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Abstract ; Since the discovery of DNA and histone modification, RNA modification has become a
focus of research. In eukaryotes,as an internal epigenetic modification, post-transcriptional RNA
N6-methyladenosine(m6A) modification is dynamic and reversible. Breast cancer is the most com-
mon cancer among female malignant tumors,showing significant genetic, epigenetic and pheno-
typic diversity. The m6A in mRNA can control the self-renewal and cell fate of tumors,and plays
an important role in the occurrence and development of breast cancer. MOA is also a novel inter-
vention target for breast cancer. This article reviews the molecular mechanism of m6A methylation
modification in the formation and development of breast cancer,as well as the prospects for clini-
cal treatment of breast cancer.
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160 L 30 W 40 0 P, mOA & i 8 A M S mR-
NA .IncRNA 1 rRNA i i | f 5 e iR 5F 1
PRI , BhZSPE R AT 33 P2 mOA 161 f b 35 B 4
ik, o1 F AL L R g | 2% W LAl AN 285 5 2R 1 ™ 2% 0
P LB A, S0 RNA AR e s e L BR
AR, Rt 2E e FL sl AR e T s o AR
¥R MMARGERE SR H DNA #idi
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M6A H L AL B il LA 2 5 W)W XA AR FEAZ B
BEPR A4S 2 I RNA KA B IRk B4, % B &9
FE R A 3 (methyltransferase like 3,
METTL3) ., H IR 14 (methyltransferase like
14,METTL14) Wilms ¥ 1-4H 2 11 (Wilms tumor
1 -associated protein, WTAP) . Z5J 8 m6A H B4
fif} (Vir-like m6A methyltransferase-associated protein,
VIRMA ; X FR KIAA1429) 5 240 B . METTL3 fg % 75 14
P AAMEL mRNA &4 mOA 184, & 1 4 £k
A LAAE moA 1 H SRR B R E AT,
METTL3 /2 Ak i P 5y, 5 4 B 7 MET-
TL14 F: R A A0 H B m6A 7N FL 304 mRNA [ )
DU, WTPA 78 M ik % o 2 B 8] 4 . METTL3-
METTL14 & 4 %53 i m6A &1 ¢ 1Y mRNA #2 75
i e A DG BE R 2R, DT 4 o 98 1 40 B 1) 22 g
P R &k b ¥ 8] 7S 5 F AR (epithelial-mes-
enchymal ,EMT) | Ifil 4 4= BU A1 DNA #5347 )

EFLIR I T, Cai 5" & B METTL3 () £ ik 5
WEL Y AT R X M EAEHE T (hepatitis B X-
interacting protein, HBXIP) i) & i5 2 IEAH X . MET-
TL3 7EFLAR e 63k A, B3 2 B AT A 9 10 o] 141
T let-Tg 19 % M ok A2 i 2L i J . LRI 1,
HBXIP i & #1) #] let-7¢ fff METTL3 2 ik 7t i , 1
METTL3 W38 i m6A H Bk & i i HBXIP 193
ik, MIE & HBXIP/let-7g/METTL3/HBXIP 1 1E JZ
T B, S 35 L MR At L ) 14 5 A BT RS R
LNCO42 (—Fp K B4 4 i RNA) AT LA3E o {2 1F 41 i
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CXCR4 4 a2 CYPIB1 AR A, Il FEIE A AY
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MOA X W LA 3= 2247 2 . 5 105 A1 F0IE JHE AR
K& H (fat mass and obesity associated , FTO) Fl o-Fifi
I R AR R i SR ALKB R VR 2 S (a-ketog-
lutarate-dependent  dioxygenase ALKB homolog 5,
ALKBH5), B MR % ER RNA b pg B EE AL i, il
mOA B HAT S AYEF AT Wik . ZHF5EER R FTO
TEZ R SR R BRIk, S5 I A i) & A
Eeqpie) A BAA I P FTO A 95 40 i A K BRI
7 M AT 8 -1 (programmed death-1,PD-1) %t %%
IR BBCR ™Y, HAR R i ] FTO a] LA
Tl e Je 1 240 L 0 A= AR 1 TR B RS

FLIRIE T4 (breast cancer stem cell,BCSC)
A B 3R 5 A0 B B Y RE g 10 I S 4 Jif e Y
W L0 Z e 7R IB A RE, FEA
Kruppel #: X+ 4 (Kruppel-like factor 4,KLF4) .\ 5
14546 % 5 I (octamer-binding transcription factor
4,0ct-4) 1 NANOG, ALKBHS X #4175 5 [+ (hy-
poxia inducible factor, HIF) B A 4 i | & 78 Bt 2 36
B8R AR5k 1 {23 NANOG mRNA 1 25 Ak 42
o H AR E R ARG, 4EHF BCSCs 19 11, &
HOFL M 10 A% MDAMB23 1 (AL Mo 2 Jtd v — Fi
i AS I 40 ) ALKBHS (14 % 2% 3 i 9 /b BCSCs 1)
Bl R AR MR A AV RS 28 I A BE T TR A
R ALKBHS 4 R ] k>4 P 9 BCSCs , 410 3l i
(% B>, ALKBHS 1 METTL14 3 i A .45 F 40 il
YTHDF3 B35 P4, A 4 oF il i o 5 2608, 9 HL
METTLI14 #l ALKBHS 5 RNA %6 4 H HuR #4 5
— AN IE S E I 20 S S AR | TR 58 B Ak
LA A B

FEFL IR T FTO 71K BNIP3(— 7 BCL-2 %
A2 9 T 2 ) mRNA 3'UTR & H 4L, i 2 977 1l
BNIP3 SR ot i 9 & e, 2Bl FTO SMETTL3
BAAE T Bel-2 1l Bel-2 AL 5t B 4 2 K
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