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In recent years, RNA epigenetic modification has attracted the attention of global scholars. Among all known RNA
modifications, N°-methyladenosine (m°A) modification is the main one. As a dynamic and reversible modification,
m°A is catalyzed by “writer protein” (RNA methyltransferase), removed by “eraser protein” (demethylase), and
interacts with “reading protein” (m°A binding protein), thereby affecting RNA splicing, translocation, stability, and

translation, and then regulating various physiological processes of cells. In particular, it plays an important role in
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the development of cancer.
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RNA (circRNA)“7 mAfE N F &5 N BRNA
S, 217369 1 7L 3P0 m RN A v 35 7] A6 i 5]
mA, FHEHE IS mRNAF A3~ m ABMH,
e NS/ R T 2 m Af S0, mC A ifi {7
AEA A3 FF Y DRACH(D=G, AB{U;
R=GHE{A; H=A, Cu{U), JF H & & %57 5] Ml
3-AE BRI, R L0k 5 DR B R )
ORI

1 mRNA )R] % m®A &1

m ABM S — A Sh A P A, A m A 3t
BN EREA” ). m°ALF AR “BE
BWHEA” ). mAZEHEA( HEREAT )3 EA
5,

W 8 3 FIMETTL3-METTL14-WTAP (H
FEBE R [l A 2 13- W L L AL M A 2 1 14- 5 B A1 i
JeR 1-AF G B 1) A% 0 2L A2 00 At 81 7 44 % By IR - 4
B KRB G 5 i S A IMTC(FE A 1) ¥ mRNA
R AE L AR (A) BB H Mk, DUE m®A. JR
VARG PHE BIMETTL 16 1] 00 e Y L 7 6 16 114
YEH o A Sz W A FH S - i 1 HH i 2 2 (s-adenosyl
methionine, SAM)AE Ay AL Sy 8 i o7 A5 £ 1k
LS mCAN S AT AR m ALE & 8 11 (2 2 1) iR
B mRNARIATIZE , S04 #m AR I A ]
b A G o B e R R o Y R (a-KG) AR
S F (O )ENBIEY), WAKE T (Fe™ ) IE RAH
R, FEm° AZ:HEEAG G (1 R #8046 1) 9 PR T T
1125 H AR B A

m‘A RNAH EEACE M 71 © 0l h 5% 57 5 45 Fh &
PRI ] 45 2o A 0 DG SRR 4 IR -, 2 R R A R
BL R o HOR AR DL R 3 8 B RS A5 5 I
T, TEHFEATE, RNABS | Fiz . BIiEmpE
filt, AR & ¥ LR A B E W2 F 0% . m°A RNA
AL 1 ) TE & Fhopis b, ERIRIG R T d
EEEAEHY S HE L BB 5T 0 2 4 e H
SiE B KA K Lo

2 RNA m°A 7 iy h 1€

BT 2% B 7 RO AE Jie A 1 G 0 M2 W 5 i 2 R
BT ER—PRIEE . 55 mO AR 598 10k
L K 3 20 L 0 HE JR8 IV 5 DD A OGS g e
WM. CERERT CREEERT M CREEE
PR 2R 8] o 8 % 5 3 S DAL T 988 3% s 2 [N
sl AT S P 0 A 2 AT ) TR ek

