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[Abstract] N6-methyladenosine modification is regulated by methylase and
demethylase, resulting in a dynamic and reversible process. Changes in m6A levels are involved
in a wide range of cellular processes, including nuclear RNA output, mRNA metabolism,
protein translation, and RNA splicing, and have strong associations with various diseases. The
purpose of this paper is to generalize and summarize the role and mechanism of the change of
m6A expression level in mRNA in three common diseases, as well as the research trend based

on the change of m6A level in mRNA as a drug intervention target.
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BRI 1 BT (N9 ) 55 A%00E 1Y) I s ik Jit 5
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Wl Z WA ML R, A HG A RNA i . mRNA
R, B 1B RHIEA RNA 5T 4545 m6A fE R —Fh
W UL RNA 1, A8 T4 R IR, i g |
Mtk Mmoot Rug Azl . X I
PAEE TR 2SR RNA 20 F i, f24% mRNA
tRNA, rRNA F1 miRNAs, M4h, m6A i i 35 2 i
Yt fARRH 4 RNA (carRNAs) , Q03458 1 RNA
(eRNAs) . Ji 3l F 43¢ RNA (paRNAs) FI%% i
Ju G 5% RNA (repeat RNAs ) , 7E I 15 3E K ik
TR ESE B REZEMEMN. © &K m6A H 5L
S0 RNA RA W 155 mRNA 3372, f24% mRNA
AU, R, AR B K BE E 40 B RNA
(IncRNAs) , SR 4IR2mE N 25%~60%. X
Fh AL 3235 8 A fF RRm6ACH, I7E 3 JERHIEX
(3'Utrs ) | 5 1k %05 Ja] BB A 4 A0 S 7 9
£ P B RERRT mOA 2R LA 1,

NH, “NH
d 4
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NN NN
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Figure 1. The structural diagram of parent
adenosine (A) and N6-methyladenosine (B)"!
KRR 1~3 MR IR (Po, PB
MPy) , HsEEER CS MENEEE, 57 -
HBERIZAT . 57 - WAL NI 2 A )
RGP LA DAY T, TR RGP RS
CHVERY T RE, O RGN SRR A R
BETREAA . T mOA 18 AN Y Bk (i 3 i
T N6- BT e 25 24 & AL iF 2 i
Hor No— HUEERH =2 (m6ATP ) JE4i il o fE
PR EREE AR Z —. mOATP (/KR5S 40 i i1t
WHEHAE W T A EHUERR, JFH m6ATP &
FEARARAR 7 R Ak BB AR A RN A . N6—
AR AT —BE R AT mOATP HI45H LA 2.
TEAEY)FIRT, moA 1Y Bk f el i —
Tl BEORSF Y WS RL AL G YR SE Y . 25
EYHILFOCHE AR, AR S- IR H
RIRE G HT W BRSNS (methyliransferase-like
protein, METTL ) 3, METTL14, DI K7Efa € H 3%

HO

4'

HO
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MR B YA . AR SR D A AR
FHRPE T3 Wilms /98 1 AHEE T ( Wilms'tumor
l-associating protein, WTAP ) "' J: B 3L fg
RNl RS Ak BIR U (Alk B
homologue, ALKBH ) 5 Flf5 i & 5 B Bl AH OC & M

(fat mass and obesity—associated protein, FTO ) iX
Fh 2 HOEAGRE £ 5, HURME Fe™ F o BRI —FRAE
NHI T, M mOA B EHIIEAL RN, K moA &
Wit Il s X — e BT AR RE m6A 1B
SIAPM ROCEZ . ILAh, m6oA BRI A1)
AEAAF LM T — R IV GG HE A, 45 YTH m6A
RNA %54 % 4 (YTHDF) 1/2/3, YTHDC12, %
o0 AR A A A A 1 A2/B T B A A KA
F 2 mRNA 85581 1/2/3 55, X265 (R R
PR moA B RNA , 2 55 m6A MR AE |
Wein . BRI Z AR, RS e R AR
ISFTRNA AR HOLAE RO . o H LIRSS
SHEEILFEM T moA BRI L (1513) .

