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Advances in roles of m6A regulators in ovarian cancer*

Yang Hui-wen, Li An, Lan Ting
(School of Medical Technology, Xuzhou Medical University, Xuzhou, Jiangsu 221004, China)

Abstract: N6-methyladenosine (m6A) is an epigenetic modification widely existing in tumor cells that
dynamically and reversibly modifies mRNA. Ovarian cancer is the malignant tumor with the highest mortality
among gynecological cancers. High or low expressions of m6A regulators may lead to the promotion or inhibition of
ovarian cancer development and progression, but the specific mechanism has not been fully elucidated. Therefore, to
explore the effects of m6A regulators on the progression of ovarian cancer will facilitate the early diagnosis and
treatment of ovarian cancer. This review summarizes the advances in the effects of m6A regulators on proliferation

and metastasis of ovarian cancer as well as the underlying mechanisms thereof in recent years.
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1 m6ARELEIHEBAR K INEE m6A F L RS il B 5 A48 7, A AL m6A 1& 1 ) K
Ao m6A H L BE RS M AL A5 I RS RS AR 2 1 3

(methyltransferase—like 3, METTL3) | F L 4% £% il #F
2 A L 5F 7 (G
m6A i FL A7 R <7 2T RRACH (R RS ARG H & [ 14 (methyltransferase—like 3, METTL14 ) Fl Wilms Ji

AU C) IR AR TR T SRR JE 1 A % 5 (Wilms tumor 1-associating protein,
DL K 3—JE B X (3'=UTR ) , m6A H FE AL AR 5 HAE A WTAP) , m6A 2= I 54k /il B 45 B 58 11 A Jpe 4
FR 5 DAY 2L 57 5 AN [ 381 AN [ 9 RNA. o 2 28 ) 2 # 1 (fat mass and obesity—associated protein, FTO ) Fl
fg 5= 4k B 5 X (S—UTR) 9 m6A FUIE AL RS 66T o1 9 2 5 CALKD homolog 5, ALKBHS ) 4 75 1
PLgE AL 5'- MR T 45 4, 45 JSUROR G T3 a4 g P mRNA 09 m6A K P IEAG , B %A T 2%
(eukaryotic initiation factor 3, EIF3) 454, i #F 85 H i B3k . R m6A 254 %6 1 HD“ e 32287, 4035 YTH
B PR R 2, A7 T A5 7 51 B moA 1A AT RNA 48 4y B % (1 %0 % % 51 YTHDC2 . YTHDF1 , YTHDF?2 |
ARG E PE MRS B, (7 T2 IR T A m6A HIIEME YTHDF3 15 5 M i A% A% 8 4% 25 11 . IGF2BP1 %5, 111
53 -UTR ALY 2 AR IR AL A T m6A SR ZhES 7 HUR B m6A L84 . m6A 151 % A 1 5%
AR R , mOA B BT T T B mOA FERE SEI mRNA i T A2 P Y pre-mRNA B BEY, %5 A8
ol 2 AL A ZS & A H AR LR DM Hidr T2l m6A W R 5 & 1L .
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2 m6A BREFERESEI S E RPN HE METTL3 A, 7] DL i ¥ miRNA 5 4 I i e H g 247
METTL3 7] L1t i 2 Ff L 2 5 m6A & 4 /i 5 1Y

L ‘ mRNA B B, AR M YTHDF1-EIF3 1 B % |
PR PATBY B JFSILL I LA M SIS a5 s e e g e B 5 5 mRNA 002 1 4

DALy m6A A6 K 56 3 i 57 30k JEE . METTL3 98 15 RNA 15 X (coding sequence, CDS) 8 2 B30, e abh, 78
2k 5], R 22 mRNA G R BY U1 miRNAARFE . oy 3 ety i 6 o m6A S5 YTHDF? )46 56

