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m°A 1817 BB 4R A B P A 1R T

EEC FEET BB EIRT RS G KELD Wi

WE %Lt s REMdR, EERmiaf DRttt PAREZEXTEMOER, AU RERS ORITBENG S
AEBA F . mOA AR A A AT A RN 280 RNA AME46, 81 %k A4 % L B (autophagy associated gene, ATG ) #)
FOR BT B AN RAZ 5B IS TE afe B AR P R AR E AR, - F 60 mA SRR S5 8 R KR SE R R R A B
K, J AR B AP 6 BARE R AR & . B, AR T m'A SR sl B v a9 4R, SR T L 5 AR
BRAa KR, G K TTR 5T BRI I
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Abstract Autophagy is a cellular self-degradation process essential for maintaining metabolic functions in cells and organisms. Dysfunc-
tional autophagy has been linked to various diseases, including cancer. The m°A modification, a major RNA modification in eukaryotes, plays
a crucial role in regulating autophagy in tumor cells by regulating the expression of autophagy-associated genes (ATGs) or interfering with
autophagy-related signaling pathways. Aberrant m°A modification can lead to dysregulated autophagy and impact tumor progression.
However, the specific role of m°A in regulating tumor autophagy remains to be explored. Therefore, in this review, we discuss the role of
m°A modification in tumor cell autophagy and examine its relationship with tumor progression and drug resistance, aiming to provide a the-
oretical foundation for developing new therapeutic strategies.

Keywords: autophagy, m°A methyltransferases, m°A demethylases, mGA-reading proteins, tumor, drug resistance
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FE[H (autophagy associated genes, ATGs) Ji 45 32 %
P AR A A L B2, (o M R A3 o [ S sz 40 ) 2 B A
I, 2R AL A 2 2 o0 Sk X TR T, FERLAAR I
I GERAS AR gk e vh 4 AR, B ATG
SRR B AW GRS SR [ g R,
H ATGI/ULK1 Z5W2 5 AR 3, AR
1 Beclin-1 54E{1%%12 % [ 34(vacuolar protein-sort-
ing 34, Vps34) T & S WHTE A VERO TR, 08 A
A 1 %%% 3(microtubule-associated protein 1 light
chain 3, LC3) {45 LC3-1 Al LC3- 1T BFPIE, 5T 2¢
A AWELFEY . ATG 1Y 22 53R AT LU B0 4 i
i) DNA $i 0 FOA S AR, SE I AR i~

i

m’A e FAZAE PR N B F B A SR e R
WAABM, |12 50 RNA 5542, B, ot sl
FUEN SF Mt 2. Hak—id B2 AT i iy, At
T m°A IR LB (m°A writers) . m°A i B & [if
(m°A erasers) Fll m°A 454 85 1 (m°A readers) 1Y JE#%,
I JE RS RS RS I N ) 3RA S S RE &
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I7 RS A R
1 m’A BEAE TR A 40R0 B A E A

m’A R FE BT 3 2AE A2 1L mRNA LY
PR R A mUA B, AL S L A R A B
3(METTL3) ., METTL4, MTTL14, METTLI16. &}
Y09 1 AH5E M 1 (WTAP) . RNA 454 15 &
15/15B(RBM15/15B )%, HH, METTL3, METTL14
A EZ S m°A KR4, WTAP 5 METTL3 1
METTL14 K 2 &9, X THEEBIE Y5
RNA WARES AR, RBM1S Fil RBMI15B 1
58 METTL3/METTL14/WTAP #[i] mRNA {3 & i
1T m°A AL,
1.1 METTL3

