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Role of m°A methylation modification in the occurrence and
development of thyroid cancer: a review of research progress
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Abstract Thyroid cancer (TC) is the most common endocrine malignancy. Although most patients have a
favorable prognosis following standardized treatment, a subset experiences rapid disease progression and
poor outcomes. Recent studies have identified N6-methyladenosine (m°A) methylation as the most
prevalent RNA modification, which regulates RNA transcription, maturation, degradation, and stability,
playing a role throughout the tumorigenesis process. Consequently, m°A methylation has been
extensively studied in tumor treatment and prevention. Changes in m°A levels can lead to abnormal
activation or inhibition of oncogenes or tumor suppressor genes in TC, thereby contributing to its
initiation and progression. This review summarizes the concept of m°A methylation, the components and
functions of its regulatory factors, its role in the development and progression of TC, and its implications
for treatment and prognosis.
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R AR 9% (thyroid cancer, TC) i # WAYH
o3 B B, 2 S R e I B Ry 2.2961Y,
H & AR DL AR 4.5% 1Y 3 RE R SR K AR 9 TC
SR Sl B s o i AN 2 BN (3 i A |
AR ATV AR AE 43 AL B TC Y BE T KU <19% H.oK
ZRE G, B m G R E R RS T B
WO s HUIR R BE AR g A0 1= 28 1 A o B B TC
5, FLIVIUIRY 5 4 AR 17 R AUAT 28915 B 1R 73 1k
HTC AR AR & 43 16 985 (anaplastic thyroid cancer,
ATC) FYBEPEFR BEN =, o B = A R AIR YT O i
5 TC A LT B AR 1 40%~509%"7 . 3T H §i 8 4
TC XS MR IT SO AEFI TG A R, R W &
W R SRy 2 43R O RN IS A 4 A R 6 B 9T
Mo N6-H FZEARH (N6-methyladenosine, m°A) H 3
A A A Sy — Tl 2y 25 R) 36 ) 3RO 3 AL A A, dE
&4 {5 RNA  (messenger RNA, mRNA) Fl3E 2 %
RNA FE 17 52 Wi H 73 5 21 BE R 4 42 5 RNA 19 R ik,
TE B JeE B A A R SR AT 24 vh B e sRAE T A
I, AR SO m®A WA B TR TC /Y 4> 7 HLE . iR
SRS JEAT LR IR, B IR HAE TC v R LA 5%
Y AE SRR, DT T S LA 1 I R A A T e

1 m°ABREALISIHRI AR B ALK ThEE

m®A H 6 Ak 2 B RS N6 o Y Y S 4k, R &
% 40 S A ik PR3 s B R UL B9 mRINA N I M 12
M, FEEEUUARAE 3'HE G fth X B 2% 1k 25 B - XA 3 1
DRACH (D=A, G#{U; R=A S G; H=A, CHU)
A FFIINT mCA IR i & R e A
B meA RRERN TN T, A5 m°A B R
(GRS 25, writers) . m°A X H JLAL i (3R 48,
erasers) A mlA 55 E I (BELY, readers), —#
FE [F) 44 B m°A FEA AR 1 9 52 2 R 4 W 2%, 2 50
T mRNA BB s  A  FEAIRR E AR AR
1.1 mPARERBE

