 53 i HUVEC SAE U
METTLI4  Writer  pri-miR-19a #4801 DGCR #4928 35 1 pri-miR-19a F9 m® A & M 42 3 2 miR-
19a 4 B, 348 ASVEC (3458 {22268 11
METTL3 Writer  pri-miR-375p  fE#EXF PDK1 EAG #8130 41 76 119 miR-375-3p 45 1%, S8 EC ThRE

B, ol REHRARUE P IR AR
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M EABR m®A JHEE DAk A EL A B
METTL3 Writer EGFR 123 EGFR [fi , 1 EC ThAERERS , I8 Z% As TE R
METTL3 Writer STATI1 % STAT1 m® A 455 STATI mRNA HOREE Pk, 4L 2 I ek 4 i
M1 Ak
YTHDF2 Reader STATI L RBM4 B[R], MBI e E m® A FF 1LY STAT1 mRNA Ffg , 1M 40
il M1 7 A AR A
METTL14 ~ Writer NF-«B H4/I NF-«kB mRNA B m® A &4 , M NF-xB mRNA #) [#fi , oE imife
METTL3 B A MO R As R R
METTL3 Writer STATI %} STATI 9 m® A i 54558 STATI mRNA (9% 58 1, 37 T 2 33k B i
Al A A AL 5 AR
FTO Eraser PPARy A5 PPARy mRNA 9 m® A 2= F AL ik B0, 081 R 3R CD36 %
K, P I 200 B B AT AR A g
METTLI4  Writer Klotho HETN Klotho mRNA [ m® A &Ml S H KR AR, 2 31F VSMC Ml s Fe Al
] R AN A R A LA, s A5 AL A As T K
METTL3 Writer — LI VSMC A m® A B HE VSMC A Wi 45 36 B4 1) 15l B R 2 g
FAUEEAL, IR M S IL AT As T
IGF2BP2  Reader SM22« fRHE m® A & SM22 mRNA FOFRE P, 0] VSMC 3858 | 1T 5% F 5
A IEIE A%
YTHDC2  Reader  circYTHDC2 45 m® A BMifASE cireYTHDC2, £ [ 35 TET2 FR1L, {2k VSMC
AT
WTAP Writer pl6é Wit m® A BT ple ik LA, fEHF VSMC H5E TR T A
JETE B
kIR METTL3 Writer  pri-miR34a DL m®A H AR Y 7 AL DGCRS /5 19 miR-34a i3, HE[7)
0] SIRT1 F3h LAME AAA AL
ALKBH5 Eraser  pri-miR-143-3p #id m® A A 7 2] miR-143-3p =4 4ERF VSMC I 4q 2 Y
VIRMA Writer  pri-miR-143-3p i m® A fRAE T AL miR-143-3p 7=2E , inid VSMC F AL
AA FERL
FTO Eraser KLFS ff m® A MY KLF5S mRNA 2 F 364k, 3458 KLF5S mRNA £k, I ¥
1% Rl GSK-3B {5538 %, HEMi N3 VSMC AL AA &4
METTL14 Writer Bax PL m® A ARAS ) 5 3mSR T AR S R IR 1 ek, Ik veMc T
WTAP Bel-2 I AAA Y EAE
METTL3 Writer SLCTALl @i iNE m® A 154 SLCTALL FI FSP1 mRNA AR AR E VSMC 2
FSP1 FET-LL R AA KA
METTL3 Writer NF-kB JE LA NF-kB 55348 ARG , D2 5 0 200 i 98 iE S5 Ry
FTO Eraser STATI Ph m® A RISy B0 YTHDEF2 4519 STAT1 #1 PPARy mRNA [
PPARy Ffire | AL 5 W 4 i ML 2R A 1k
YTHDF2 Reader MAP2K4 {25 m®A &4 () MAP2K4 FIl MAP4K4 mRNA [ %, 7 41 MAPK F1
MAP4K4  NF-kB {55 &R , 25 00300 ] 505 200 8 0 5
it 3l fk v 1 METTL3 Writer MAGEDI X} MAGED1 %% 3% 78 m®A H 34k, LA YTHDF1 & #itk 75 X A
MAGED1 BiFHa A, {2 3E PASMC FRIF AL R4 5
METTL3 Writer PTEN Him PTEN mRNA (9 m®A &40 in & YTHDEF2 48 81 M K¢, 42 ik
PASMC HiFE AT %
YTHDCI  Reader FENDRR S/ m°A M S FENDRR Tl fEFELR A3 A E A 1 1
Feik , WEMEHE PAEC N AE T
HNRNPA2B1  Reader COL4ALl P m® A B4 F 55 PASMC 20 B I HE R h Wi 5 53 5 A0

FoxD2/3 NF-«kB
rmo-miR-330-3p
rno-miR-125a-3p

cAMP 553 $% AT K pS3 538 B i 4 i 4

1 :COLAAL : VAV aul (collagen type IV alpha 1),
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HHASF m®A H 3405 148 A PR &
Az Z (] I AR AL T A ik oA PR, IR
R, Z 5T mCA I TREREZ 2
AES B Flr mRNA A& i 14 2. %60 D 58 B AFF 58 45 S
ek, RAETHAT T E R HAAE m° A H
SARTE O 0 R T B ST Ak TR A B B, B
FEIEH mC A A LGS TR F 0 0 s AL A A O 4 D 2% A
B, SRS ARK IR B E . A5 m® A BRI
BT AW & I, LT RE A AT RN AR R 2 1
T Z AR, A, KEARFH m°A [
BEAAME SR MEI, ECHH m°A #
P A, 40 YTHDF3 )YTHDC1 H1 YTHDC2 B4 4
2 T1fe LA B 22 6] 9 s b i I 98 50V i 22 i — 20
BEA , HHEBEE X m® A IR A B R FR B 7 O i
SUB T RERTE , AR 7] m® A F 3Lk IR 4% 1T BB AR
Sy I A AR P ) E R YT A
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