METTL3 1E h m6A &4 i B A 2§23 5 RNA 4= iy

Peeiss AR ALRNA RS mOA BRI LSUIY sy skl 4 1 6 B0 5 7 mOA 1) mRNA 545
BRI T 1 A A RO B EORTRE mRNA BUPRAIDT i g g RO 673845 YTHDF2-mRNA % 44
DY, w9 METTL3 J5 , 20 VR DTS o (o7 39 o4 i 5 b /5 25 RINA W8 A 10 3 . N i 7
e, 9F H5 BA S ST R RSN T RIS 45 mRNA YRR Y. METTL3 76 78 [7) 8 5 oh 2 % 2:
TR, AR AN RS FEAFE LM m6A ik sk R LR R R A R R A
i . METTL3 3£ i 9% XJ pri-miRNA £ GGAC motif  [RfE A7 AE S+ . A BFIE R W1, 16 B 9 45
B 2 (A) FE4T m6A 121l . m6A M RENE G UL s | o b s X JEF 400 M 55 3 e v L METTL3 9 26
pri-miRNA #% DiGeorge 5 & fE f& 5 X FL K 8 Fp 0 3k /K F MY, ] I 47 76 METTL3 75 15 N i 9
WU, IF 5 W S 22 AR miRNA B9 T o Bt ,  hSREA R AR, 72 B S T, METTL3 i %35 )5
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i34 %

m6A & 7K - B 51 T4 5 X Jie 9 200 i v e G A RS
AR SEAEF . BUAEUHE 53 A 4T LE 75 461 51 52 9 A8 3
Ffid FE A B B B 2H 41 METTL3 mRNA /K F )5, 15 1
METTL3 7 57 5% (8 3 v i) 3R 38 B 1 & TR N .
[K] it METTL3 1 2y B9 5598 0% Jib 9 41 1 I, L3R
TR 55 B 50 1) 1 JR 2 UTAH G .

5% F METTL3 J& U faf 3 45 519 8 98 (4 3F i |, BI
SEESE K B, METTL3 3 i /1 5 pri-miR-126-5p [
mOA 15 1 4 8 72 miR—126-5p 1) 3 35 , 100 30 7% 0 98
FEP N 7k J7 8 A IR 4 22 ] (phosphatase and tensin
homologue deleted on chromosome 10, PTEN) 7 & 19
PI3K/Akt/mTOR 3 [ , {12 2F O 559 i 28 20 Bt
ZAb BB £, miR-1246 7E 5P 5195 5 FE A
#2235, METTL3 A DL i 8 45 miR-1246 1) m6A
FEARAG i R A2 #E miR—1246 193635 , #E 1M 42 HE 51 5395
11 OO T N S s A 1 1 I =W
METTL3 A LIRS pri-miR-1246 i m6A &4 , 3 ik —
A HE pri-miR-1246 [ B3, miR-1246 3 1 5 41 i
JEAHE 11 G2 (CCNG2) 1 3'-UTR X 45 4 #1l CCNG2
1482 15 DT 412 22 O 568008 1) R A R RN FEZE EL W
Jii T, METTL3 38 & I 34 pri-miR-1246 B9 m6A &
Wi, A Ak miR—1246 WL, I 02 2F 25 B i i e 1™
IE Ak, HUA 25 5% 2 B, METTL3 38 12 4 55 52 74 1%
AT A TR RN L B — ) 3 O O Ak £ A B SR Y
AR AR ZE . SHEN S8 % I W5 i I A2 05 5
1 (phospholipase A2 PLAA)
-METTL3- W B} 52 f& i {3 il 38 28 # 3 (transient
receptor potential channel canonical 3, TRPC3) %l ] 422
YN H5 98 A 5% B8, METTL3 4 5 19 m6A & 4 {2 #F 1
TRPC3 [ 3R ik , i — DAL F O 51908 (0 5% % |, 17 PLAA
V£ METTL3 1 I ¥if# 43 38 2oF 8 17 72 3 fk METTL3,
it HG B g, E A ) METTL3 4 5 49 %F TRPC3
mRNA 1 , 4953 BT 565 90 240 P 2 %