i 1 2% 2 A K (m°A methyltransferase complex ,
MTC) #H H 5 R 1 ££ 3 (methyltransferase like 3,
METTL3) . METTL14. Wilms B 5 1 #1 ¢ & A
(Wilms' tumor 1-associating protein, WTAP) . RNA %%
& B F % 1 15 (RNA-binding motif protein 15,
RBM15) . ¥ 48 CCCH %5 #4 3 &5 11 13 (zinc finger
CCCH domain-containing protein 13, ZC3H13) Fe B
FEomeA HOJE B B il A OC & B (vir-Like m°A
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VIRMA, 78 %
KIAA1429) % 40 1%, B A #7231 mRNA
DRACH J¥ %1 Jf J& 3l m°A B Ak i /E A" METTL3
& MTC 1 ME— AL W 3L, 3l 3 5 S— M 1 o 20 1R
S5 4 5 T A 5 m®A HY 3 5L A G R AR n Bk s
METTL14 {2 MTC 1955 — 3 F5 g, BRI A L
WHAVER, LR R %125 mRNA 1 DRACH J7 41
FCE METTL3 - 46 2 Ho A8 Ak 58 0 J7 i HA G B4R
ML WTAP 5 40 g #% t METTL3-METTL14 3t [] 1)
B MTC 9 4% 0 21 43 IF 4 e 0 T % 3 40, MTC
) G At % B R A= 2= T Re AN R, ZC3H13 W]k
WTAP-Virilizer-Hakai & & ¥ i 22 T 40 M #% LA $2 T+
MTC 1Y 4k 35 205 RBM15 A 45 4 MTC -6 H 4
55 BIRF IR 19 RNA A7 s 4T m°A B 1Y, KIAA1429
fEH MTC H 2 HR K A E H, AT 5 %
> 414y METTL3-METTL14-WTAP % 4§ 5 m°A X 45 i1
PEREE AR H AT ST 32 2 Bl S 4E METTL3 3
5 0 mRNA o mCA AR 50 FE 6 B, LB
P89 P E B4 FE MYC . Bel2 #1S0X2, MYC i F
N Y (o 1k 8q24 FE K 47 i, 7E FTIMLAS . Ml . 1
s . B . 5. A E . B AT )
Ji g vh e A: mOA W BRARAB A e Ak HE i, TR
i 2 240 P P BE B L e A RIR B A E R Y Bel2
FE L9 il g A EL IR 9 DA S SOX2 7E 45 H A i
2 5 988 R LR 9 v R & A mOA R LA 48 i T R A B
FEVER, RB LR AR 9 i B n] A Sy AN (7] 2% 80 i i
(T TE A 7 i O
1.2 mAXHENEE

P B 2% 75 750 I F o= 15 R F1 Fe* [ A
T, A m®A B AR AT S mRNA g R, B
£ 45 i 105 2 FIE E A OC 25 1 (fat mass and obesity-
associated protein, FTO) Fl ALKB [d] %% 5 (ALKB
homolog 5, ALKBHS), P& #BJE T o— M I8 — MR AR
PR SN AU R 0, (P S R B A
VE R HLHI A7 7E 22 5, ALKBHS A] 4% 5 Mk 1 32 %5 %
m®A B, 1M FTO 75 4 m°A HIR AL R No— 52 A
JRHE T N6— R B T, IR SR K O IR T
Sk FH AR FH 1 4 05 245 R 462 85 25 #10 T i 0 S0 6 A
223k, (HH 3 R VE R ALEI MG A ASE, [ o
1958 mRNA m°A 7K PR 2 H BBk, e #
7 4 0R mRNA B B8 POk fe F H 3R ik . FOXM1
(forkhead box M1) J& — it 5C 5 (1) 3 5 AH G 5% 5% [
¥, ALKBHS5 %S9 FOXM1 m°A 2 F 34k v R g2

methyltransferase  associated ,



5 11 3]

W E K, % m'A F B0 7R IE K £ KR T AR R o R 8t R 1885

FOXM1 mRNA 1% & , {H ] 3% 58 FOXM1 mRNA £
SENME, HEN S 5 BT L i e N A R 3R
() & A AR U020 MY C RS FTO 765 5 v il 56
BN, SR FTO A HE 58 MYC A9 m®A 25 HT 561k
KA H ek, (H FTO o ] 34 i MYC mRNA A9 £
FE M MYC 1) 5 7 2 2 36 of 1 1“7 39 96 4 it 1) S
PR ALY
1.3 MALEER

