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Abstract

N6-methyladenosine RNA (m6A) is mRNA’s most abundant and extensive epigenetic modification
involved in the malignant process of tumors. It is widely reported that m6A is involved in mam-
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mary carcinogenesis, invasion, metastasis and development. Recently, as the studies of m6A are
getting further, the complex modulation network between breast cancer and m6A is getting clear-
er. This review aims to elaborate current status and perspectives of m6A study in oncology. In ad-
dition, we discuss the application prospects and limitations of small-molecule drugs targeting m6A
in breast cancer.
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1. 518

mMEA &1 /2 FAZ A RNA Ff i WrEiE X, @15 6 AR R i W b igif. ©rE 19 ti
20 70 AR BRI, (HEF 2012 4, B mR@E SN P ROR I PUE R R, meA 75N FEH 4H )/
A IBEHEIT L . meA (&1 32 B2 R AL RS I . 25 H BB AT meA 1214 & B A%, 1225 RNA
e E R RS, R PEIEBTRE, RNA fir, RNA FEME, RNA HSR G 1D & AR RNA L
ARHEFE[L] [2] [3]. HR4E A BICIEE, meA B iH s FL e h EUE L R N EIE, 5 IR SL R
I3 B TG A O, 75 R 4 M 3 U 12 28 R R T 24 P RN A i - 1 S v SR B R o B L TR s A I [4]-[14]
AR HE mEA BHRLE LRI FC A TR AT 7T, I BH meA 1B M 7E LIRSS TR IPE I ALE], A 488 T meA
B 4 2 AE FUIE T A [ AL, ARG PR A ) A FEARTT 1 3 m) mBA B (1) /)N 7~ 4 7514
FLIRE IR T R

2. m6A BRENESEFLIRE P RIER

mBA FILFERERE, RIg4wmfigas, A& METTL3. METTL14. WTAP. KIAA129 AHkIE A= A1k,
T S-EHE R RR(SAM)[AUREE I RNA it 388 i #2[1] [2] [15] [16]. Hrr, METTL3 72 /M 4
Birb oAU T BRI mEA H AL, 783U 4 T8 B0 R 8 1) # 64 [17] [18] [19] [20]. Cai
JHLFE S RI, METTL3 7EFL M 40 i th Rk K T IR AR 4, [RIF, METTL3 @i b i s
HBXIP ] m6A &1k, TE#E S5 /KFAEHE HBXIP (2% . HBXIP & nJ L] microRNA let-7g 1]
ik, let-7g ) METTL3 /# 3-UTR X MM METTL3 FIRIE . R RIE R, BOKIETEE
5, (kLR A (S M G B [4]. METTLS iz A S AL A A 1 228 FR B U 2L A,
il Bel-2. Sox2 %5[4] [8] [21]. m6EA H i s 52 1) 40 M & ) ORI 4 P [ ) 3ed ¥R ) 1142 . Wang 55 N 8
FF AR TR A LR R AR METTLS /SRR I S 4 (TILS) ) meA &1, it
TILs KIEGIEAHRITIEE, S LB 1 o k% [12] . [FIIT, METTL3 [ F 1k 5 o £ a5 ihsg 4o v
ZW MBA B ACE I, 7R meA B4 H) R T REVE ok FLAR bR OSSO R 2R . B
TR T METTL3 AF A FL S 78 72 V6 7 AR IR I R 2 S

