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Abstract: N°®-methyladenosine (m®A) is an important RNA modification, which is highly active in brain tissues,
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participates in global intracellular mMRNA metabolism, and regulates gene expression and a variety of biological processes.

Stable m°A modification contributes to the normal embryonic brain development and memory formation and plays an

important role in maintaining the functions of the central nervous system. However, changes in the level of mfA

modification and the expression of its related proteins cause abnormal nervous system functions, including brain tissue

development retardation, axon regeneration disorders, memory changes, and stem cell renewal and differentiation disorders.

Recent studies have also found that m®A modification and its related proteins play key roles in the development of various

nervous system diseases, such as Alzheimer's disease, Parkinson's disease, fragile X-chromosome syndrome, depression and

glioblastoma. In this review, we summarize the research progresses of méA modification regulation mechanism in the

central nervous System in recent years, and discusses the effects of gene expression regulation mediated by m°A

modification on the biological functions of the central nervous system and related diseases, thereby providing some insights

on the new research targets and treatment directions for the central nervous system diseases.
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VAR, B X RNA meA B AL I g 19 K i
I, REL mCA KT (4 Bl A BAOEE BE S B
RNA fRiff . A FIIRE. HETE e 245 Mg H 56
(g 3 R R 2 B mPA B B BB, HER mPA 1B
A AT BRI I R L oMo e s i R RS
M e Ah moA B iR B R A LA B R A
DNA i 5 . ReliA: . w2 A K i & & 45
T IR, meA B4 R mRNA | 5 BRIERY S 6 £ N
1E W3 3 W 52 4 1) (methyltransferase  complex,
MTC) IAE FH T & A= H Ak S 0 1 ) — Fo H 36 4k
B, Bie—1 322 H ILAFE RS B A L H b
il s ] ] 42 A T el AR . R R v I A T TR
meA B BEAT A &, mCA I H R R L
FA T AR GRS X R , RNA 78 B A0 5 75 Bt 1 i
RAERT KA 34k, #8 LW AL RS B AL VE
TR SAL, mPA B IR 5 T Bl R B R
Z 53R R B P, HATE By T
&I 100 ZFUR[FEIZE R RNA &4, G145 6-F ik
Jit 125 14 (NC-methyladenosine, m°A) . 1- FT 5E fi i i
(N*-methyladenosine, m'A). 5-Hl K& fif 15 I (5-methy-
Icytidine, m°C). 5-¥% FF 5L Jitd % 15 (5-hydroxylmethy-
Icytidine, hm°C) . WLH & (inosine, 1), fER B Afi
(pseudouridine, y)45, i meA &4 425 e, mA
B AT m°C B REAE TS RNA FRI R 45 %2
A #TiRe, HRIDRIEE R T moA B H7E LA
A EIRe b B Z RN, EREXT mRNA H

m°C & i i) LA E I ROF AR s i 20, e K
e F E ) mPA B, %A ME L JE . mRNA
R M2 RGEE R ATHEILTIEE. M55 mPA Bif
() S Rk S I, meA B K 2 kAR e
MATTRZ 0 mRNA G ZEAL, % S A B0 R B A5 55 4 1
Tiee, 46 S EHUAM S RGE R LY RERE T . A
SO mOA B AR S . mPA B RNA 1
WA A> T B LA S mOA i fe Hh AR 1 28 22 Gt KB
W A AR AR DT T HEAT T A G A, DL RE
MG EEVR AT fift mPA B RO 5 38, 38 5 mPA & i
5 R 48 R Ge P R TR I DR