METTL3 & —F S-J 1T H A2 iR (SAM) 25 & 88
F, K H LN SAM #4555 RNA Hp ) R IR 3 [,
FEAE S-IRH FRE R ERR (SAH) T M B & B AY iR
FEFG L WAL O R B i 3L, METTL3 78 m'A
ARG FE R A FEAMLERY . RS2/
YiifffitE T, METTL3 B Rk 5 BEHUE A RA XK,
HLEIF 5T 2 B, METTL3 5 i1 & 1 2(decapping
protein 2, DCP2) i) m'A HJ& 4k, 53 DCP2 mRNA
PR P KA A, ok o R gk S el > S 3 Pink 1-Par-
kin 3 FEIIESRAR A 0, A FBURI TGS, R,
Liu 58" & BUAEAE/INGH i h, METTL3 B 5 5 3R
ik, IS 5 AR Em 2y . METTL3 a4 [ msa
PR OCHEELI ATGS 1 ATG7 (IZEIAMEE A W, f2 kA
TR, FEENREE T, METTL3 il s KeE R
fih RNA #¥452 X 1(ZNFX1 antisense RNA 1, ZFAS1)
PR T 52 e R A R Y L I RN EJE . ZFAST 5
miR-100-3p Se 4G, il i PIK3/AKT i FgAiE
E ATG10 B3k, NIMTAEIE [ i AR A0 G 0 9 40 i
FE5E | TERS AR A KM, SCRHE SR O3 (fork-
head box protein O3, FOXO3)#I\ A &5 H EAH
KR SRR 22—, 5 A WA G B 5 3145
ARk, e AW, fEANRPEECI 2] 040
g, METTL3 #E vl s 1 Woke G %, R iE R
P AR JET 2R AS A IR R ik . B KL
4 METTL3 i 5:F YT521-B [f] V5 45 4 3% 5% i /& 1
1( YT521-B homology domain family protein 1,
YTHDF DR EHLHIESE FOXO3 mRNA 1Fa e,
M0 #] ATG3. ATGS. ATG7. ATG12 fil LC3 4§
FEPR IR, I IR AR A eI T . S —T
[fl, METTL3 (W#E¥ 8 40 FOXO3 AL
H WX AR e w25, A, A S R,

m°A B B R AR A AT LLGE B R IE R S S
Jfeaim 245 . FEVLERIS S 1045 B 4N, METTL3
DL meA A S ATGS 1k e, SEUKEEE
Zihs RNAO1615 FiksKF- b, DATTHG s 2 -6k
1% i &1 ( glucose-6-phosphate dehydrogenase, G6PD)
MIZRIE, WOTE BRI K, ZEHr 20 BId 1, At e Xof
BYPFIE AR 25 BEF L, METTL3 E2hE 5
Wi [ WA DG PR B R ) sk MR A A s, 25
i 2 FE R 24
12 METTLI4

1E R BRI R &Y L4l 5y, METTL14
5 METTL3 DA 1 = 1 9 45 &I ik i 7 5%
AW, PRI R L AER™ . B R
Jaa i, #4215 5 1 1a(hypoxia inducible factor-1a,
HIF-10) 255 F KBS RNA KAEBE-RNA Sk
fiff (aspartyl-tRNA synthetase antisense RNA 1, DARS-
AST) i, IR SEAED P F AR 20 A7 TG . AL
77T, DARS-AS1 j#id5#4: METTL3 #1 METTL14,
DL m°A #7858 DARSmRNA F52 58 P A B
PR, PEMHEHN ATGS 1 ATG3 ARSI R0 2 F0is 40
FRLA L, A B v 20 A 1o s A SR I i A
TG FE D S AN, Y A R RS B, i Rk
METTL14 j#iitf m°A-YTHDF2 i1 77 =3 1 4%
Bl 25 45 Y F 4G1(eukaryotic translation initiation
factor 4 gamma 1, elF4G1)YFRIA, HE5R [ W, Hfil
JAEIE", Liang 55" W58 & B METTL14LA m°A i
5 Z R E K F 2mRNA 45 4 % 4 2(insulin-like
growth factor 2 mRNA-binding protein 2, IGF2BP2){
D7 AR HE A A DG EE ] RB1 5 5 78 46 il B
1(RB1-inducible coiled-coil 1, RBICC1) ik, #i55
F I o, B O B i A A . L gl SRR,
METTL14 4S5 m°A &1 ol i 1 2 Fhii 42 )8 2 40
JtL 1 WA, S g ) 1
13 WTAP