21 1ERZERH

ERHE A I RNA m AP SEALEG, iy TR
FE W FE 8L 3 (methyltransferase-like 3, METTL3) .
H LG FL i E 85 14 (methyltransferase-like 14,
METTL14) K H A B 75 £ 240 08 1- A G 8 A
(Wilm’s tumor 1-associated protein, WTAP)., RNA
254 ¥ 1115(RNA binding motif protein 15,
RBM15). RBMI15B., CblJf i Hk R E37Z & i il i
F125{LI411(Chbl proto-oncogene E3 ubiquitin protein
ligase-likel, CBLL1; XFRHAKAI). Ji§ & FEm A
L 55 RS it AH G 7R (virlike m°A methyltransferase
associated protein, VIRMA; X%KI—AA1429)$H
%%*ECCCH@&%EII?)(ZinC finger CCCH domain-
containing protein, ZC3H13)?HE‘Z[I7], k?fﬁUT
JURP T RE: METTL3 M LY 3L (A SAMES &5
AL R S R LA SR B il v o T
METTL14i# i3 # € METTL3 ) 2 K R B Y RN A
MR HEm AR TR, 5/ S mRNA U %
BedA MY WTAPSZC3H13 5 HAh i B A 7 4
72/ BV B F 40 I A% P9 mCA BT 7 T
(gastric carcinoma, GC)'?, METTL3#£iA7EGCH
LTS, PS5 ARBUSHE, HZ 7 Cox
[ )9 43 #7 ik 78 METTL3 % 3K 2 A B 5 19 1k a7
T R A R 48 bR . FAEMETTL3RJE 3
H, P3004 FAYH3K27 L BEALEE V5 - METTL3%%
S% DT SO AT A A2 P 7 (hepatoma-derived
growth factor, HDGF) mRNAKm ABI, b5
[ 2 Z R K T2-mRNAZE 4 75 (13 (insulin like
growth factor 2 mRNA binding protein 3, IGF2BP3)
HAEYUIIF S m AL H A5, B3R HDGF mRNAF
FasE M. TRlIE, 40 23 9 B9 HD G F A2 2 i g 1l 4%
AR, A% HD GF I A5 %6 B8 % 12 8 1 4 (glucose
transporter type 4, GLUT4) FIGEEILEF2(ENO2)#
ik, BEJS GCHN M rBE RS I, X 5 RS A
A R R A R

2.2 BEEEH

W 1 I RNA mCAZ: FH AL, R
7 UL A OC 2K 1 (fat-mass and obesity associated
protein, FTO)Z% 179 & BLARNA m°AZ H 5
gl G, 52 mCAR B 1 R 1 ALKB [A] 5
P£5(AIkB homlogs, ALKBHS) & 2, iT4E
ok, HHFFEY % MALKBIE 5 ALKBH3 B A =
ARG P, A A TmRNA, EXTRNARY
FMBER R, AN — R4 5 m A S 717
i o AEAE /N0 i 9 (non-small cell lung cancer,
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NSCLC)H', ALKBHSTENSCLCZ 2 F1 40 it op 47
I, JFSARBUSHUIAHK, fE/RSPALKBHSfE
HENSCLCHH L 1% 48 58 98 0 H A 12, RNASRYET
JEM Y (immunoprecipitation-sequencing, RIP-Seq)
7R ALKBHSHE ] 4H 21 4 J& R A gl K 13, H
ALKBHSFEAR T 4 214 J& & 1 g 6l 5 5~ 3mRNA
kA E P, TR B4 s A 7

2.3 BiEEH

B I UM m A A E A, KA & YTHNG
F L IR RNAZS & 8 H 1-3(YTHN6-methyladensine
RNA binding protein 1-3, YTHDF1-3)F1YTHZE K43,
1 1-2(YTH domain-containing 1-2, YTHDC1-2)Lk
Ko g B EAE AR R F 2455 8 1 (IGF2BP) . F %%
P EN . BEEREEN T3, Zidm A RNAE
it 52 A RBEY NS R A,
circNSUN2 HHYTHD C 1 M 41 g 4% 1 Dl m A B 6 ALK
s PR T = B BT, A4 B cir e NSUN2 [ 15 i
i 5 1GF2BP2 [ AH BAE F i K KL+ T 4 it &
., JFHETR T RS R H2mRNARFRE M
28T BOAE W e A R B A R e, A A e Y
HFEE RSP

3 BERtEH mCA BT KRR

JB% 69 (bladder cancer, BCa)J&48 & HETE B
PRGNS A e R, R R R G e UL Y
Jig , A B R WM 2 — R E R
A B 2R RORE R R AR L0, T A P O R R R
UK TR, TR0 fE20194F, K2
80 47044 B HWLHRIZ B A BCa, 17 670K BH LT
BCa™'. &% BCak LK B iA)T Ik i oT B
Wz,