1 m°A

m°A JE—FhE B RO AL 2 B, FHES A
FLIH (Writers) , #F5 FE K (Erasers) , 52 B & [H] (Readers)
G Z R E R E AR 2 5 B R R R
AWz 5 m°A B A, K IRAEBE(FTO
1 ALKBH5) %5 el 5k mCA, & 1E 4 it P[] 4k
. mRNA 1 H A RN AR F B Ak = ] ) 3 251 16 o
Readers Zifd i M2 —28 RNA 255 H, XFE
FLRERS IR & 4 mPA B E 005 mPAgE A, 5
B AL B B G W & P L B i AL [ 2= 5 0
5 MRNA (IS 3 o mCA B4 (14 Z2 B il 36 ok
il m°A &4 e 2 S LA T AR 1 22 R GE Th i R 1
B 0 A BALH (£ 1)
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Table 1  Functions of enzymes related to m°A modification in central nervous system
Sl e ThhE fEH 22 3CHk
F AL 5L 75 1l METTL3  $21i Dapkl. Fadd. Ngfr i) mRNA £51]  METTL3 BC [ i m°A i s w, B2 [10]
(Writers) i R B A KIS ICRE s, T
YA i B TR AL
METTL14 U315 m) Pten Z& 11 () B METTLL4 #5753 k)l 58 P-4 g [11]
ZC3h13 ZC3h13 ffi Zc3h13-WTAP-Virilizer-Hakai ~ ZC3h13 MiFR# S8 E AWM iER  [12]

LEYBAERN, #2755 mESC P mRNA

meA & i 7K -
RS FTO

FTO n] 3 il 2 fish #th 2545 v Syp 2l mRNA

BT, m°A KTREAR, B mESC
F1 B BRI 55 S HE AT 0 Ak
W% FTO (38365 nl 4% Syp Bk,  [13]

(Erasers) IR% 51, BEAIK Spy 18 /K7 T4 12 g T
I A YTHDF1 YTHDF1 R B 454 %4 mPA B YTHDFL SsesBAHCE M MEsd,  [14]
(Readers) GRIN1. GRIN2A. GRIAl. CAMK2A . SEGCIZ TR

CAMK2B ZE[H () mRNA, A ik %5 72

YTHDF3 YTHDF3 ] 4% SR B e vh & 4 mPA & YTHDFL Fl YTHDF3 %2k 5174 Apc & A #1  [15]
Ml Apc 25 mRNA, 5 YTHDFL L[l BR5%, nlSEMEITCkE B, Rtk
o Bl e 3% BE 7 FEAR
6 2 /’ A [1) 7P s = i I:l ! oz

11 Writers mPA &M Y kI AT 2 3L, H R A e

m°A &R PR R R A, E B
METTL3. METTL14. WTAP il KIAA1429 411>,
i fLHG ZFP217 .RBM15, RBM15B . HAKAI (CBLL1),
ZC3H13 %5414y, Hh METTL3 & H AL R B Y
M4y, EAEEIER, METTL14 15554 RNA,
THW AR IR R, RS mPA AR A
WTAP i 5 fa s B G W AEHT, RBM15 . RBM15B fii
TN METTL3 5 WTAP 254, fliefiTal DA &
1 FHE A , 5HALE IR 2 5 mPA B P A
BEAh, A B 5 IR SC Y il SR sl R 3K, 4l
I METTLS w] 3 i 5 F B A 7% i R0 ) TRMT112
LEAIE LA IR R IR 72, 25 18S rRNA Y m°A
&4, ZCCHCA L j&—Fh mPA &1l , & 7l 25 28S
rRNA I A4220 £ 1) m°A &4, METTL16 fE K
FACHL R BEAAUTT UL U6 snRNA % A4 F 34k
R AE G R AR IR T FE 7518 11(MAT2A) 3'UTR
() % R 4E# (hpl), T MAT2A mRNA §FaE 1
By, WA S-MREE AR R (SAM) R A B,
SR FE 45 AR R T g A A7 7R oAb T LA 5 mPA A=
AR E IR, FEARR 5T h A R R B,

1.2 Erasers

meA A Y 2 H R RS I, WAL T R R

ALKB ZKJEIEREAHOCHE I (FTO)FI ALKB [m] 4
1 5(ALKBH5)J& T %K R fl e, 2007 4, #f5¢
BRI FTO JE—Fh 5 A0 AR G 19 2 120 2011 4
S [ 2 N RF RS BT 032 8 UIE S FTO BERS A Ak
meA KAz FEAL, UEBE mOA B A 3h 245 T 3 it
TR BE AW FTO 4S89 meA AL 597
AWFSE, &I FTO BE¥ mPA KK &AL A Fa 2 i h
[] 774y NC-358 FPY L B (hmBA) Fll NC- Rk B 1 (F°A)
SRIG 7 R R MR H R (A), JFH BT FTO 7
AL, B R H AL X R AR, FE A% N FTO
Gk mOA LSRN, AR FTO A9 %
A N®2-0 U HT AR (mPAm) 25 F AR i R P2
BEAMIFSEEAE 2013 R B T8 —Fh L H LR
il : ALKBH5 & [, 1% 8 11 3= 28] F B Ak P 1k RNA
b mOA A = AL RN, FTO il ALKBHS 5% ¥ fif
T KO AR R AR 2% meA B K T 72 A B 1 5
Hﬁl[m]o

