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Research Progress on the Mechanism of N6 — Methyladenosine Methylation in Ovarian Cancer
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Abstract: Objective To investigate the mechanism of N6 — methyladenosine (m6A) methylation in the ovarian cancer. Methods The
relevant studies were searched to summarize the role and mechanism of m6A methylation regulatory proteins in the occurrence,
development and chemotherapy resistance of ovarian cancer. Results The m6A methylation regulatory proteins m6A
methyltransferase, m6A demethyltransferase and m6A binding protein were involved in regulating the biological processes of ovarian
cancer such as proliferation, invasion and apoptosis during the occurrence and development of ovarian cancer, and were closely
related to the chemotherapy resistance and prognosis of ovarian cancer. Conclusion The relevant studies of m6A methylation can
provide a reference for improving the chemotherapy resistance of ovarian cancer and guiding the research of novel targeted drugs.
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BT OUR AT i O SR 0 &I L A T 25 B R A
B T2 Wi FiGy7 , 4 BN S0 2B I IR IR Z5 R 8 0 2L,
N6 — B FE AR 1T (m6A ) B JE Ak 2 38 XL & SR A& 1 1 0T 5%
PO, ZIWFFEUE ] m6A F S AL 78 i 8 27 vp 1Y J 224
FHAAYF L o 2 AE mOA 7K -2 52 RNA ) 4b B [
it RV BRI, TR I R 3k RN G B O A0 M o B L A S
b JRE 1 & A Ak Lo CBIF AR UE S, 22 P moA Y A
7N B T AE R SRR B meA WAL AE P S
M) KAk T vk A TSR o A e AH OGSOk, B2
m6A H I AL 75 B HL95 & A= & R K ARy it 25 b i 1R
H B 78 R 5E A5 22 2 18 1 ik B9 S 988 1) & 3 HIL ] S
AT iR 245 L
1 m6A BEN AR

m6A F AL 2 & A2 6 RNA H RIS (A) Bl 5L 4 45
6 1V ZUR T 1 B H LA B, B AR 2 1k 05 7 B A
3'UTR " 4B Bl e hy e it DL L3 5 IR ST (9 936
SRS ABA , R ) mRNA P H AT, m6A B R4k Y i
WA EE A mOA HIEEFR I .m6A K H LR A1
m6A Z5 58 1 om6A HIEALAE T R mOA H ELEE AL 20 ¢
(Writers) , g 25 W 3L RS il 16 %% (Erasers ) , Jf- A m6A 45
EEHIA] (Readers ) ¥,

m6A F KEHE R i (Writers ) « £ 45 T L 55 B2 B kL 1R
M 3(METTL3) | P ELAL R AL 22 11 14(METTL14) \RNA
SEA P 15/ 15B(RBM15 / 15B) . Wilm g K7 1
AL H (WTAP) 5 2 FF m6A FH L B I AH G B
(VIRMA) . ¢35 CCCH 254 30 & % 11 13 (ZC3H13) .
m6A PRSI 35 ) METTL3 %0, LAMETTL14 &y
SCHE PR E IR R OE AW - R FL S
RNA N6 - IFH H 54k, WTAP 5 METTL3 1 METTL14 4
HAER AR R S R R O - 0,

m6A £ EAEFL G (Erasers ) : 322 fi J5 5 A1 AR BEAH
KM (FTO) Fke £ A& & & 1 B[R4 5(ALKBHS)
L1 FTO S5 — AN IA R K H IR E ALl , X RNA )
m6A 7% 5L AT A R0 E Ak 25 B LR TS Y ALKBHS
AT iR IR AR 240 B 5T R o A B S5, 5 RNA AR
& .mRNA DA A% S SR R4 S AT

m6A 454 11 (Readers) : £ 45 YTH 25 ¥4 3 5¢ 1% 1

(YTHDF1) . YTH Z5 #3525 2(YTHDF2 ) | YTH 25 ¥4 55§,
K% 3(YTHDF3) \YTH 45 #4385 1 1 (YTHDC1) . YTH
g Fy 3k 3 2 (YTHDC2) | 5 5 1 M A2 2 0 4% 76
(HNRNP) % J& AZB1 (HNRNPA2B1) . HNRNP K ji% C
(HNRPC) .HNRNP % % G(HNRNPG ) . Jj 15 Z e AR K
F 2 (IGF2) mRNA %% 4 & 1 (IGF2BP) 1 (IGF2BP1) .
IGF2BP2 IGF2BP3 %, iR Hil i 5 m6A i S 454,
P mRNA B BYHE  BHE AR e RS
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2 m6A FENLEIPERE
2.1 Writers 7EOP & EHHI1EH