METTL14 j& m6A W HE 4% 7% il 52 5 1) 1) G B
4%, 5T 5 RNA 45412, METTL14 2 125360 & 9l iE
P17 o) 5 S g R ) 3 R H R 2 3 02 M A A A 3
FEP ., WL S 8] [ OAH ¢ & 1 (trophinin associated
protein, TROAP) # & ¥l 2 5 VF Z2 68 JE (W 3 41 12 78
FERP, X4 METTL14 i 258, TROAP mRNA [
3'-UTR [X m6A & 1fii 7K ~F- 3 fin , 3 17 B ik TROAP
mRNA (A28 P, 0 ) D1 598 4t ) 15 79

activating  protein,
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H AT, XF B0 59 o m6A H 3L IL B i “ 125 2% 7 1
W98 F B4 vh T YTHDF1 F1 YTHDF2, YTH 45 #4 35
AE HL 25 RNA (1) m6A {3 s5SAHZ5 5 . YTHDF1 /& m6A
BAZE A 8, HoaT LLZE A ) moA B 1 e SR 1
2k B, B AR 23 A 5 meA B A A AR .
I YTHDF2 1] DL A 5 m6A 18 i i) mRNA [ fif | 1E &
A, YTHDF2 0 55 15 1 98 il &2 6 0 S B e &2
G W R 1 A, IR LR S DR 1) B SRR T R fi
INVANIEE A T m6A B 1 Y mRNA R A

YTHDF1 A] H 4% 5 B iR th &2 & W /R, A i
m6A &1 (1 RNA K9 09 B RCR ™, e LR
S 0 2 M e A5 0 1 i JR T AF AE YTHDF L 9 B & |
PP FE LIU ZEPIE g Hp 3 1 AR i 3 R 401 D 3 A
;P B, YTHDF 1 7 5 G0 3 2 0 1 B9 S8 9 v 9
FWI YTHDF1 2 —Fh [ 5L 08 . 38 28 434 O 56 o 4L
i PE & B8 YTHDF1 35 5 g 43 9% FIGO 43 3 1 A8
AAF M. YTHDF 3 a8 55248 EIF3 2K 9415 mRNA
(%) R 35, DT I8 O B8 1 1 e . A, A A FR
YTHDF1 i i 25 45 13 4= 25 F1 miRNA [ CDS 1Y m6A 137
A, I 38 I A S A% S A PR ok B 5 L R, e B
YTHDF1 n] LA 5= 9 5 B0 0% 28 K F B0 3% Bhok & 1%
R, BRI ZAh A 2% 5\ YTHDF 38 i 7 5
= JCHEF 4 [ (tripartite motif—29, TRIM29) fif 35 1k 3K
A 0 B 98 B AR TR 24 . TRIM29 J& — Fh 80U 3L A
T 45 R ERE P S B 3K, TRIM29 i i AS ] 19 15 538
BRI 2 A AN () 6 i R 2 SR A S R
TRIM29 76 i 401 it 245 B 5 9 41 B b i e 38 R, 17
R TRIM29 22 Ji5 . 35 40 i 1 DI 5598 20 1t ) -+ 40 i
FERFAE , I ELB0 6 T 00 it 245 D1 55 96 40 K T AE
1R A B g A R BT L 2% B B R 41 A
YTHDF1 % TRIM29 mRNA {9 # Z£ 34 i, YTHDF1 i
F PR 5 B9 59 40 i o TRIM29 f9 3'=UTR X, {2 i
TRIM29 [ 2