3.1 mRNA 5 m°A

XieZE 5@ o L X TCGARKHE FE & ¥ : METTL3
MYTHDF2 mRNAZ A KFEFEBCadll ifg i £
ik, S5 NIEWRE FEAER(SV-HUC-1)
I, BCadlifif &2 (T24. UM-UC-3)FMETTL3FI
YTHDF2 /5 B3R5 4 i ) 68 X 56 A1 3l 4 55 56 45
SRR RMETTL3MIYTHDFE2 W AR 6 T BCali 28
ML IERS . AT O KR S R . E PR AL
Set7 2l &5 1 H I 5 BE il 1 4% S XL F- KriappelBE H 1
47 3 3 I FEY THDF2 L 385 e 1 41 19 3T B g
WK HIMETTL3 I m A B i 8 i Y THD 2/ S /Y
mRNAREAE, W] T B4 A Set74] & 1 H S RS il

FG SR FKrippel B R F4R0 35, 4k $BCa
PR

Ji JE e 988 A s 40 S T IR B I I ek R ) & A
§eR%, GuaRUThE B s R 1B B I ik R A g 4 41
o2 B . mC ATE T JOE Fofr 92 0 J% Joe v 98 kS 4 40 i
hy />, METTL147EBCaflfEBETICs P31k
i PR METTL143E [H )5 A& 3L F 1 155 1o i oeg Al iy
Mg s . AFREH . BB MMIEEGRE T,
IMMETTL 141 2k AR FEH, m°AZK Al
METTL144 3k 5 BCa™ 52 B I R 45 5 52 7+
o GuE P IR R g A £ I R AR 1R D 3 R
SLm A MIMET TL143# 14 Notch 115 5 5% 5 1l il
% I Heh 96 ) & A= FNEE BETIC A Fe 007, DT 42 i e
IR I e e RS

Cheng % S5 1 W AH €0 13 - 7 3% 396 FH 4840 B 0
SEBCakEM A mRNA m°AK Y, ZHBCafmA
WFEKFE, HNTCGARUE ER R . AL
b2 E . T AE I IE CBCa P METTL3AY 1 &
W, HEFMRETBCHMEMAERKMZZE, 5
1 7 R RNAT F Him°A-Seq % 8 METTL3 5 % )
E¥AR N MYC . AF4/FMR2Z % Y 5t 4 (AF4/FMR2
family member 4, AFF4) ., RELAFIIKBKB, I B}
METTL3/r R HBCadi fl3E 58 | (Z2EFAETE 2 0 H
B, H P AFF4H B BCadiis th MYCHE [H ) 3
ik, EUIKMETTL3 23 REAR A N B Cadtl M i) 5088 4

JinZEPUEGE K. fEBCaZliffith, METTL3Y
FE B S ALKBHS 1 31 B 45K 25 5 SO0 M 76 B 1 1%
%, 7ENPRIE L Bz 4 i rh o il 22 SAMETTL3 1] DA
KRR v 4R MO G B PE 3 ALKBHS YT AE A o T
N PRAE b Fz 40 16 v i) 200 6 28 B o B 0 B ik
W R : SR IAMETTL3 S FEM ALKBHS 2 F: 3
N PRIE T Rz 4 b e & R a6 B FKEH N, (R
& a6 mRNAK IR EA R ; tHH, 7F
BCadll i &', METTL3RIHAE R ERMIK T A&
a6 HMEIL, MEAEMnRNAMNEKE, XEH
METTL3MALKBHS# i 1 BCadll fg h 45 FK a6
FE AP RIRL WA M, A RaclFRIR
PSS SEBCa B E MG 2., HFEMETTL3
FMALKBHS i X3 4 R a6 Tm AP EE . Bf)F, Jin
AEPESTYTHDF1/YTHDE3ME G IR B8 & K a6 3'-
JERFE X P I m AR, e RS Ras TR, 2
JRMETTL3MIALKBHS# 11 3 T m AR FE 5, 14
A R a6 ik, YTHDF1/YTHDE3 G 2GR 5
ITGA6 3' UTRH m AFRIE I ML LA K a6 Bl % .
AT T 4N M (cancer stem cell, CSC) & — FhAH Xt F
DA, B AR BU8 M 2 R R
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ik, XA BT I kA e