METT14 2 HEEFEREEE A2 SN E B 7 [22]. BRI S25, METTL14YC FLARE 41 2 11
B A2 ZE R RS 6 77 K A, 1 AR GRS A B A S 28 X MIETTL14"C L i 40 it 28 30474 PR iRl S s
BE—BiE gz R4 8. Panneerdoss 25 A4 H, METTL14/ALKBHS/HUR/TGF-b FERL T —ANETE 1) 1E [ ik
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[El%, METTL14 il it if95 TGF-b BIME 55 S MK HE A (1) RNA mBA &1, M % 5 PR 7K T4 bk &
DRI )R, AT A 38 L e 400 P P 9 40 5 5 1k 3 Ji2 [20] . HL Wang 25 BT 45 & TCGA ¥ 2 () RNA il
7 A R R E O, S5 METTLL4 (13RI -5 54 (1 = B ML IR M TS B OG[23]. WL R
KIAA1429, XFrA VIRMA, TEFLIRE S VEH Ccp0 s 8, FL0E i F R 20 A 1 365 5 AN b 17 [R) o i
AL, IS meA K#iK CDKL ) RNA F&E 11:[20]. WTAP VE N HIIEALEG E SR I DR R, B i
1k SAM #ER I 45Kt Ktk WTAP Al fgfE AR METTL3 5 METTL14 (H45 /)M /74E. Huang 5 AT
WFFEE W], WTAP 52 %] IncRNA-AS [ %, [Hi, WTAP il meA #1215 DLGAP-1-AS ik,
B AL IR AN AR O R B R i 2451k [24]. b, METTLL6 15 N 8eH il 45 52 1 R 3610t 7 L s v () R A5 1)
YERIMANE 2, BB 7T, DLEWFRERTT T meA HIEALEEE LI & A4 & R R R [ Dh g
7R T mEA FH AL Bl 7E SR A P 1 A R R

3. m6A ZERENEREZBREPHIER

m6A 2 FEALEY, NFCNTHIDAS, B meA [ FIE L,  “HEER” mBA 1&1fi, HH/n T meA &
MR BEhASETVE[L] [2]. FTO, VE N AR I meA 2 HIEALEE, WAHIESES 57 i 40 i it 564k
T . Niu il A R RIS FTO 3 5 FL IR A rF s e 3G BE R /), FTO @il % Bel-2 Kk
HH BNIP3 {12 m6A HI3E4L, MG K T3] BNIP3 2k M i ) LA 40 A T-[6]. Liu 5N
IE, FTO T meA KBS A M i PISKIAKT {5581, 2 5 LR 410 b AN e 2 AQ U i 4%
PIBK/AKT %2 5 s A sa . AR MR g% B & S5 0B M #2[5]. FTO 5 PIBK/AKT {55
TR PR PR AH ELVE FH AT R 20 FLR P2 AR SRR MR, A AR — D IR T . L LR ALKBHS /%
mBA 2 LI FE S FTO Mifth. Zhang %5 N &K B ALKBHS 7RG IR il il NANOG /3 7L e T+
PEEAL, RN, BREZEMETN, A ZNF217 pyZeaksin, 3 B METTL3 MRIA, 5% 5 FTO
[] FAARC 4 N ) mBA ZKF[14]. Wu 25 A & B PRMTS 78 3L s 2 E ALKBHS k% FAr, fER&E R K
EFF, ALKBHS #if] 7 BRCAL f¥] m6A 1211, #—385% T DNABERES), MIMFEAK 1B E A 7L
I ge 40 o 997 A% [11]. Wang 25 A ¥t T B ALKBHS £ METTL14 20 s i UG TR, 454 TNM 4>
FATI = B v LR B TS [23]. FTO. ALKBHS HFLARME R A R BAEZVIEBER, B RERAIRITH
JIR R P 7 B 4y A

4. m6A A EREARERHIER

m6A LG, NHCNIEHES, 510 meA £ s ATisZm RNA 0T, RS, EF il
YTH % hnRNP SR M K. EF A, meA BIHA BANF, SIS T A th A H .
[FIRE, AFEIZEALE) meA 4ia s E RIEES SAH E 0 T HAREER, e S RNA fiig[1] [2] [25].
Liu %5 AFIH TCGA %#i & i) RNA-seq #i#i, 1ESL T m6A 4541 YTHDFL, YTHDF2. hnRNPC #lI
hnRNPA2B1 7EFL IR I 4 2R b B i R IE 7K, HA sy meA 456 a5 A E A R 15 A 25[22]. Niu
LN AAIGUE T FTO 5 BNIP3 454, kI YTHDF2 25 1 iUl 5454 BNIP3 W TEH m6A
i, fRHEH mRNA REME, AT ik 7L B 40 ) R ARk Fg [6] . 7R METTL14 F1 ALKBH5 % (1)
FUAE N, YTHDF3 /KPS THE, T8 YTHDF3 261k i 35 30 ) S0 A 4H P i 1 i 512 %% . (B
mM6A HIEALEF AT YTHDRF3 (1 E & 7T L AN 2 . Belinda % A K m6A 4544 11 hnRNPA2B1 £
L5 45 LM e 20 B At B SR A R4 R BE D 2R E[26] . FE T BIRZE, SZEUERAE N meA DR AT
&, W mEA AL RUR BARERE I, EAN R R Al o S A AR F R E R, R — D M g
H5%®E&.