“NH “NH
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HO-P-0 HO-P-0
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B2 Ne-FEME—HER (A) FIN6-FRERRE
=R (B) MgHE"™
Figure 2. The structural diagram of N6—
methyladenosine monophosphate (A) and N6—
methyladenosine triphosphate (B)"
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Figure 3. Reversible m6A methylation in mRNA™

m6A 7 2 FlvAE BRI B 2544 T 30 R 45
FEEAEM, FH6 moA BXT THRGICER, IT4FE
KRR, m6A BT mRNA £ 21501
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W, K m6A BG5S Mg 0 kA dER AT
BB VI G . FA TR, moA BN 55
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I AT R U 0 A2 B SRR ) AR A 2
P, TR B BERE . LAl , mOA AL
Fofopes, WM RGO MAE LR . ACH
PG R FRR LA . X T mOoA BEIIFEAR
P T IR e R, DHEE A1 20T iR
BUTHALH R Sl %, AR BN IR
I R BT A R

1 meAREALIZIHS B EESs

VLA SR 98 K2 B, m6A F AL M 78 B
JIESE 0 1) K A RN e vh iy Wi A A,
AR R oy 22 A HEI A 2 E, HIhREZ
F 5 H moA WIEALBMiR 2, n AP EE i
B RS I Az o AR E IR T, m6A &M T
SRR IR . ARG SR A EE s A )
A5 D7 T R A AR o SR Y mOA B TS
AT BE T 2T B RS A G RE Y B S R 35
AT — 2 5 Wi ' JUFE I RE A S5 A0 O RS 2
[, BEAR KT mOA 81 A% Ak 78 B U 34
A ARy A A, R PR e . R
R REGRAE . BT, thAh, —LEg
FEL R I, mOA 15 B A A i PR AR Ak A
TE B VI OC . moA EH7K V-2 4k v] IR R
BRGSO A bsic, A B TR, W67
WEIAITUS AL . X T moA H AL S 5 15 ke
WIALEIOTIE, Cafmnm T — R IHHE moA &
W f) 2 LR i BFSE N DUR I EOR T B
1 RNA HUEEARIN P | HY B R S B LA T AN
AL REER A, fan 1 — 28 5 B I AH OC 1Y)
m6A AU 45
1.1 meAREALY T & R fs S F A 5
Eid

VLIRS A B, TR S S B
( contrast induced acute kidney injury, CI-AKI)
i, moA MR ACEB RET . S TIRARIEIX
— BT BE & HAE CI-AKI Hr 9VEF, BIFSE & %)
CI-AKL /Y B LT T RNA Y EEAL I 7 512
B JE 2R G as R T GO B A&
LA e KEGG 38 B 0 A 2 T3k, K BUfE CI-AKT ft
RAT WER moA B, JF HX 20 32 5
WAL EY IR, i, AT, A
PRB S5 AL G2 55 1, X e gE R W] moA 1 n]
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RETE CI-AKI B & A= 1 e v 4y it 4 0 2 1Y) 3 45
J iR

PR (chronic kidney disease, CKD)
& — Fh 2 W T BUE YR IR R, m6eA &
Wi, VRN RNA JR SR A SCHENLE, X
F IR R IR B B Wang 55 1% CKD
AT SN A AN AT RO WS R B, Xt
20 i TP i mOA & U K SF- B R R AT, DA T R RE
T2 CKD & gl N BL PR Gk R, R R
FlE) 240 i F) I AR B RE . IRIEE'E 2 (Inlupus
nephritis, LN) , {FE—Fh 220 B IER) A 5
S E RSN, O B AR S BOR D B Y 4
Fo THIRAIIT AR, 18 LN EE 1B /N,
mOA PN TR BB H 25 5 EE
i ZRIART B, 0E T 7S E/NERIE R
( glomerular filtration rate, GFR ) 2% UJAH AL H o
IXLEHE Y R A EGHE TR AT LN Jg
ML 3, T ENTF R B RT LN B BNAY 7R
WAL TV AE Y AR RS L IR Yin A5 AR
R THERE B ((diabetes nephropathy, DN )
HrmeA FELAL L PR ) S i Rk, X AT RS2 3L
DN A B IEAL R . H RN Nk EE AL A P AR
JEEA L A, IR R T Z R moA B
7, G145 WTAP, RNA 45421 15 (RNA
binding motif protein 15, RBM15) F1 FTO, X4t
IR F AR AL B2 T IncRNA B9 H 3840 /K Sl
Feik, JEMEEm T M1 R RELH A R A RIE
Herbr M1 B SR I A SR AN g il A rh R A
SCEE