GaoZE PN tLBCafCSCHIAECSC, KILCSC
AMETTL3MIRNA m°ARYFEk W o0 = B 3 i
RAN SR UF SEMET TL3 MRS, BA & A
fif} (acetaldehyde dehydrogenase, ALDH)Jfi P41
Jif (5 & CSC) H 43 LU RTERTE B0 % 457 5 3 R A1
1 i B RNA-Seq flm6A-Seq % 5F METTL3 5 % I fif
S0FR MAFF4, HAHXTFALDH1 408, ALDH1 4
MIAFF43RiAH TN, HEMIBRAFF4)5, ALDHIEPE
FERIE B % 1 2 BRI RIIMETTL 338 i 3 5
mRNA m°A/KY-, Jf30 43 B 15 AFF4 1Y 1k R AL i 155
ecscryBRERRE S, &5, SRTPEEEPCR
VR A 5 B 5 10 45 AR UE SEMYC 5 AFF4 2 IE A
X, VLHIMETTL3# i3 7" mRNA m°A/KF-, Jfil
1 T AFF4 R SRR R HEBCSCIY F TR 53T BE
IMAFF4 115 X 5 SOX2 HIMYCH) i3 3 1 X 38 4%
B, TR L SR LLUR AR N AR W B T RE

Yang 5 UVl AL BUB Y [H5 (Cd) . 3-FHJER
LT R A FE A PR % b R 40 f, SR 5 i m A
FEALRNA G BEDUE M 5 (MeRIP-Seq) M IF 5 4 Jfd
FVEE AL 40 i vh 73 B B RNAKE 5 4T m A T,
RIAE AN AL R v, S 3L I CUBZS A3k & 1 1
mRNAFm A48 L . m°A MeRIP-qRT-PCR
N CUBSE A AR 111 mO Ak 7 4k J 16 M i 5 1
B, W CUBZE M 8 F11 mRNAFE & PERF AL
AT L3 T Ak 24 5 A 20 i A B Ca il i Hh CUB
Zi A 11 mRNAFIE A K P, &K BmRNA
KFZERAK, EARBHAALEZES, @il
I3 HT & BEMET TL3 /L CUBZE A58 2 111 mRNAY)
m AMBME, IFAE A2 A (2 D LR %, H7EBCa
M rp, i FIKALKBHS S FECUBZS 8 45 A
1E KRR, M HmRNAA KA, ALKBHSHY
R 23 M CUBSS A Bl 1 L& AR, HOR Y
JTmRNAR K, ESE TMETTL3 5 ALKBHSES X
CUBZE A48 2 (1 m RN A Y m A& 1 2 OGS 174 81 4%
EH -

3.2 miRNA 5§ m°A

Han %258 1 92 26 56 E S PCR . & 1R ED
W0 vE RN e L AUk 22 I I METTL3, & 8L
METTL37EBCa'f L, JfF5BCai & M5 A
KMETTL3IW R GMBHA =R AX, H
METTL3 = Rk 4 A 41240 &, 5 METTL3
R FEXMBCaRE ML, METTL3 R £iAMBCa
BETGE 2 MRS 8RR e G JeBCadl
JH, I AT AN 4 B R AT 4 LA R AR B iR

KA, KIMMETTL3WfE#EBCadl il iR 58 . 14
B[R, ABATHEAT T RNAMREEDIIE . e i
TEFIRNA m°A s Q43 #7, #IA T METTL3 5 74b
HIZRE FIDGCRSM AR, IF LAm AR )y =X
AT pri-miR221/222 Bl G HEAT B9 B 75 T2 B 2 A
CCK8H M 45 Hl i 7R miR-221/222fEMETTL3 5
(B Cadfl it A HR AR HE 1R .