WTAP % METTL3/METTLI14 2 3£ £ 1F 1, 2
m’A IR B SR R G 47, T iEfE RNA
Ry m°A AR i S RO B (liver
kinase B1, LKB1) 1A 7E ZF I 25 A0 v 32 21| 300
AR, JEE AMPK i i SGHE M. 7
JFE 4, B WTAP £ik2:H 1 LKB1 mRNA
() m°A B4, IR LKB1 5 A iRa e Ik,
T8 AMPK RIS F E WD, AEE e n i
AR T Li AR WS R R, FE A T, ATGS
mRNA # WTAP /519 m°A Fr&H, S50 m°A 45
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AHA YTH K% H 2(YTH domain containing pro-
tein 2, YTHDC2) YU IS5, B8 ATGS BRI
FIERIR B, 2Rk TR AR I BRI TR 1, 15
TAEE B, e 2 BT A0S P B RBET
TE b He PR 98, ULKL F3kTHEsas 74kt B
WA UE R U 5 WTAP it k4 56, Xl g5
WTAP L) IGF2BP3 {5 =/ 7 ULK1 m°A &1
FEHETRE mRNA B A ™, R R, fEA
IR s WTAP AT meA BN AR [ WA
BLHIATR], [ — e o, WTAP n] 38 i AR [l 4 )8 45
Ui A WS S g R
1.4 METTL16

METTLI16 2 f il & LI —Fh m°A FELEL L il
ATJA T METTL3/METTL14 & & %, v VL gh <7 4%
m°A U B HARE 15 1 RNA #pR ™, /gl R
JREE H HE R 175 % 1 (prostate transmembrane protein
androgen induced 1, PMEPA1) 7E42 #F H W 5 1 L 5
WEEAMEH . e h, METTL16 il it 5 PMEPAI
16 3-UTR i1 m°A (5458, KR mRNA e,
MR T bR 4m A 14 5, I8 3k PMEPAL A3
B R ARSI T IR A RRURRE ", 1 WA
[A-F 1(suppressor of glucose by autophagy 1, SOGA1)
RE A4 T 40 i 3 5, 4843, METTL16 5 1GF2BP1
ZE 4l S SOGAT mRNA fiFa e M FI ik ok 48
125 9 TR R M A B U B 4( pyruvate dehydrogenase
kinase 4, PDK4) (7K, M AR FEMHEE iRt S 45
Wi () itk ™, iR, METTL16 /S 4
0 19 Wt 2 55 g 1 i R R 25
2 m°A R ERELERS BhiER 4 AR B MR A EIE 1 E R

i R R AL i AR B AR AR DG 1 (FTO)
Al ALKB []J5#) S(ALKBHS), m°A 2 H AL LB
RNA 1) m’A H E: L Ml . FTO £ % 2 5 RNA
AN T UL KR P A, ALKBHS A DLFEAIR m°A
K, 25 mRNA b AR,
2.1 FTO

FTO J& T ol 5 R SUIN 4 ALKB %
W%, ZFK %S5 DNA Bi e i fimie 2, e fitfh
RNA ' m°A {3 SR LAY AIF9E & 21, 767 B 41
P, FTO HEEA/KF- B, R FTO DMEH: m°A-
IGF2BP2 &4 A Mg, MALHI i, FTO 1 F RS
BELE S 2 (salt-inducible kinase 2, SIK2)mRNA
) m°A B K- TH T, 14 IGF2BP2 Hi S 1R
Shey, BRI T HE AR R E A L, B8 A
IV 5 188 00T, 410 0 Al %) PR ™ 7 1 s R A