m6A 1& i 7 CI-AKI. CKD. LN F1 DN 4§ '
JESR I 473 T A AR R, XA Y S AR AL
A RE 5 B0 1Y K AR R R B VTR OG . TRAWESR
m6A B KW T, AU B T B4
by B B RS 1 oL, T E IR R R RIG
FYRME SR AL T BERY IR
1.2 meAREWLABERERLE

m6A F 3415 B i ife 9 ( renal cell carcinoma,
RCC) "HRYVEFIBLEI) iz HZ e k. moA HI AL
(R4 PR s ] SRR R R ik, AT LU
RCC R EMBERE; 3825755 AL A e,
I RCC A rY RE S ARHIFIAE K BB RS A 15 i
SR G PERNE, S0 RCC 4 A 55 i 40 A ) AH B4R
FH L DT 5 0 e ) AR A R RS
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WF9ERB], METTL3 7E58 40 2 v 4 7 HI AL ]
e 2 2%, Hod, METTL3 i i 3 fin 5 3k (K
A Z& HERV-HLTR ¢ It 2 H 2 (HERV-H LTR-
associating protein 2, HHLA2) ] mRNA &k,
FHCHHLA2 #9335 LR, HHLA2 #)3REH0A
S AN S B AT A 1Y — S EH BRI R
AL ] BE S & 2 HHLA2 2598 40 i /9 98 T4
il B 1 T O LA R IR g b it A G B
R AT METTL3 Il HHLA2 22 6] 41 1.
YEIRY =, A B T8 & 347 % 48 moA
MTETTL3 3 T 5 IR, AL s 2590 T
AT S

Zhang % "V & B ALKBH1 il i 52 5E G & M
{8 B 57 18 137 FA Y6 1% % B (aurora kinase B,
AURKB) (% mRNA, #3587 H Rk, o mfe
Bt RCC 20 M (9 34 5[] IF, WTAP il id 55 f
AR AR L ( eyclin—dependent kinases,
CDK) 1/ mRNA Z545, $a8 7 HEEM, &
£ CDK2 23k B, i Al fE 68 40 i G1/S
BRI A, i e S 4, e RS B[R]
WTAP if G4 5 SO 5D 20 1| BRI 21K 3
( monoclonal antibody to sphingosine 1 phosphate
receptor 3, S1PR3) mRNA R &M, #Em i
S1PR3 (3535, S1PR3 i1y 45 Ry 1 PI3K/
AKT 38 i, i 3ok £ 2 200 i 1 58 A B A DG I A5
SRS, BE— ) RCC 41 i i1 3 58 AT A%
AE 1 R Y, RCC 4N Y i B8 3 5 18 25 A2 3|
METTL14 {540, METTL14 (4B 23 5 30 X
28 ¥ U S A 1 ( bromodomain PHD—finger
transcription factor, BPTF ) ik [ JE. BPTF i
b R R T S A DG DR A U TS 1, SR T
RCC 20l 0 BE e A 05 1, $2 i 1 et 2R AR
BHRRTEYE, [N T AT, DL Y
i RCC AR 5 i 998 0 4 1 22 i 9 4R {3t 1 3 10
WS

TE B 98 1 S BE JH 5 R, METTLS 19 3635 5
22 T G i A B ) I T R R AR O, X R A s 4
Mt FE NKT 4. CD8* T 4ifis. CD4™ T i fn
WG A M 25 1 sk 4 B 5 240 i £ s R A IR 4
SR e A OC, JUHE CD8™ T i AN
CD4" T 4 g i i 1 BEAA A ik g nd ik Je . iF
— TS KB, METTLS (357K F- X A [
P2 i RS T B i R A LR A A T S
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X 2 B METTLS 0] 3 2 4 455 60 3% 40 i 19 3=
e, e R SR R B REIE T Y. METTLS
R IR T P R AR, W T R E
X B e R Bk R AL AN, RS 2 & DU
METTLS S0 VR YT RIS SE L 18 7 1a] o