METTL3: J& H JL 56 R il 52 5 W) A A% .0 Wi 4, HEER
TR K- el s T s ) B SRR (3G B R AR RS
2Fad FE CHUA ZE0200F 5% % B, METTL3 i i fin5i AXL B
PRAZ HE b Rz 6] 5 Ak (EMT) , DT AR 3 A2 K iR 28
LIANG %53 0F 53 & B, BB METTL3 5 R 5 8w ik 1k
22 F IR | H E R R B (Ake) e HR UE SO0 T
p70S6K il Cyclin D1 R IA 7KV T [, B METTL3 AJ g
D Ak (5 3 B AT AR RS M N 5P LR 4
0 ) 0 A e SR O MA S DIBIE 5 R B, T B
Bz VEBR 9w (EEOC) 4 21 METTL3 1A m6A Y1k
KT, METTL14 1 WTAP (%) %3k 5 95 55 41 2140
HeC i 2 2 5, B METTL3 it 57 7 METTL14 #1 WTAP
P ¥ EEOC 1) m6A , 13X 8% 1A Ry & —F 37 19 mOA I #2511
il , 12 EEOC W TE AR TT HE A, o AR SRR P S BIE 52
LR METTL3 5 3 B 38 miR - 126 — 5p ¥ [ 4ijii] PTEN,
IEL VBT Y PR W s Pk FL e e Ity / Ak / WL S T A R R 7R
F1 (PI3K / Akt / mTOR )8 % >k B 1F 5P S5 957 i 2 Je i
Jo () & AR BL AN [ A 5 GIE B, METTL3 3 2o 412 i
pri — microRNA — 1246 A R 2R 0 o N An i R T 2R 2
(CCNG2)RYFRIA , ATtk B S 9a 1) & A A% JMEETTL3
7 OP HLIE TPV R 4, vT RE A 1t T BB A1 il B £
FE R A R X ] fig 5 AR TR O O 5L 9 52
HXE,

METTL14: & % AE 5 m6A H 3L 5% R Bl 5 A 1 1
PR A AR LT AR5 i %o e i S IR 4 R
(TCGA ) il iy 3 12 F5 [H R 85008 2 (GEO) 4T T AE W15
SEERAAE AT, I A A Py F RSP S 5HIESE METTL14
T A Troap 142 18 X U1 5 9 241 i 110 194 5 e £ R VE
WEI 2581558 F2 B, METTL14 5 1 51 419 40} (9 m6A
4, (e R AR I IE E R 7B MIE RS , METTL14 5 235 1)
B S B UG 8822 DL 2 ST R, METTL14 Xf
B EL I Y 14 A K TS ] e S R AE T, HLAARAE AL
115 T KSR AL -

WTAP:AE Ry H 3L RS il 52 60 i I8 49 2 5%, 76 9
A7 mOA H I A A8 A 1k B v B AR A L YU ELOTHE 5
KB, WTAP S i 200 2 WP B9 5598 (HGSOC) A T s
PR, nT A 2 01 S0 20 i A0 2E g . WANG S50 58 &
I, WTAP & — g oF P 5L vE R i BUE N+, nTae 5
WTAP - HBS1L / FAM76A $4 3¢ FU ZER2UHE 58 & PR,
WTAP 4 51 m6A % EGR3 (& i 7775 T A [7] 2 78 1%
b e 5P E R (EOC) s HAN 25220 ZHANG 2523 59 i 58
FEH, 15 WTAP 355 522 1 P S0 A5 A2 78 o 25 A ¢
PELYU P58 2 B, 5 S 7 1o (HIF - 1)
Xt WTAP 3589 L8 98 T miRNA B9 4L 22 ik T
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Warburg R0, Ff-AE 1 B9 S0 00 A A= R e S DL EAFSR
FEHT, WTAP 78 519 5598 v 4 18 2508 B 1 B9 4E £ 1E B
HUBRM A R, BT RebrE & O SR RS o