1.3 Readers

MPA 25456 11, A48 YTH 25K 5085 11 (YTHDF1-3) .
SRR % 1 (hnRNPC . hnRNPG , hnRNPA2B1)
IRES ZRAERAT 2 455 EH(GF2BPL,
IGF2BP2., IGF2BP3)%%, XA M BENS I mMRNA
B WA R e, s R Y
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HHZES ) MM RNA 4=, Hd, RNA b, RNA 4542 11 HNRNPA2B1 HEEIH 51345 4 41

454 M YTHDFL RESE7E 40 i i vh 5 BRI b I 7
hEESE RNA BIPEE 2. RNA 454 % M YTHDF2
A5 % 4 mPA LML Y mRNA 454, 5 CONTL 4
HAER, 5 mRNA ZIRHFRRIL, 1H4E mRNA [
fi# . RNA 45448 11 YTHDF1 55 YTHDF3 3[R Hh il 1
FHAR 3E 3 S ®i%d #2, YTHDF3 20 YTHDF2 /&
() mMRNA [ fi# i 7 . RNA 4545 1 IGF2BP R 53
G54 mA i AT SR mRNA B g PE I i Bt
TR RNA 2544 1 HNRNPA2BL 550 40 o 4%
pri-miRNA _F Ay m°A &4 8 2 41 7 0 e 6 1 57
BV B X RNA YU A5 RS B 2 157 L B 5 i
AR AR BRI, BT E AR BT 45 Fl mPA
LEAEM, Xl mPA BB RA THEZME
PERZ e
2 mPA RNA
m°A 1£1fi% 5 mRNA R %43 72, 5 RNA
S E A NS T, 7E RNA B
INT. . RNA FIA8894% . RNA %542 . RNA #ll
PEAT RNA o S i p R AR AT AR BT

2.1 mPA &S5 miRNA B EVE BN Tt 2

microRNA (miRNA)Z — 2K B8 18~25nt [ A
TR BRI GRS RNA, 38 o Al 3 B M EC G % 77 =X BH
1E mRNA {9 B mRNA FE#, miRNA 54
Bk JE F N R E B/ F . miRNA BN — 2
J& RNA 45 & % 4 DGCR8 i Jll #) 4% ¥ ¢ A
(pri-miRNA), 555 11 BUAZ B 2§ Drosha 311K
WEGW, RIGARAE RNA, 774 BA 253454
A9 precursor miRNAs (pre-miRNA). WF5E# F 2015
EFUAESE T mPA B AR BEAE 2 miIRNA
PR RGE R, X EH T m°A FIILLEE RSB METTLS
5 pri-miRNA &AL, A58 DGCR8
RSN S0 s 25 A, AT BY DIBLUEE RNA 7
A4 pre-miRNA. H X4F{X METTL3 ik, DGCRS
5 pri-miRNA 455 R8I TR, 2 pre-miRNA 3%
IKERAK, T pri-miRNA &R0, IEW] METTL3
SR méA B2 5 T miRNA (90 Tt #2091

A% P pri-miRNA /Y m®A &4, 5 DGCR8 Bl
ERT, W40 FebE gy 4, {23k pri-miRNA
BN T, Pt HNRNPA2BL /E S m°A 14 [ 152 86 (A
—ETERE BRI pri-miRNA 590 T s aad #2290,

22 mPA &35 RNA BIAT I 504

RNA 957455 5 2 RNA FRie & b gy f g —
W, Horh A FRRE I A VIR N 1 ORI B 1 34 A
T, MTIAR R = A B AR Y 2E DI RE I B mRNA,
B DE ST S, R INBTHE S B T F1 N
TF LA B EN mPA B, I R AT H
meA Z5A IS mPA &S 50U mRNA
AOEREE TR AR . A0, meA IEHAY RNA RS XL
WSS M IR & A TS, BRI B 1 A
G, IR B EE 1 hnRNPC #l hnRNPG
WIS A, MnifE AN 7 1% . RNA 454
HFH YTHDCL vl H %5 m°A g &, SN
T SRSF3, PBHWr SRSF10, Mifedksh i1 iy,
%5 meA B4 i RNA 3742804 R iy g 471,