Be] 152 4% BT IR0 OF 25 A 22 mOA 18 U 1§ St AR
HEM A T mRNA B 85 £ . Bl o BEAR . BHIE RN
miRNA 1 A5 W) & AR 5 22 Bl AR i ok 2 ok o 9 5k 1R 36
5, A% DA 88 A0 55 & YT521-B homology 45 4 38§ (19 1
(YTH domain-containing 1, YTHDC1) , & J5i &% 0 #%
B OH (heterogeneous ribonucleoprotein ,
HNRNP) A2B1 (HNRNPA2B1) . HNRNPC Fi
HNRNPG ; 5 5 52 #% 49 6 YTH &5 #) 38k K % &
H 13 ( YTH N6-methyladenosine  RNA-binding
protein 1-3, YTHDF1-3) . YTHDC2 FlljiS R HEA K
F-2 mRNA 254 % 1 1-3  (insulin-like growth factor 2
mRNA-binding protein1-3, IGF2BP1-3), A [ f ) i
i B S TA B meA S 7 T B8R AE W 2R T eV,
YTH &M B E AR EZWHEGS, E8HsY
mRNA [ 59 5z | B A4 B AR 5 YTH &
W S RE NS A 2% 5, IGF2BP &% Ji% vl i iof 47 55 Ll
By B AN 2R 05 R ORI EE 0 26 11 3 ok 14 3% mRNA £
FE PR EN IR R R, HNRNP 7% 7] 78 24 m®A JF 56,
HoiE 3 meA B S ARAE M 5 AT mRNA (1 25 #4 2 48 -
B 5 BT A0 TR B, CTNNBI J& — Fh G5 1Y
Wnt {5 5 ¥4 45 [ 7, YTHDF3 fE 4% 2 5 9f 45 &
CTNNB1 mRNA | [y m°A U4 > 3 5% CTNNBI 1) B 7%,
A1 3 AR B €2 22990 4 i 1) 5l AR RS IGF2BP1 2
IGF2BP ZJi% rh fie P <7 1 80 4> 7, ml a2 mOA &
T 358 0 % S TR F SR Y ek, DA 498 58 i 98 . I
52 0 DT B9 A0 A A 2B KRR B PR, Toll KE %7 14 4
1 S — B R ) A2 iR B 5 o 0E BF R A O,
HNRNPA2BI 7] £ 5 H: mRNA m®A 1& 1fi ok {2 #F £ %
PR 6T 1Y A A Nk el

nuclear

2 TCm*ARENBIGFHIEEEFREXE
=18 B

21 METTLS3
Lin Z5PVBF 98 % B0, METTL3 ££ TC 41 i Fi1 4 21

HhE AR, Al A 5 ET miR-222-3p 19 m®A H 34k
B AR E HL R E , J5 A S ) f S 22 SR/ 95 A
i 2 IR 4, DTN TC A0 M Ay R L, 5
— TR AF 5P % B, METTL3 5 5 TCF1 mRNA f4 m°A
3 Ak 7] IE 1) P8 4% TCF1 25 (1 Rk K ¥, dE—2#
T Wt {5 538 8% S A1 1F TC 20 i A vk i 2 . 4R
5 LR MW IR R /&, He ™% 8], METTL3
16 HOR IR L Sk R 88 (papillary thyroid cancer, PTC)
Y RN ZH 21 IR R U, UTER METTL3 1 B I 5% 5%
K F c-Rel F1 5% 5 W RelA Y mPA HI 54k 7K F-, H
5 YTHDF2 45 4 J& o] 31 #l c-Rel £ RelA mRNA [ %
A%, DA fith & NF-k B A5 5 # R A2 i PTC 40 Jfd i) 38
SEAIERS ; AN, METTL3 376 i NF-k B & 4238 1]
B0 IL-8 (77 A, R I S b R R OGP R 4
AR UE PTC Y UEJE o Zha ZEPOV% B, i 21 R 25 1
Bz Bt b 2 HA WA L, METTL3 )3 30 A9 mCA 3k
A& LA YTHDF1 A8 7 75 X AT 38 58 mRNA 1 52 € P
FEIE K, B 5 S 20 Hedgehog X I+ J — [8] 38 it
AR 5 BTG, DI BP ) PTC 1= 28 Pk R AL
UEAh, BT IR 22 A R4S 5 AT LLSE I mRNA m®A &
M, Ruan ZEPUSE G T mOA K 56 14 fie I Th RE o A%
TR 2 AT S B . Ik JE 4 B A 5 B Hh ok K
LG5, HAEPTC kR H 5 M A R A G,
1A ML R & B METTL3 A 1F [ 4 452 2 35 4 % |
Fe Ak RN 2 35 K O Sk 3 PTC B BE R, R4 15
538 %A FFIR AR
2.2 METTL14