RBM15, ZC3H13, VIRMA : RBM15 £ Jy Split Ends
BAZRGERLGL 85 B EAARM AR S RNA S5 65
ZC3H13 M FAEBE M A m6A H ILFE RS il &2 5 W i 2
4y 2 —25 mRNA B 1L VIRMA /E R 32 22 3% $ m6A
LA W 52 5 W A% 0 i 53 o WANG 451255 1 38
GEO R §P 895 2 Y . Kaplan — Meier 2 K43 i 4
JEEPEAN 0 IR 55 22 B0 2, & B RBMILS 235 38 i 5 by
B AN R A G, 28 4 IR 118 7K S 45 Folr 4 928 3
R bR 25 9 1) 26 3k 5 5E 5 P m6A 1715 [ F RBMI15B,
ZC3H13,YTHDF1, IGF2BP1 ) 3 ik % Y A ¢ . WANG
420260 B BF 9% % B, LncRNA UBA6 — AS1 i & 25 48
RBM15 334/l UBA6 mRNA £ m6A F £:4k , IGF2BP1 {F
4 UBA6 — AS1 — RBM15 45 ) m6A & 1fi UBA6 mRNA
B m6A [ B2 4% & A, B9 T UBA6mRNA 19 £ 1
UBAG6 — AS1 ik UBAG6 ) il B £ 9 40 i (%) 384 5 i A%
78 o FAN 481270 LI 828 By i 58 & B, ZC3H13 I
VIRMA BE 150 5P 59 £ 3% B9 S, VIRMA I 2k 41 5
BB AN SEAGFREE S TX B4 BHar, X
RBM15,ZC3H13, VIRMA 7 53 519 H 14 15 H (1 8 58475
D R RAAE IR KA G245 8]
2.2 Erasers £ EEHIIER

ALKBHS : 7E h 25 L 5L RS Tl E 15 moA HY 34k, 3
T OP B 0 kA R R O BB MR (OV) /A
ALKBH1/3/5/8FFTO Bk K V3K, ALKBH2 / 4 /
6/ 71725 K EH 5  ALKBHA ik K 5 1 OV B 3%
R R A AT (0S) , ALKBHS / 6 F1 FTO # kK
- Y R R AU 1Y OS FTGIHE R AR A (PFS) 290,
ZHU ZEB0IE 5% % 3, ALKBHS 44 T HuR Fl miR - 7 18
it 22 A K T2 1K (EGFR) - PI3K — Akt - mTOR i&
FEVEAT ML A 345 GRS AN H WA, I8 3 fE fk m6A
5 F LA 3858 B 4 Ik TR 2 R 1 (Bel — 2)mRNA
HFaE P, IR Bel — 2 F1 Beclin [6] AR EAEFH , AT
I EOC B H WEVEFH JJTANG ZEBURE ST R P, Bk i)
Toll £ 32 {& 4 (TLR4) 7] ¥ 36 #% 1+ — «B(NF - «B) il
%, L8 ALKBHS [ 335 , $2 5 m6A FI NANOG [ =ik
AP, BV ALKBHS 38 52 il 3 NF — kB 3 12 7E 483 34
IREE b (i E B S 1 & A o

FTO: 25 % PLAY m6A 25 I ILAE RS il | 5 01 S0
O G AE DR T L B W AR A W ad BE R G HUANG
SR & B, FTO MM 1) m6 A 6 8 1 BH Wy 21 17
BRAT (cAMP) {55 5 3 il 51 598 T 40 i 3 38 5581 . ZHAO
DRI ST 2R IR, FTO 38 1 02 08 40 B 88 7, 390031 41 B 9
T RIS 1 T Do B SR8 A M A A K