2 mBARENIEIT SR RS KR

Z AR R B R IRAT I RE R, PRI R
Gipeds, ALAEI A . WA . R R A i 2T 2
R4, P A ZSMERRAG I T IR Pk ik . 55 (a R AR
AHEL, WP R GE0 B T mOA 1B KA1
TS, XBER moA B 5 X SE R Y & A Nk
BB EA R
2.1 meARENXEIFSMA4HENL

Pl F -k — A T 3 R e PR e s, I
RIFHLEIT S 52 24 R AT At FE . R
PIXT B AEAL TR HRBZE AR, T JCIk AR
A SRR . L, SERIGLE L)
WIEAYIRIT A A EEE L, F R
5540 A o 98 I JRE RS AR SE 2
WAL KR F B WSER AR T R 2F
YeERE R %, TEIEFeAb iy & e vh R 45345
YER . I E XX e 7 Bl s 3, LT
PeRAE LT AEACS I R, iRy e Rier 4 ik i
BEHTRIHLS . BEAh, JRIE A G V1T FE N 7 2 fk
ot B SR AL W T 4niE T RE 4y
DL FENR SRR 5 M A DGR 7, A
REVETT R AAE L, Al REAA B 30 i< 4 Ak i)
R, RIS B R . RA T iR
FEFIARC A AL, ST S, Ik
BTN JAE FNEF i Aad R ()T TR, A5 SRS BT
T AEA ) RNG AL, S B PR A AR
JTIRAR

Zhang %5 1 HF 5 A1 BAAE il 21 4k £k 4008 B 7S
THEZER, HO5T R, 7EREE R
WL 2T 24 40 B LA % o 2 il 2T 4 A £8 3 174 it 20
ZUREAT, m6A H IR B 1 KT 2 3 T
KT IRAFRTE m6A MG TENG T 4 b & J' b i A
H, B8 A BRI T METTL3 3 R TR AR,
PLR#AR mO6A &M K. 25 R F W, it e 7
PR A S 56 I8 2 Sh W B R, m6A & 1 3 i Xt
YTHDF1 & H AT, 520 7 R Al i o
S BN PR R, S A T A 24 B 1 UL 2T
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A 21 J 19 2% B % e (fibroblast to myofibroblast
transformation, FMT) AY 2. 18 i T 7l m6A
A 7K - FI 95 YTHDFL A6, ol fE< T4k
FMT 582, Ryl 9% B 28 000 54 il 21 2 A i) it S 42
BB IR IR AR
2.2 meAREXIEIT SR

I i e — ol DO, 17T 7™ ) A P R T 0
FEE R T NI B O . B R IR
W2 TH 18 A R A S O, SR R kAR
4P PRI | IR g S5 I ity 1) & A 8 1 22
PR ZEG IR, iR, e RM . BYLAE,
T L6 PR 2 2 FBUGE e Mghio= s 3m, ot
T ¥ BV IR M, RS AR S 24 B 2 U8 TR K
RIERE, B EH RS —Fh o8 28 B Y 7%
SR WO S IR X RPN . bR T R
I R S RITIER ,  2 g S X6) FE 3 ) H 8 A TG 77
TR . B R R T R e B
ML ESF R, fm T HAaksgwmsh . (R FEshfsh
HRATAE . BLAh, i FREmG il Ve oL mm, &
HAF TR EMRARAPIRE, 0 KBRS TCHE
KB ARAS KB o PR e S T B — o B 3R T O ik
FHE Bl X e Rty R T B BRI R . OB oY
W, m6A HELALAE AT g 55 02 g 1) & 2E Fn ik g
YR P

m6A EHFE ) L HE 22 Ry (1) A S L b 47 4 56
B, BEE moA TN, TRk
159 78T I T H A o i AN Ak L 25 4 iy & AR
BIRUBS: . IRAMFSE moA BHiRIHLE], A BT HE 4
T b, T i X 2 g R AR BSE R, [REE R I R X
PER T RIS ARAL T AT RE, X SEoRms B e fL
ARIRYT FBto i fiHT moA I8 T Di6E
FWEHIBLE], IR T moA 1R Ybs
CY, XANLBENS T LB i AR 1 XU, 38
AESCIUXT I A RFLE WE I . b ok, 385 I m6A
BT PO 5 1 7 FH mOA IS IIIRIR, BT %
AT R4k B T LB NGIRYT A 2t 11 20l