YTHDF2 1 LI 5 m6A 15 1 i) mRNA [, A
W 5% 2 B, 7F OF 5598 240 M9 b @5 BR YTHDF2 J5 , H
mRNA [ m6A & i K7 19, I LB 55 95 20 it 1) 384
BE WL 0, R TR0, mER YTHDF2 3R 4] 1 Op 5
S AN M A T2 A AR 28 5 1 24 YTHDF2 i #6351, 45
MR 25 5 . AE LU 58 vh & 3R, O B v
miR-145 1335 5 YTHDF2 % 17 A6 ¢ , 24 YTHDF2 &+
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F A J5 miR-145 1Y 3R 38 K P B, 154 miR-145 32
3K J5 YTHDF2 9 3% 35 /K F- 332 3] 7 4], R W 7E
YTHDF2 5 miR-145 Z [A] f£ 75 45 — o8 1m) £ 52 45 18
5 ML . miR-145 LA YTHDF2 Jy ¥ &5, #8 1 45 &
YTHDF2 f#J 3'=UTR, M ifii # #] YTHDF2 %y 3 ik ,
YTHDF2 4 5 m6A 184 i mRNA 9 % f# , fifi miR-145
R, MM 1 T B SRIE 0 & AR VR R
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FTO e W) Bk A MR REA G R L 258 — & 3
f) m6A 25 B AL ST, AT LUl B 5% RNA | Y m6A &
W7 22 IR A . H AT 9T 2 B FTO 76 g o
(1) 3¢ 35155 0 3 A — B0, 76 5 0 RE 40 M8 | I s A
FLMR I h ¥ 25 02 2E b kA R T RECS TR =
% 1M B 9 v FTO Al 2 05 B AR T I e O
% bR R HUANG ZEHO8F 58 & B8, FTO X B 5598 40
L e SR AT 0 35 R ), A dE 5 T 4IRS 515 5 LRNA
B 5% .mRNA BY 52 F1 DNA & 52 A5G 09 8 % . FTO 3
FIAEE, T LLE B R R 4B (phosphodiesterase 4B,
PDE4B) F1 % iR — fig i 1C (phosphodiesterase 1C,
PDE1C) m6A 3 £ 48 4 7K SF Fif A - Ak T 41 e ak IR
25, 340 i PDE4B FI PDE1C /v 5 1 55 — A5 (i BR R 2
i 7 (eyclic adenosine monophosphate, cAMP) J2 T iif
A S P AT, AT 45 1R AT G c AMP, 10 ) BT S5 9
0y kA R e, At PDE4B #1 PDELC A] LLAE K FTO
JH 5 mOA & Ui Y T AE B0 A0, SR, A R R
], FTO 78 5P S35 vl 5 CHE M Bom /e, i kit
8 A E O SRR A0 B (R FTO 2 An el £
m6A 1& M 1) 23 HY Ak Bl A 1 O SR8 04 Kk R ik AN
AR

Bk FTO Z 4k, [AAE A m6A £ W AL /E 1Y
ALKBHS5 1,98 45 25 %V g 1 & 4B & J€ . ALKBHS
FE b B P P B3 1 40 5 B e, Il A P b
P O 5968 A0 M 1 £ a0 g R E YL BIFOY R B,

FE N L9 40 M b A7 #E 5 ALKBHS- [A] J5 fiE A10
(homeobox A10, HOXA10) X ] & 15 #5 % , ALKBHS i
it 2 £ HOXA10 mRNA # £ 52 7 A % HOXA10 -
8, HOXA10 1E Ry 5% s I F 5 ALKBHS 19 )5 3 + X
BARSE A, T E 8 ALKBHS 75 519 5595 40 g v i1 2
KW, JAK2/STAT3 15 5 38 I © 8% ) 12 ik I 5 4% #h
A iR ) g A A AT T 2544 96 . ALKBHS
iof F IR FEAL T BP S 98 40 i JAK2 mRNA 3'UTR X
() m6A & 1fii /K °F , Jf il i B I YTHDF2 i 5 Y
mRNA [ fi# 5 4k 57 JAK2 mRNA ) 2635 . ALKBH5-
HOXA10 i % 35 J5 #4005 JAK2/STAT i 1% , 7F i 5 54
R O R AR T 25 PEY. SUN EMI g &
L, ALKBHS it 3k {12 i O 508 bk L 45 76 % . i —
AW 5E & B, ALKBHS 3 i 4 5% 5 ALH 8 73 &
% B, (Integrin B,, ITGB1) mRNA ) m6A & i 7K -, #1l
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R, BTGB IR, - BERR AL T )R dB 6 % BE
VAL T T R A7 A K D s R DR B L B T O
Al NRES T

5 BZ5

Zi BT IR , meA 1B A Sy A% A1 B i UL Y B
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] O B o i R B g DR AR g A ) O 5 R
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