3.3 BCa RNA m°A &t XM EERITHHF

Chen %5 PRI H A5 0 M i 7, MWTCGA%K
P 2 TR 2T mRINA IR FE DL SR R 4 1 R 9
JGER, iﬁﬁKolmogorov—SmirnovﬁgﬁﬂzfﬁTBCa
B meA RNAH AL I8 77 551 5 i R B AR 1 2
B 2R, Ak AR U8 Cox M A AL B i 2 T 3P m A
RNAH L LAY, BIYTHDC1., FTO. WTAP;
() Fof Ay e DRy A 28, %o o IR RS 2 3 AT AR A 5
Br, 45 B8 m°A RNAHIEALTE HIAT L 2 5
BCaff B PEdE ), HAF A3 m A RNAF AL
RIAT B TR B CaE A MEAIB T R TS A
FREW . LinEPY RS ST T2 798 M RNASS & &
F1hnRNP C*E@ﬁﬁﬁ@&ggljﬁ?‘@(single nucleotide
polymorphism, SNP)53 99744 %A H HBCaly K
S 2 [ C R, 32 45 1] I B AL P £ SNP XS B Ca
RS s, 455 Eon: mPATF X SOD 2Mrs
5746136(G>A) 5 FEARBCalt XU W #4156, HBCa
AP SOD2 B mRNAIK - B I A% T e % 1) AH 48 A
o FE/RSNP rs§746136 1] il i 5 i hnRNP C5
SOD2IN &5 G R AB M FPH T SOD2 I Kk, J5# i
AR IR T . PRI A A . R AR 2R,
FEBCafffi il vl 2 5C & i R il 4 H . R
m°A-hnRNP CH] £ikSOD2& &M, A EM N E
B Ca XU 8 T 5

4 Z515

m® A 1) R 1 7 78 25 S AR g e B A
hRE T E M, 0 1) 2 R A o A TR 0 AT B R — Fil
A W5 1 PR IR YT R o 28 T METTL3TE -
ot ik, Hg XA 5P EEREARA
B B E R R BIBESE , METLL3W A LUIAE A
B R AR T RS M LA R S N, LR
ARt HBTIAIT ik = b2k BCaii . Y
i RS Al (Biotech Corp.) B FF 4 FF & &1 X m ATH 15
FI(FIWMETTL3 . METTL14FIFTO) Y i Ak B 1k
NG . PR R 1 m A TR R AN AR
AWAN, AT LUTT S 3 T ) i A AR G R K
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BOFI I, LA % A O R A on AR 2 4 T
FEREVRYT o MLAN, BT mC A TEA S 5E Wk 2
F7 % L TUSRT I R B R I 1 1 R I v Al A
FH DR S m A TR 5 751 (4 80 ) 35 07t mT DL S Ak
JP L TR T B BT LATE S AR R Bl s
FERE AT ROCR S [A] B — 2 m A& i 5 o AT AR A
PEAS R TR B9 48 b5, 1 inSOD2 AT B A B Ca XU
BT BT, meABR . CEREAT . B
KT M B E AT Y BCadE I R B
ASOCHEAL TR, 5 4 O SH R RE IK Bl L A A B ok L B
UL B mRNAR N T, . BAPF A8 . MAMETTL3 .
METTL14. YTHDF1HMALKBHS %y it 98 412 ik
a0 AT 5 mRNAFI miRNAFELE — & BB & 7]
PIE T, meARIBFSE 2SR L E it e, H
HIXSBCaly i 58 KRR 5 B FEmRNAY “PEZK
EH" b, TEcircRNAFIIncRNAH B 1E FH K AL
AR HA . WL, KRAYT AT E Z W2 Kb
5%, A BCaiia Yy 2 2 R 2 W L
R0 A PR 1% LI

Sk

1. LiY, Wu K, Quan W, et al. The dynamics of FTO binding and
demethylation from the m(6)A motifs[ J]. RNA Biol, 2019, 16(9):
1179-1189.