2.3 Readers ZEINEEHHIER

IGF2BP1 : J& — Py BE AR SF B & 1, 5 1GF2,8 -
WLEh 8 14 3 D4 ) mRNA 454, IF 9835 H@0iF 72 .
BUSCH %5330 58 & B, AFFE S5 BT Let — 7 05 14 oI 417
il VE FH f) e i B R HE 1 A2(HMGA2) | Lin — 28 [A] PR
B(LIN28B) FIIGF2BP180# =¥, J-1EH let - THEMIF
TG S B SR AT A 1 A DD 39838 P 40 A A (ES - 2)
HIESE T = AIE M EUETE 11 JMUELLER 2554 1F 5%
FH]  IGF2BP1 Lk m6A Fl miRNA 4 14 7 AR 3 1 375
o7 25 PR~ (SRF) AR 8 19 7z 5%, (] Bk 78 7 5% Jis A 7 45 b
SRF H # 2 H ) R 38 K, W LIM 25 8 & 1 7
(PDLIM7) 1 FOXK1, fi 7 il 8 40 it i1 A= KRR 28 . it
A, ZWE ST & P 35 4 SRF / IGF2BP1 46 i 1 5L A 5
SRF 1 IGF2BP1 Y iR PR ST AH O , {6 O S8 £ 35 1) S ik
A A7 AR O BLEY ARSI 5% & BE, IGF2BP1 38 i
SH3 - B2 A HLHIE UE SRC AT , 3958 T SRC / 2
A3 BT AL B T (MAPK ) 3K 3 174 B9 5297 20 Jfd 42 2%
PEAE K o WALLIS B0 (i 58 & B, IGF2BP1 19/ 1
38 74 ] Kras A9 20 M v ) 2 B0 2 789 DL EWFSR
FH, IGF2BP1 1] ey 0 X 4 1 51 5398 4 M i A
KR8, H 5008 MA RIS A K.

IGF2BP2: It 4 it 114 £ 11 0 38 18 45 & 1GF2 mRNA
B9 S"UTR FF 98 5 H 8128, 7E AR b A 2AEH .
SEKULOVSKI 485370 #fF 5% 3 BH , 16 J8 B X A2 1K 1
(FXR1) 3% IGF2BP2 S S A Ml e 1 B # #be , HL L 3%
K55 O B B A AR R IR A OC M AT Re R
A OR 2 B L 22 R U IR AR B SR TR I WANG 25 38R}
LRI IGFBP2 i cire_0000745 5t miR - 3187 - 3p /
T 52 1% 76 T 57 14 4 (ERBB4) / PI3K / Akt AR 32 b
90 20 0L %) M4 B | DN B A0 2 A R A i A o JT A
5% % W, Hsa_circ_0001756 18 12 475 IGF2BP2 4114
Ras J8 3£ [H R B2 5 51 SA (RABSA) % IAF1 EGFR / MAPK
{5 5 B A 2F B B8 0F B  HUANG S5 140 1 5% % 8,
Ct — OATP1B3 B #% 5 IGF2BP2 #H HAE H , 5 B0 N £ 04
i Tk 5L %5 B2 1 1A (CPT1A) F1 NADH (NDUFA2) 14
mRNA £ M A 2% 38 0, 5 20K 55 N8 7 B A fL i
(FAO) FEALBETR 1L (OXPHOS ) iG PERG I, 3 — 254 1
T =R AR (ATP) (5 72 A R0 20 it J2 M A 0 T K, A2
T HGS BR 8L i4 7% .

YTHDF1 / 2: YTH 25 ¥4 3 e 8 11 5 90 S 98 19 &
VR RV OC, EE AL FE YTHDFL A1 YTHDF2,
LIU &40 5% % 30, YTHDF 1 3 3 5 m6A 1815 i L%
F AT 3C(EIF3C)mRNA 454, DL mOoA WA it 77 =X
B K1F3C [ B0, 1 [A] I 3 i B AR BHIE /KO, DT 2
RGP S8 A & AR MFERS LS 2B 58 R B, YTHDF2 &
— PP miR — 145 $0 ] A9 8 8T, TR T DR S 0 Y
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KB T AT RS XU SESIE 5T & B, B LR
FBW7 — YTHDF2 — BMF #l FBW7 5 EUE P YTHDF2 AH
HAER, IR YTHDF2, AT 520 m6A B4 ) mRNA £
FEOEJHT-SE R BMEF R , 1001 D L0 20 M 174 A A7 AN 5