Zhang ZFPWEGE L, RBR METTL14 7] 98 55 5
K B AE g% 9 RNA (long non-coding RNA, IncRNA)
OIP5-AS1 45 4 i 5 2 OIP5-AS1 it £ ik, )5 & i it
VR 20 % i miR-98 Jf- [ ADAMTSS &3k, M i 7%
EGFR 1 MEK/ERK 15 53 # > i£ #F PTC 40 g i) % %
FA
2.3 ZC3H13

Xie ZEIHESE K B, KK ik ZC3H13 5 YTHDF2
Al ZE £ IQGAPImRNA m®A &4 >k & ML s EH 5 4%
Wi, 3 #3A5 ZC3H13 1] 34 35 IQGAP1 mRNA m°A i 1&
i 7K, {H YTHDF2 [A] B i 5 1QGAPL /4 & 1fii fif

JEES RN H mRNA 52747, Fe & PTC 40 i 1Y
MR A

2.4 RBM15F1KIAA1429
1E PTC &I RBM15 F1 KIAA 1429 1 1 i 41
S 4 B Y MG 5E L W B A BH 1R PIBK/AkYmTOR {5 %5
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P AE
a&“‘/\IW
2.5 FTO

FW%E?%%W%&%L%MM?%“
EPTCHA M RIE T, #H—LEREHFTORES
Ji AR 143 A0 0 b 2L 285 5 B IAW%W“ Ji 1
e, FTO & 23k v] B A F 8 I 3R 505 7 L0t 11
) mRNA m°A B A0 K 7 FL 3 a8 FEAIK, DT 3005
PTC {4k C T AL I BH Ik hosd 28 J o 5 A iF o &
B, FTO i i3 IGF2BP2 4 5 1) m°A & 1 ] B fi% 2% IR
1 E mRNA m°A B Ak /K SF FRs e M, 20k i ik 1l
IL-6/JAK2/STAT3 {5 5 it i e B AT PTC A4 AR 19 it 4 gt
FUBMERAL; M, UIERFTO S, BIEE A E&RE
A, fRHEPTC B & A ik e,

{EL 25 m®A {8 Wi 149 1A 23 5 HIL A7) 75

2.6 ALKBH5
ALKBHS5 J& %% — /M9 %8 2 /) RNA 42 PR 48, 78
TCHA PR FEIL, 5 FTO AN FEIE T 194 TPk

ATA], i Ik ALKBHS 3 i m®A 2 B JE A6 48 1 1)
P TR E R BB IESH T 1L ERE, M5
S HO N T B2 A 56 K1 2/1 21 2 0 SR 1 B O TE
HE T 5 TC 40 i & B sE T2 Ak, ALKBHS
I W] R PTC WS 2 fft iR 4%, Wi I ALKBHS 7] 5
AN cireNRIPT 19 mPA B AL KOS 1o Kk,
Ji A kU 4 W B BUR 43 miR-541-5p Fl miR-
3064-5p >k - 5 $E 5L DA P9 R R T M2 1 2Rk, HET
A2 3 PTC 200 i F 338 5 O ez i %1
2.7 YTHDC2