2. Meyer KD, Patil DP, Zhou J, et al. $' UTR m(6)A promotes cap-
independent translation[ J]. Cell, 2015, 163(4): 999-1010.

3. Zhao W, Qi X, Liu L, et al. Epigenetic regulation of m(6)A
modifications in human cancer[ J]. Mol Ther Nucleic Acids, 2020, 19:
405-412.

4. Chen T, Hao YJ, Zhang Y, et al. m(6)A RNA methylation is regulated
by microRNAs and promotes reprogramming to pluripotency[ J]. Cell
Stem Cell, 2015, 16(3): 289-301.

S.  Linder B, Grozhik AV, Olarerin-George AO, et al. Single-
nucleotide-resolution mapping of m6A and m6Am throughout the
transcriptome J]. Nat Methods, 2015, 12(8): 767-772.

6. YangY, Fan X, Mao M, et al. Extensive translation of circular RNAs
driven by N(6)-methyladenosine| J]. Cell Res, 2017, 27(5): 626-641.

7. Zhou C, Molinie B, Daneshvar K, et al. Genome-wide maps of m6A
circRNAs identify widespread and cell-type-specific methylation
patterns that are distinct from mRNAs[J]. Cell Rep, 2017, 20(9):
2262-2276.

8.  Huang H, Weng H, Chen J. m(6)A modification in coding and non-
coding RNAs: roles and therapeutic implications in cancer[J]. Cancer

Cell, 2020, 37(3): 270-288.

10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

24.

Karthiya R, Khandelia P. m6A RNA methylation: ramifications for
gene expression and human health[ J]. Mol Biotechnol, 2020, 62(10):
467-484.

Ke S, Alemu EA, Mertens C, et al. A majority of m6A residues are in the
last exons, allowing the potential for 3' UTR regulation[ J]. Genes Dev,
2015,29(19): 2037-2053.

Jia G, Fu Y, Zhao X, et al. N6-methyladenosine in nuclear RNA is a
major substrate of the obesity-associated FTO[J]. Nat Chem Biol,
2011, 7(12): 885-887.

Warda AS, Kretschmer J, Hackert P, et al. Human METTLI16 is a
N(6)-methyladenosine (m(6)A) methyltransferase that targets
pre-mRNAs and various non-coding RNAs[ J]. EMBO Rep, 2017,
18(11): 2004-2014.

Lan Q, Liu PY, Haase J, et al. The critical role of RNA m(6)A
methylation in cancer| J]. Cancer Res, 2019, 79(7): 1285-1292.

Zhang M, Zhai Y, Zhang S, et al. Roles of N6-methyladenosine (m(6)
A) in stem cell fate decisions and early embryonic development in
mammals[ J]. Front Cell Dev Biol, 2020, 8: 782.

Chen B, Li Y, Song R, et al. Functions of RNA N6-methyladenosine
modification in cancer progression[J]. Mol Biol Rep, 2019, 46(1):
1383-1391.

Tuncel G, Kalkan R. Importance of m N(6)-methyladenosine (m(6)A)
RNA modification in cancer[ J]. Med Oncol, 2019, 36(4): 36.
Muthusamy S. m(6)A mRNA methylation: a pleiotropic regulator of
cancer[ J]. Gene, 2020, 736: 144415.

Wang X, Feng ], Xue Y, et al. Structural basis of N(6)-adenosine
methylation by the METTL3-METTL14 complex[J]. Nature, 2016,
5$34(7608): 575-578.

Wen J, Lv R, Ma H, et al. Zc3h13 regulates nuclear RNA m(6)A
methylation and mouse embryonic stem cell self-renewal[ J]. Mol Cell,
2018, 69(6): 1028-1038.e1026.

Wang Q, Chen C, Ding Q, et al. METTL3-mediated m(6)A
modification of HDGF mRNA promotes gastric cancer progression
and has prognostic significance(J]. Gut, 2020, 69(7): 1193-1205.
Zheng G, Dahl JA, Niu Y, et al. ALKBHS is a mammalian RNA
demethylase that impacts RNA metabolism and mouse fertility[ J]. Mol
Cell, 2013, 49(1): 18-29.