HNRNPC: /5 m6A 45 & 81, 3525200 OF 5195 1Y
i) o Kaplan — Meier 23 BT 7~ , miR — 744 #3351 OV
BB A O AR A7 (DFS) FiE K 44)  PAN 2545 flf
T FE W, HNRNPC 54 i 1~ S220 [ B R 1k , 111 S220 7£ £
Fi5 B9 S 988 TE P A 45 Bl i AE T RS R Rl A I 21, 3 AT e
B HNRNPC 75 K 2 H0s i il A7 ik, B IR KRK P
5JriE 85 1 IR VA 5%
3 m6A FENEIPERBRLTIE
3.1 mé6A RENEIPEEAM AR E R ATEENLE

FRT7 IR T M I 0 R O 2 — AT R R
i SE IO TS A SRR, 3 2 plt T 9 A0 i 3 o A% R
I7i] B ML S A g A28 T 7 A o LT e AT 265 40 it 24
P, U HSE O S AL 25, FOR AL R B iE 2 2
it 25 (MDR) L JE 2 5 RNA 20 0 03 7 1 0k 38 . [ W 2
BB IR | iR SO I 255400l MDR 5 (L 45 B9 S8 78 Y
() 22 FlRRRE T 25 19 e A R R VI O, i ez i gk
Y7 25 ) a8 R A 1) 245 ) 1) i BB AE T IR R 1 90% LA
I o MDR PFE AL A0 45 S Fb A A T, 250 50k
s, A KR, DNA B &2 fig 07 34 hin st 4% R+ (G A
RAF P HE RS AL A ) T

il 5 I AR 8 B, R RT3 B mOA ML 7F
e AT 24 o AR VR R mO A A SCIR Y
F A0 45 25 H i FTO A1 ALKBHS 1 B 44 R4 il METTL3,
WTAP S5 75 6 5 i 25 v % 15 5 22 4E FH 1) m6A LA &
T 55 LT 3R R R LS - R MENE (5 - FU) 5 PE A
V545 2 Fh 25 ) W TR 24 P A OG0 JIN AR D0URIE 5% A B
METTL3 7E 3 K /K SF- 14 35 YAPIm6A I 54k, -5 i
ENEMEAM M R s, H YAPL T A AT T HE
/N AT A 9 (NSCLC) X 4T g it 24 14 o SHI 285U R 5
& B, YTHDF1 k2% i i Keapl / NRF2/ AKR1C1 i/
T NSCLC XJIEA R 25, YTHDF 1 {5 3254278 NSCLC f&
I RIS B . ZHOU Z50528JF 5% % B, FTO i 5 55
98 ) B — IR 1 mRNA 25 AL I Ra @ B - # R
T, NIME LTI LIRS R, RNA m6A H
SEACANU AT e M) e 240 B 1 AT RO | 3 PT BE LAY
IR SR 200 B X R [ Y T 24 1 — A TR

7 99 S0 0 H2 0 45 EOC VA YT it #e b, Ak r A1 8k
RAFAE EEAE AR AT I 25 R 3000 S i
KA R TG . BT, 08 8w Ae7 B2 DAY R
XA SR AL S - FU R B RS AN
UL B 2% L5 A% A M, mO A TE Ji i £ 45 B 5198 1L 7 it 24
TR IEEEAER

I

JUE TG TR m) A A e T {5 LU SRR Y
R AR SN LT AT A T P B I R ik AR K
22BN — S 2 R T RURK  (ELIE A ) ) 4
%, o LA, I ARAT Wk Pk T 245 Pk | (o R0 3 T A
FERT 40053 DR 2R 40 IT I, moA & AR HE K 540
T 245 P A 54

AR, moA 2 H IR ALKBHS Fil FTO
7E B 5595 #0245 vh ¥ EE EE AR O NIE 48 D551 58
I, ALKBHS SH: ik HOX A 10JE A A LKBHS -
HOXA 10 53 35 41 Janus # 2 (JAK2)m6A 2 H 34k
LR HE TAK2 /15 5 1% 5 B ;0% T - 3 (STAT3)
{5538 [, 2 2E EOC X i i 24 o e Ab , JihE 40 g
(CSC)EHA = EEURERE M A TR H 40, fEIR 2
S W38 0 B 30 PR 058 04 A8 Ak b PR P g At 200 it 3 A
GUIT LA RTINS AT I 25 S TR A R
H K FFHOA A 5 CSC A L FTO MK 46 19 m6A &
i fi 38 3k BHL B c AMP {5 5 4170 i) B9 539 T 40 M | R
B HEDN FTO 1T B A3 410 ] CSCs e 1) il B 5898 1
fIrim 2y .