Zhou ZEWIHE 5T & B, YTHDC2 7E TC () 40 21 fl
%%*ﬁ%L,ﬁYmmnkﬁLTEmﬂfTﬁ
B R B R 2R E R E TR Ak [ 5
%ﬁ%@im@%%%%@ﬁ%@%wﬁto
2.8 IGF2BP1

IGF2BP1 7] £% £ mRNA, i % ik LINC00641 AJ
5 GLIImRNA 3% 4+ ¥ 45 & 1GF2BP1 >k ¢ #f GLII
mRNA B A, 98T 40 1 Ake 3 5% 5 B 1E PTC 1) 3%
HERWL, gEAh, IGF2BP1 AR A9 36 A HALAE ATC H
Mk R, FEEHR TRWBAAM (5) K
I, HARBLE v R,
2.9 IGF2BP2

IGF2BP2 J2 B 132 a4 19 4% 0> 15 HLAE TC 4 21
Ik, BESEEIR L, IGF2BP2 AT i i mOA K i Y
75 I HE N5 IneRNA HALGR &5 45 J1 384 38 % S AR 1 £
FE R K IE 1] JE 5 HAGLR B9 £ 3k, MO & 4% 20 15
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. BARPE R, MALATI ££ TC & % ik,
ML 1 IncRNA MALAT1 38 i ¥ 4 W% B} miR-204 5 £
IGF2BP2 3 ik 34 fin, 4k ifii L 51 TC 48 fg o MYC 19
m®A B I B8 5 L3R GE KO, BRI TC 4 M ()
W R A Sa EWIHFSE LB, IGF2BP2 JF 2 5 PTC
943 AL 85, IGF2BP2 5 RUNT #H 4 5 H 1 2 1Y
m®A B 5 45 A T B 9 H mRNA I RRE M, S5 &
Al 454 — L] [ 532 1K (sodium/iodide symporter ,
NIS) 2 A Y )3 2 X S0k i NIS ik /K F, FH
1 PTC B9 4346 . IGF2BP2 i 1] B 4 5] V-Erb-B2 &

212 P O s e 7 R 2 L R 9 2 mRNA CDS 19
m®A AL AL SOR TE 17 8 5% 00 F R Rk, gk
Ifi /i & ERK/MAPK . PI3K/Akt F1 JNK/STAT3 15 % jif
%m@m@&@ H 25 PrC iy £ k™, 1t
Ak, CircSH2B3 il /i 2 % Fff hsa-miR-4640-5p 7] |-
4 IGF2BP2 1Y 3R 1A o 4 i 4 i A% 05 BEda 32 IR AR 1 K
VL B VEAY IGF2BP2 Fl Y 5 52 AR 2 1 AT PR ] 4 o
NIS & [ (1) 3R 105 5 PTC 2540461

3 mMARENXREEEFIENTCHIER
Y]

mA P F R IA 5 TC W kA kR AH G,
oy g S AU IS S A R AT A b T A R B A A
Y T4 PR R X TC 1 B0 KU A7 7E 22 55, AR
i LASSO [5] 05 55 3k g e XU T 43 A5 A0, B UG 3
gr=3 e £ P T 1 22 38 K7 x AH R A 191 05 R 8K,
FF H VAR 7 43 1 T 457 $50mT 5 B 3 43 R o FE 4 RN
Rfadl. SMfadBFEMEt, SadsEmAEf
W TC 2 i A A7 0 0 I 4 . ARl B AT mOA U
DR AE) A9 A2 A7 T A S . RBMIIS . KIAA1429 £l
FTO A5 B8 [GF2BP2 . RBMI15. YTHDF1 Al
YTHDF3 #i#1)  FTO ., YTHDF3 . IGF2BP1 & %150
HNRNPC . ZC3H13., ALKBH5 il WTAP # #UGY,
IGF2BP2 . YTHDF1 Hl YTHDF3 A& 5152 | DL b #JF 5% 4
BUE AUC Y KT 0716, L4, BEACSE R RE BAt
WX TC 1y A A F R e B S EAE T, Jg B ARt A
5 % K PDZKI1IP1, TMC3 . LRP2 il KCNJ13 ) % i
JEBERLE AUCAE R 0757, 8 15 i AH OC 355 [K] HSPAS |
KIF20A Fl1 SDC2 #4 2 i Ji5 #5 2Y () AUC {E K7 0.6815
PRI, A T 0 1 A 1 R s A 28 g ) A0y 4L
m®A P Fa PR 900 A TR g 0 A% e TR A
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4  m°AEERFIFIFES TCHiafr IRk