Ueda Y, Ooshio I, Fusamae Y, et al. AIkB homolog 3-mediated tRNA
demethylation promotes protein synthesis in cancer cells[ J]. Sci Rep,
2017,7:42271.

Zhu Z, Qian Q, Zhao X, et al. N(6)-methyladenosine ALKBHS
promotes non-small cell lung cancer progress by regulating TIMP3
stability[ J]. Gene, 2020, 731: 144348.

Chen RX, Chen X, Xia LP, et al. N(6)-methyladenosine modification
of circNSUN?2 facilitates cytoplasmic export and stabilizes HMGA2 to

promote colorectal liver metastasis[ J]. Nat Commun, 2019, 10(1): 4695.



RNA m’A BB B h ol EWASE, 45

485

25.

26.

27.

28.

29.

30.

Siegel RL, Miller KD, Jemal A. Cancer statistics, 2019[ J]. CA Cancer ]
Clin, 2019, 69(1): 7-34.

Xie H, Li J, Ying Y, et al. METTL3/YTHDF2 m(6) A axis promotes
tumorigenesis by degrading SETD7 and KLF4 mRNAs in bladder
cancer[J].]J Cell Mol Med, 2020, 24(7): 4092-4104.

Gu C, Wang Z, Zhou N, et al. Mettl14 inhibits bladder TIC self-
renewal and bladder tumorigenesis through N(6)-methyladenosine of
Notch1[J]. Mol Cancer, 2019, 18(1): 168.

Cheng M, Sheng L, Gao Q, et al. The m(6)A methyltransferase
METTI'L3 promotes bladder cancer progression via AFF4/NF-kB/MYC
signaling network[ J]. Oncogene, 2019, 38(19): 3667-3680.

Jin H, Ying X, Que B, et al. N(6)-methyladenosine modification of
ITGA6 mRNA promotes the development and progression of bladder
cancer[ J]. EBioMedicine, 2019, 47: 195-207.

Gao Q, Zheng J, Ni Z, et al. The m(6)A methylation-regulated AFF4
promotes self-renewal of bladder cancer stem cells[J]. Stem Cells Int,

2020, 2020: 8849218.

ARSI A HUIESE, IMER, X, B4 K. RNA m A 7R b
e A E T, GRS BEAR R, 2022, 42(2): 480-485. doi:
10.3978/j.issn.2095-6959.2022.02.033

Cite this article as: YUE Minghao, SUN Jiabin, LIU Zan, XIU Youcheng.
Role of RNA m’A modification in bladder cancer[J]. Journal of Clinical
and Pathological Research, 2022, 42(2): 480-48S. doi: 10.3978/
jissn.2095-6959.2022.02.033

31.

32.

33.

34.

3S.

Yang F, Jin H, Que B, et al. Dynamic m(6)A mRNA methylation
reveals the role of METTL3-m(6)A-CDCP1 signaling axis in chemical
carcinogenesis[ J]. Oncogene, 2019, 38(24): 4755-4772.

Han J, Wang JZ, Yang X, et al. METI'L3 promote tumor proliferation
of bladder cancer by accelerating pri-miR221/222 maturation in m6A-
dependent manner([ J]. Mol Cancer, 2019, 18(1): 110.

Chen M, Nie ZY, Wen XH, et al. m6A RNA methylation regulators
can contribute to malignant progression and impact the prognosis of
bladder cancer[ J]. Biosci Rep, 2019, 39(12): BSR20192892.

Liu H, Gu J, Jin Y, et al. Genetic variants in N6-methyladenosine are
associated with bladder cancer risk in the Chinese population[J]. Arch
Toxicol, 2020, 95(1): 299-309.

Chen M, Wei L, Law CT, et al. RNA N6-methyladenosine
methyltransferase-like 3 promotes liver cancer progression through
YTHDF2-dependent posttranscriptional silencing of SOCS2[]J].
Hepatology, 2018, 67(6): 2254-2270.