W7 £ S R K EE, AME LAY CD3T T
9 M 38 T B K OF 19 METTLA 2 (1, 1
METTLA W3 BEROE B R 18, 2B m6A &
M ZKSE R B R, AR METTLA f4 5855 5%
T, A ) A R T R R R R 1 A A
FH . FTRERCH I AR IR YT SRR R moA (&1
Pl G s Ay e NS R 27 S S [ = DNC N
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B AR FTO (—Fl m6A P45 R+ ) Bt
B, £:5[#2 FOXJ1 mRNA RUAEEENE, IS
AT B AR B E W . X Z FTO JE
P/INEREEA TS0, RS  R B, ik S8/ NRTEAZ )
[ B 2 SR R B R B A R . PRI
Pl m6A &R 7K V1T LB HEE 0 FOXJ1 mRNA
(RS e PEFN AT B A ML R Eia, AT X I Mo 17
A= FER I
2.3 meAREN&iH 5

it 2 — o DL HLELA v s N R B O
BV, EH LR Tz . dE
/NG Bl 95 (non small cell carcinoma, NSCLC )
7 B K 24 80% 1 it g5 s 5 218 AL, i AR i o #
50%~60%, Mili @ R 41 J 52 (lung squamous cell
carcinoma, LUSC) M 5§ %] 30%, Ding 55 ™ #f
X R, FTO ] 18 i m6A 2= F 3L Ak 52 i 40 Jifo 1)
TR, LB A A0 AT AL 2 X LUAD & 36 77
YER. [EEE, 7 & & AR E ) LUSC /& &
ALKBHS5. METTL3. SufE4ifuzsitzEn C
1 KIAA1429 %5 m6A Ji¥ R 1 ek A7 7F i 3 22
o TR fE LUSC B, ik Sei 4 A 7 1Y Kk
Fb A7 I G ARG 7 X — & B4R R m6A LAk 1A
2 F 4 LUSC 2 3 S ik, IF BxF FiE
PEAGFIARTY AT 2GR E o I m6A HI5E
PRV IR F AT B SR LUSC B3R TS H8 A5 AR
Ig LYW

AR & — i AR BUm 25, Bz
HIT NSCLS WA 7. SR, NSCLS B4 1E4k52
ARy e, S 2y g, SR
SR . PR 257 P RE R T2 M E v
AL S, ALFE 40P DNA &S HLH] 1435
b B RPTRTRE ) . EE R A
BEFRS, Kk, T sk NSCLS X A 1 i
ik, WEHA—HIERWZGPLH], JF TP
THRIT RIS . Jin 55 P AFSE R, AE R 4140
METTL3 (1) BRI A8 1 2R 87K B Bk sy 1 1E 3 40
WAL, 33 IR METTL3 53 m6A H 51k
B K38, 2E M S 20 MALAT1 H RNA
FHahn, [FEF, METTL3 685 YTHDF3 JE L E &
Yy, Di¥EsE MALAT1 B . BbAh, Tt
B, MALATI 78 28 M b 45 8 58 4 PE N RNA
5 miR-1914-3P A G /E M. 1 METTL3 W 3 &
W YTHDF1/3 i1 B0 A% B 18 A 4 R+ 3 1 37 5%
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B & ¥ % MALAT1-miR-1914-3P-YAP %, X
PR HLEHAEZE T YAP 025G A9 mRNA H#9F
FIYAP mRNA WyfE e, MIME YAP {5518
#%, {2 NSCLC iz 2 ik s, dt—24m
il METTL3 Jf-78 /0> YAP 1) m6A &4, wI A4 %m0
Wl A, IR XA 25 W R AR

BIRFFE A DX m6A (19 7K A8 Ak Xk il Ji
HSZ A T —E A, (B AT T m6A 7Ef
g W VR AL AL F RS By Br . B4 T ff
m6A Xf Tl i A I PRRACR 75 B4 T KA Y
IIRIFE, WCERE Z (Im RS, s A RIB B
F A () il SR AEAS , OF 5 IR X B 047 1
o BeI7 A A ST AT LA BT AL meA TE i &
AL RJERTUG T BWEE - . Ak, iR —
AR ARZR mOA V15 PR 7 it AR R AL,
DL % 5 H A B 253 ol Gl B A B R