H HT m®A P8 45 B 40 1 500 9A 97 TC 09 TR 4 A A
RN AY I A R R mOA A Y P A KR
S A B0 2 D4 Y L 4L 7K F . METTL3 IR 3635 Al
B8 B 93 K AT s BELWT O OR R RINE L B ) 9 YT
PE T 20 B AR FE B T 40 A Y T2, 4k i 8K 35 TC
B AP PD-1IR YT BT 250k, PR VD Bk i vl fH
W 1% i& 12 Bt PD-1 35 97 B9 i 245 P, Sy B 3 PTC Al
ATC (97 42 (13 LB, A2 241 Rh2 ANUAEFL
W . 5B . TR RN T A R v ELE e AR
0 AT 38 5 B AR ZC3H13 1A% 58 A7 R 70 ] m°A RNA H
Ak, AT AP TC 4 i 5y AR K, IGF2BP2 Al i
S PTC &40k, 1 H i B Je R T R B e n] T 8K
IGF2BP2 # ik F& A% Ok 6 % PTC 2 43 1k 1E ™,
IGF2BP3 1t ¢ 3k A 75 5 TC 40 M (1) Akt 303 IF 12 9
A1 A A R, (HIGFIR #I7) (MRPEE B ) 7
A S 1 % B BT Akt /9 38005 BN I IGFIR, J5 % ] %
FH IGF2BP3 LA 7] 5 4K 1 1 5 2R 400 i 98 40 B 19 2E
KB BRI R 6 mCA 4 R A B A
PrEVEH, (AAE kg2, m A H A T ae M
b2 G BR R 3 — 2D PR R R 5 M TR 0 mOA 91 i
o BEAh, FTO Ml 7002 B A m°A 98 £ 09 BF 58 44
A, AN ER . BRI TR A FTO-43 1 fin g 2
FE AV A M A FE 300 A I AN i 38 B R B A Ak T 2
WIRUENE ;1R G 25 b () KR =R 1T 2 5 m®A &
Wi R AESCRAE R, 0 METTL3 #0150 (4 iz 25 0
ZAT) WA S H AR RN, R E A A
T I R 3 36 1 HIE

5 REERE

Li LTIk, meA WAL 7R TC P A B 5T 2
Boag a0 20 BEJ O = R 4 TR 18 W ) o 25 A
e S TR TC B9 2 AR R e L BUS AR T R BT G
SEAERT, OF B mOA 8 4 I S ALAL Sl TC 2
AT 09 U A= B bR W o SR, — 28 mOA A 43 1
4 b Ui R 4 DR BT U A0 A A R TR B B BUR
ol JE HL R o AT, AR w R — T, i
1 4 15 AN B TC $2 08T (936 T doms o Rk,
mCA F AR A M 1 R A 58 6] TC 1436 97 LS #R
HAT e B E 58 Kl R R i 557

@ar R AEEAFARELEF BT R,

YHTRE P BRI A Lk
& BB MASAEIT R H AL R T LM Lk &
BT F ;b D RIEMB I S IRE B
L RERA TR FAR B ITEHEER
EE

£ % 3k
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