DOI: 10.12677/acm.2022.125555 3846 I IR = =23t e


https://doi.org/10.12677/acm.2022.125555

KA

5. T m6A 2iBHIHE S FERAMMMRER

MEA ST bR b R I T S KRR F, B 1) meA S5 FFIHT B 25 75 i Ak T A I B
Deng %5 NI AR B, 76 L, R-2-F2 25 R (R-2HG)#E W] FTO, /£ IDHL/2 B R4S AR =4 »
R-2HG A F5 m6A /K V3155 YTHDF2 4 5] MYC. ASB2 fil RARA #4355 WH [, o ) i
TR T 32 [27]. RN, AR EY, R-2HG 7 L/ & i B 4o i . 3588, fedkam e
T2,

F USRI (MA) & — Rl AR SR SRPT R 25, CHOIESLRENS e PE 45 & FTO S5 &7 5, AT 0 e 2
Je SR i Rg gk g . Chen 58 AFF K 7 IR MA fiT2E4), FB23 fil FB23-2, ¥J{E S PEHE & H MK (AML)4H
i 2 T L FTO 013 12k, AL A1) R 2 3 AN B AEL [ 28] Eliza 58 NI Y T — R E /N 70 7401k 771 STM2457,
Fi SRR ] METTLA3 VETERL A, AE87E AE MR AML [ FE[29] . T 1o L7500 ot 422 g Jo g 5 S e o
P EILHEIT RIS . SEUA PR 2 EA R, FRE RoR A UM ER . SR, m6A
AG R 1) 750 P 7 LR BRI PR 25 0 i e I FH B DR e A B PR, R L 3 D) 5 B2 R e S M ) 2L
JRdEE S mEA BRI H 25 . [N, 454 B0E I meA BIEHLHIREFT, 4858 Tl meA i 7575 3L ks
W7 R R AR AR A, TR 5 FLIRE RS HETR T

6. BESRE

IEAESR, BEEMFHEARIRIE, T RNA BT EE R F 5% 5 4% b 1 2 Z2 AR — 25 ik .
MEA S IR IR T4 ARAS, B H T4 SR EE R RIORN 4t i [R) A AE B . R, B Y
R RR  meA &R IR E B IT, RZAEH T 5 a4 i R g AT RSS2, 7 5 X 240 Bl R A
RIFEPRZE RNA FILAG BB A V)2 D e 7 AR AE R PR YE . ERLkE, AN[ERFFL A, AR meA s A fE
PRI RE S B rh BB R BA AN FIVE T . T 7840 I ER AR mEA ISR /E MR A ik 1R, A 28
B 0 AR AR R B 1 SR A 2R [2] 6

FETRICEER, AMERDL meA BT IR 40 i it a2 —E “XJ]8)” . METTL3 55 FTO /£ m6A
B ERIPE R 5E A, AR BATIAE 2L 0 1R 23 WL b RISy i B0 L R ) A e, LR [R]
FER R UFHE AT, W1 Sox2 [9]. METTLL4 v @il #i TGF-b 15 5@ B (e Bk FL AR R, H —T003E -0 e £k
TG 2 AT S METTLL4 727U RS H (23] mBA A1 42 20 i b 1 22 DG B ) e o
JE AL RE, meA MBI AL A . TR, 1R, T, IS B 22 AR AN 240
RE m6A BIHTE I T S S B AR B FHLE A B RO AR 7L R s L 2t Fe i
], NFLIRE AR REUHELIA T H R mBA & ) g SR AR K4 o
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