Bk m6A 2 H R EEAN , m6A 255 B (L7 B 1
S AT 24 HR AR o QIN A50SS5 & B, miR — 708 i i
HL1a] IGF2BP1 A ] Akt {5 5 145 R 38 in 519 590 44 g
X i A F B S o LT A0 9 & B, CireI TGB6 FL% 5
IGF2BP2 1 5 40 A A% £F 4 40 g 4 K B 7 9 (FGF9)
mRNA AH & A H , 76 4 i B2 b JB i CircITGB6 /
IGF2BP2/ FGF9 RNA - & =0 E &¥, i ke &
FGF9 mRNA , 755 8 AH ¢ F 40 i (TAM) ] M2 7Y
WAk, A 2 T A P FIAA 1 M2 [ I 200 e A4 5t 4 M 01 1 25
PE 87 T IS T AR 25 BT AL HAO S5 L0 5Y
KB, TRIM29 AT ffE R og 2, L m6A — YTHDF 14K
PR T3 A2 5 A i 245 1k D 5398 1Y CSC AEAR#AE . WANG
L1250l o 4 A 2 Bl R IR 2 0, HNRNPC 2 45542
P i 24 1 A T30 I8 7 . KLEEMANN 2514408 5% % BIL,
miR — 744 - 5p i Rk 5 RENAIT — 2 F 2T AN
PEPRT- AR, Hesls B B T 7 IX PR (NF 1X)
FITHNRNPC 1) mRNA FIEE 75 HNRNPC S8 miR - 21
PRV FN AR BERR AL, 1 NF IXFEAIK Bel - 2K, 53
n K H AR 8 T2 E H o Kaplan — Meier 43 #7278 , miR -
744 IR OV BE W DFS 2K

5 m6A 25 I L EE RS . m6A 455 4N, BB &
it 5% E B, FZD10 i 55 OF 58 9 40 W 25 2 A A DG 1 .
TOMAR 4510138 3k Xf 4% v Ak 7 S0 A8 38 1) B S 4 40 B
7€ T FZD10 J& HGS B SLIE A1 28 25 W HUBPE s ik
W2z — AR R AN R T 52 5, FZD 10 LBk 5|
XTI AR TR YT () 0 25 1 B, LA B F9E 32 B, moA HH 3Lk
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PRI AR BRSO R R R 2 R E AR I
SR B SR B R U
3.2 moA BEUSNEREREMATAYMALER
AT BEAN

FPHMLIEE |5 - FU ARFCIA S 25900 76 b B0 5198
B2 24 HoE AT 259 o7 T A iR 5 AU 25 )
4y e [i) £, 5 0[] B 32 % T 84 5 24 4 A B g 40 i 64 1
FH D RBIE R G Y7 B0 S8 A 202 Aok i £
TR 58 % B, m6A F S Ak 5 75 VG i U i 24 A K .
TANG 253198 K 90, m6A F= H 3540 ALKBHS 38 3 &,
> Wt ] 7 1(WIF — 1)RNA9 U EAL A S Wt 5
5 A% T O 0 i) J R g e 98 e AE  ZHANG SR 5 K
PR, m6A F ILAE RSl METTL14 A 5 114 B 15 18 0 gL 9%
AR A e g v G AUV 1 T 2450  METTL3 ik P i ok 184
0T JR R R X S VY At Vi 1 R LSS m6 A Y AR R Y
#I| METTL3, METTL14, ALKBH5 ¥ 5 35 74 {th 52 () 1iif 2
PEMI G, BAR H BT 96 mOA Y LAk 7R 55 78 Al 3 it 24
WG9 K 22 JR B A R 3 v, (L35 1 b 752 o U9 S 9
TR H R & 45 5 F VR, SOHEDN m6A ] RE L 7E
B9 LI X 5 VG A A T 245 v R HEAE F o BT, m6A ZEAK
FEITT .5 - FU IS 250 Th 4 A SR T A B L A 8K
B F B m6A RNA B AT 358 5 — FU A 1k 2 lUSE |
TAKETO £ 6SIF 5% & 38, METTL3 3t P fi B 18 i 1 e g
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