3 mMBAR BB S R /R Z g AE

Bl 7R 2% 1 2R ( Alzheimer's disease,
AD ) JE—Fh A A H UL B 9 RORE 228 R AT
2R AR, W BERAE £l B- MR M
(amyloid B—peptide, AP ) BEHLAE PIMEE I FUHT
F JZ 3k BEBR R AL ) Tau #f 28 IR 4T 4k 45 45 FLUER 1F
fiirh o AD PREARZ R IO IRIME, 1818 &
PINHIBERG T RS MR, e 2 R
HR BT AIGIRE ). 4F AD A&, BT
K m6A H IEALAB AR SC R 1Y 223k K7 FI T g
KA T B, AFREW, moA I LB
KM FTO Al ALKBHS f93FEEFE AD 2235 A Kk
AP IR, X AT RE R moA H L LB i
() S5 A, NTTTSE M) T 22 SC L PR Y 236
Hirb, m6A H A& 23 520 AB BE A Ak 1
A, FTO F1 ALKBHS fr) [ A 7] GE S 2 AB i
PR Y B P LA RS e R, DA T8
AB BER = A UL . A, m6A H A&
SRR S AR ELL A OC . METTL3
() P82 580 AD B P T B Y B B R AL
LY sl , XA S5 P SR 2T E
W, fea, m6A W ALt nT LI i i
Mg /0N 52 Jok 2010 49 335 A A 28 4R 0 S N 5 AD
Ryt e B2

Ye %5 DL B AD & R T 225 2
SEAE— A BB, T 4 AR AL
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(4 S W E - SR B J 2 hn , B AD ke
25 H i 4 R B 7K SR T e R 2R 22 ) A2 48
RRFERNZITIET T, Hoh B (i R T R i
C HIZ1K (protein tyrosine phosphatase receptor type
G, PTPRG ) BN o 200 it M7 P 36 ok 200 il ) 36 TR
WMo VIRMA Rk, Mo &R
ik PTPRG #1138 & 5 VIRMA %5 5 fiE #F RNA
M FE M, VIRMA #F—20 I 9% PRKN m6A H %
AT, ISR AR W, 5 othbT,
AT B m6A F AL XT AD A & B
HITVEH

4 EFmeARIHMFL

RNA m6A &M 5 — S5y B % AHE, 2
YT K AR T m6A 78 AR B B b ] 1R oy
— BRI )V AR R A5 BN IR R A A — g o
BRI 5 10 R P B 40000 19 il A 2 . LA
PR 2 — Fl B A B A TG P AR Ak 24 W) L, Wang
P R B R 2 E ALKBHS 19X B 4808 2
HAEE T mRNA (3545, 358 m6A 2 H koK
o BRI, LSRR R T B A B AR
F1 mRNA (R M, BROIL T HREKT, e
S 4 A 8 Bk Az 0 A 0 T 2 g L LA
il HEX Sk R AR (K95 A B — S R
YEM .

S2MEBETE M (alzheimer disease, AML)
2 P L 4 A RN AL AR ) 4T AR B R Y
H m5 &R X AML 3697 s AR 2, (R R
RABSRRNHAL . Du 55 V5 T —Fh 7 R b
12 B H VAT DI REAL 1) & 99Kk ( GNRa-
CSP12) , JF7E 4K N 4h 52 5 & 38, GNRa-
CSP12 Uk id 1 175 25T s B M s 41 il AML
M0 A=, JF B AML 48 v 42 JR) m6A
RNA H 34k, #% IR SLC2A3 . CD276 F1 PKM #%
SEANIRREVE, PEORIEG . SR e A A
WA H . 7 GNRa—CSP12 VA JT 1Y 1 IfiL 95 /]
B, BFMESET R 1 AR S SR iR T AR
25, DL EERFR B GNRa-CSP12 & —Fii
FEMIBTIR IR 25

597 T 45 W 9 S — P LR 2 R AEAE R R A
(A BRMEVAE PSS . Zhao 25 U° Sl o S 06 & I,
W R D FIRE T METTLI4 £k, B8 T
m6A H Bk, FeZedt i T 45 T ALE AW
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mRNA IFRENE, S0 T BRI 5 JOAE B
b, BEAR T Bt LS 5 B H R U M S AE
Ko B R R AR T A TS R R AR
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