Wi, FTO W RE A m 5 H R A C. il
FTO (YRI5 T 58 11 Moo &, I st . 1
ETENLHI AT BES FTO UIBSHEHE Y eIF4G1 mRNA
1 m A BRGNS, [F#E, Chen 55" & BLAEFL
B, R FTO 2358 An eIFAG1 1Y HH ALK,
Pk AR, A RERER RS
X BT IR AT 2y . Yang S5 HiRiH, FTO #F
NFER AR IRIET R, I B/ NRBR b igsR
TRRENMEIEEE )] . FTO LA m°A-YTHDF2 ¢
S0 5 2R e 400 1 AR PR FE T A2 441 (programmed
cell death protein-1, PD-1) 1 CXC #&{bH ¥4k 4(C-
X-C chemokine receptor type 4, CXCR4)f}) m°A FIE
LK, T8 ATGS Il ATG7 B35 XA T
f) NF-kB 1 PR % A W2 R AR R . FTO
TE B T DRl AT 25 ROV AR A o AR
FW, TENEAT 25 B a4 ffL, FTO nyaRis T, il
FTO Lk m°A i 0 J =X 1) ULK A58 84 [
AR 24, 205 R B8 YTHDF2 (Ui RIRR A
FEAE/NH AR T, FTO i3 #e ki i PR AR A K A5 A
S5 % I 5(growth arrest-specific transcript 5,
GAS5)m’A HIEALACFIIH] GASS BYZAH A 1, 1
il FTO AI{2 HEAE/INARatides 40 A ) 11 mstEgE T, I8
it GAS5/UPF1/BRD4 & f il g HE A, 7EAZ W
#H 1(nucleophosminl, NPM1 ) 5825 (1) 2 P 25 F 1ML
i, FTO A3 H9 m°A &4 AR & Ps3 %S
A% 5 H 2(tumor protein p53-inducible nuclear pro-
tein 2, TP53INP2) (31X, sl fieit LC3 5 ATG7 1Y
AHEAE SR IG5 B W T 1, e 2 IR A A7 15
IRZEIR W, FTO 41 T/ m° A &AM 0T 4 i F WY
PRI gk rh A 3G 2 G B BRI
2.2 ALKBHS5
ALKBHS5 J& 75 —F m°A 25 P A0 Eg, jd i 2 1
FHAk m°A B JE T mRNA B8 H A, Deng
ST AN, TEON S 4 ALKBHS (138344
M, ALKBHS DL m°A it H1 5 4L £ F 3 58 Bcl-2
mRNA fFa5E P, fE7E Bel-2 A1 Beclinl 22 [A] A A .
YEF L %% mTOR {5538 EERAM 6l 3 B g 1
B SR REYE T . A RIEFR, 1M ALKBHS 358
fie ¥t iz & 45 4 B E2C(ubiquitin conjugating enzyme
E2C, UBE2C)yREPE IR ATG3 #l LC3 %
i, FECA WA E /N R R IR A
fit} (fatty acid synthase, FASN)ZEHTIR TG HAT &
S AR BRI PRI — Rk, Ye 55
KIR, Re IR 45 & 85 H S(fatty acid-binding protein 5,
FABPS) 2:Ffi# FASN (335, A E dhiR B R
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JEAIH mTOR {5544 5, 5400 F W, 117 ALKBHS
X} FABPS 9 1F [a] 8 15 | 2 584 1 72, X F08 m°A
AB RS 14 e 20 1 W T LA 5 i s 4 R P i
A S S Mgt R, iR R, ALKBHS /5
B mCA B AT 38 A R T 1 WA DG I PR ) B R S AR
PRSI H K2 5 i R
3 m'A A EBXEMR B EAIEEER

m’A 5 EARE DI S m°A BIAL,
& YTH 4549 3 5 # 11 (0 YTHDF1, YTHDF2,
YTHDC1 %) . IGF2BP F1 57 B #Z 442 & (HNRNP)
SE S YTH 253 8 e Se U0 H B RNA 1Y)
m'A &1, SR ETE ARG G YIST RNA 55 i,

£33 RNA #78 . RNA 5Y4% | 2 15 B F1 RNA R
. YTHDC1 Fl YTHDC2 J2 M4 B A% N 2 11 7R,
B 5 RNA BUSTHEREE 518, YTHDF1,
YTHDF2 1 YTHDF3 %22 5il#% RNA 1 BRI
FEf#. YTHDF1 {2 m'A BH6HY RNA (19HH5, 558
A R, YTHDF2 ilid /- S SR A I ok
P mRNA [, 1] YTHDF3, YTHDF1 il YTHDF2
PMREIVER, S200 m°A 184 mRNA ABIFAIEAS, HI
L IIRE . IGF2BP2 2L 5l [n] mRNA FaE
PE, T HNRNP F2 5935 RNA Se: i e mli 6 A
AT, me A B 43T, WAL 1,

m'A IHEEH

m'A FEEER

- snaps:
ek = Lo
" WTAP
[ 4 RMB15/158 YTHDCL

YTHDFL

YTHDC2 s S6iE

IGF2BP1/2/3

YTHDF2/3

YTHDC2

- |rNaAEE

—
RNA HiE
,,,,,,,, At RNA B
RNA _ m°ARNA
) HNRNP
ﬂ:" - RNA 57
m'A RS ASSER
s 1GF28P1/2/3
il 2l