2.3 mPA &5 5 mRNA B HiZEiE T 72

WF 98 % BN T A0 mRNA 7E TAP-P15 & &
RN E 2 35 (A B U R FE R M40 B A rh 5 7% 30 41 i
i, SRS EANRE T b AT B R A B B, T
m°A i K- B AR AL T LLEZ I mRNA () H 5 iz 5
i o U 25 F AL 5% 7% il ALKBHS 38 1 7 4% ASF/SF2
IR AL K S, 52 mRNA (1 H 4253 7, 24 ALKBHS5
BT, ASFISF2 BB R L AKF AR, ek T 5
TAP-P15 & AKEIMI T AR, fEdf mRNA HM,
F L AL EE AL il METTL3 9 235 FEAIC AT mRNA (1) 1
Wzt B2 B, RNA 455 8 H ALKBHS %Kik
BEAICHS S-80 mRNA [ 21 i 532 i 1) il g g i 110281
Ak, SRSF3 J& NXF1 431y i B fe s i 2 vh i O
D7, YTHDC1 5 SRSF3 M EAFE A2 37k & A m°A
i mRNA HA% . mRNA B9 A% 5 s 18 F e i 1
MRNA 5 S EI R 0 B AR, 17 moA HIEE A
S mOA B B R I %R £ A SRS T, TR
MOA B XA i A4 8 4 T BT R ) i PR 5 Y
PR
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2.4 mA &R #E# mRNA BiF

EZAEY H mRNA B L . Bl
1k 3 BB, Hh AR B o S B AL
AT PR, 43 00) hy 25 L P TR AR 1 AL o) R A i
A BAPEHLEN P, 7 A mRNA 41 T A7
FEEE ) meA B, T AN R A B R AR A
DL R Wi 5 S AS A BT B . BT, mPA B Y
4548 YTHDFL il & A H IEE ) mRNA 5% 5
AR, FHSERIPER AR R T 3 (el F3)3 a3 B 12 Y R 2
AR, DI SE mRNA (1B S AR R0 i 5 2
fitt METTL3 LIA RS Y AL 5e B8 Bt M 0 O L =
5T mRNA B , 78 A 4 il o METTL3
IS B R A OC R A OCVE T, SR T R A
KT ZR(EGFR) . TAZ 45 8 29w LK 1) mRNA #
B, R T AR AR K, BARTE R PO R &
B meA B B E IR, (HE ] RE LAl I Al 5K
25 7%, BREAH AT TR A SR,
WANE AR AL S M 2 R g rh, B 3EL i R
METTL14 Fl RNA 254 8 H YTHDFL Ak 2k BEAE 1
il PR 495 5 | 7S 1) 2 ) BRI R, DA RRALC A ] i
ARG oe pE gt

2.5 m°A Il mRNA HfaE 4

MRNA [FffE mRNA Qi R b i iR m — 2,

ig WHHEIZ IR

GRIN1, GRIN2A
GRIA1, CAMK2A,
CAMK2B

mRNA B

AR
fig

SRR T

1 m°ABIGERIEME RGEPHIER

E B A1 5

RNA Z54EH YTHDF2 255 —ANIE T mPA &1
25 mRNA MR H . %8 HBA WG, %
FEAR U YTH Z5A 38 T e 881 10 5 kA W 640 Y
MRNA 254, MiHE IR RELS B 456 T
YTHDF2 () mRNA f& 3% 2] 240 i 5 v, 3 5 4 55
CCR4-NOT EMRHFMRE AWM mRNA & 4R
fil2%, BEg B, MARBED iR YTHDF2 Y
Feik, AT LS & A mCA I Y mRNA Y 4 i fik
FEATFRENAMBEZM, RS, 2
R EEPL