B m'A A5 TR

B HAT, 6T m°A 456G E R 4R A v
HIAHDCAHSEAT A D . Li A5 iR A B, FEsRAE 51T,
HIF-lo B 42454 YTHDF1 3£ )5 307 Xk, ik
HFA. YTHDFI DL m°A R4 7 2UfEilF ATG2A
T ATG14 W FIEE, MR SE [ R0 -8 20 e A0
VAT R . TEES A, YTHDF2 i -5
S E IR F 4 (activating transcription factor 4, ATF4)
mRNA [ m°A & 1fi, ¥ 5 AFT4 K ik, 381 £ &
DNA $it 173175 3 % 5% [N T 4( DNA damage-inducible
transcript 4, DDIT4) /K-, A& K% mTOR 3, Jf:
TE45 B 968 40 i 2 IR e e S Rl 2 i A ™ O3 4h,
v 8 il [ R 40 A f, IGF2BP2 L METTL3 4%
B m°A A7 AR P2 2R SR IREE 13 (ubiquitin
specific protease, USP13 ) mRNA FFE MK ATGS

RNA 2R

ik, TG 2R 40 A W T e SR i 25, 7Emk
FREEIR A0 M5 T, IGF2BP3 FIALARREAH G 1 W] 5
¥ 7( translation machinery associated 7 homolog,
TMAT) W EIEREAR T AWK, (2 e ik e A
Mif 25 . W58, IGF2BP3 L m°A 4t i) )7 X5
TMA7 iFasE T il HRX, it PIK3/mTOR 5
S AT A e, R R R FE LR A
fig 1, HNRNPA2B1 i i i 5] ATG4B mRNA |- ff)
m°A (A, FEHF ATGAB IREAR, M0 1A W H A
MHIEEE. SERERH, meA S5AEE T RES H A
SRIRA R ) OGBS [H 7, i S A WA DG HE A
A S TR mRNA AR AWE. m°A &
Wik A WAL, DLIET 2,
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o /7

IGF2BP1

/\/\’mf‘A
? METTL  METTL; ENRNPAN! METTLS
o PR VI R
\ T& ZFAS1  YTHDF1
Bx \' eIF4G1 1
(221 Tessmwz |
IGF2BP2
SIK2
[35]
UsP13
I -
[27]

LKB1
[17

e[F4G1
Grsp,  TREg |

W
[15M17' YTHDE2
L o

B2 m'A AR AN L

4 HHESRE

m°A XiF [ W KT (4 T B T T S L R Il
FIRE F SEEBERITT 1Y m°A JKF, JF H 2B e 5 A
25, BR mA 5ABZREIRERELIETFLZ A
Kb T TR, (HZE SRR PR, Joik A 41
FIHERT. AnTE LRI KIAA1429, HAKAL,
ZC3HI13 S A5 HWERAH ST M AR &, 4568
P M B4y 14, IGF2BP1 . IGF2BP3, YTHDCI .
YTHDC2 5 A WY & Rid Ty 2t — 05T, 1 m°A
VRN A S5 AN I ] BB SR AR SR — A%
(AR, FEEAAR 1 3 F AL R AEZ

m°A BHE L 2R RS 5 R, 1 A
L i S, ST LS ot 5 R IR s
B 2GR AR F I [, Sad 3l
PR sl AR 1 R 4 DR 8 2R T AR A W,
METTL3 3 ik i 28 4k 7T 43 5] 38 3 5% W) ZFAS1 Fll
FOXO3 A fE Al [ s ", il T m°A &1
¢ [ Wi, A3 7] BERH L JiAE 2F R I B8 i AT 245 0 1) SRR
PEo BRI, 1% mA B A WERITRT T TEK,
HARS S EMN TR . SR, m*A &1
RIS IR 200 AL A 52 2, TR S b o
58 WA m°A B IR BERLIIA T HAAE, IX T RE S
mCA B AEAS R R v %) S ot A R [ o) ik gd
Y L 24 A (R LT B RN A . BRI, T m°A

AT F SIS PR 202 . BEE X &0

PLHRAR BN, A7 B T A A R g s AT

JP ik . SR, HRTTEIX — R 26U i R TS RAT R,

T E 2D RIS KA AR M ST AT
AT HA M 5 T E BE R 285 R 4 vh 58
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