3 m°A

rhHX B 25 2 4: (central nervous system, CNS)/&
IR Z U2 o R O ER 4 E D k5 A S B . I
YERIR N ADUARIME B, JREITRS . A6
I, X b 28 R G S LA 2 >0 R ) E 2 S
AR, IR EWFFE I mOA B 7 AR b 2 R G rh
FEATE, H RNA 5 EANFH mPA B
P AL SO OIS, ST TR R . ik
FIF A R B AT RACBITE A, m°A B4 Y e 2s
PORVIRYN IR RARN Y a = NN 2 RTRR VAR = BN a1 00
BORATAL . 52 fal AR S AE W) D e A (8] 1),

,
i apkl. Fadd, Ngft
P

mRNAJHE

mRNA 7

4@) CONS >[ESci ARTH A
I Nscsti R

@ L v

Ptprd, Ddr2, Hl
——+ KIH 2R B8
SA

g, S0CSD
s R

FHEEHRE

Fig. 1 The effect of N°-methyladenosine in central nervous system
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3.1 mPAEIREIMARK A B REINEE

m°A &S SHUAR Z R A aiGsh, S549%
UiRe B VIAHOC . AR A, 75K B2 2
e, ARG A mOA AR KOSy R, IR
RNA [ m°A 465 4140 % B MIhAE R A B2
F I 2R T RS K BAE AS R X L B A ) 28 4 g o
2R, mPA B KE BRI, R UL ek
mMRNAs ) m°A &K 35w T4 5ok ik
mRNASs [ m°A B4 KF, /NI mPA 47K
R T RERZE, Mzt RNA 1 meA Bk
T AR, XS gh RE BT mOA & B X
FRSEPERUSE M, NEEE mRNA . N[EF)H 3B AL
R VLKA (] 1 R AR KT8 2 0T o 28 2 ) A 2 )
e RSB BFST W], YTHDF2 Bk al i flik
ki Bz 22 v B0 B 28 T AR L R AE AN R S, e 2R T
A MR D, B 2o A A A 2 e B W
T ER AT A LUh st 2oos, 3
K B 2 % B 18 H ARG o e S %,

METTL3 /S i mCA &40 7 i L s /I ik 1 %
BMIRE P R E ATTRARER, K/ BRI
Ty METTLS JEH A PEMERE R, mPA 84Kk
W, FEUNMNE AR T AT CIE Dapkl, Fadd, Ngfr
) MRNA e, syl B s, AR
KRR, AT/ R B AL 22 F R, meA
B4 28 Z2 AR AR LI 52 w25 Tl ZH 2L AR K kB AR
Yok, m°A HSLALFEROEE . 25 P LU R B L R
RNA Z5 G AR RIBRH , FOR- O 2 41 i
KERZ, M&oom e, RESEMAL kT
S

3.2 m°A BRI IERICIZ#E

2 FNCAZ R RN EE D REZ —, 22w
TV o8 B v 35k PR 858 VB 1 5 B 3[R M 58 A o
EAMFF A, meA MK A ez B K
HISE, BN, W5 EFIH Cre/lLoxP R GeE/ NI
FZ RN T DX AR S e T L A RS I METTLS,
KB METTL3 nf 3@ 4% m°A B0 1IEG H H
IEIPRERE, SEIEG HASIA L, efZ I E RE
TBEAK . BT — N JEic i Re Tk, T3
5 METTL3 & MUK W2 RE ) W& 1658, SIERH m°A

1B B K0 B, IF AR IE A2 22
SARE I R EIAME . L5 LRTIR, m°A 1B
T R WA R T A R S S IR R T g
52[36] .

T2 TR TR ik 32 1) mOA 454 1 YTHDFL /Y
ot e RN RIS, mPA B S E A
YTHDFL 254, ik sUAR /N B S pi 2 o0 Jl B~ 1Y
A mRNA B B35, 458 T 10 2% 2 514 hg
MR YTHDFL LR Al S 3 58 il A 32 4, /DB~
ICIZIhREF= L B, (i YTHDFL ik, AL
1652 5 fith D) R 1) BB

FTO HAMSHCIZ I PER, 76 Kb &
FEEAE. TE/NRIE S e A% . W&
HIATRIE] FTO FRiE. Spy J&—Fh 5 %= fil e fif
FHOCH L, FTO BERSIMHI Spy ik, 7EAMAA
PRI, BRI S350 FTO 3Rk ml 4 Spy &
Kl mRNA 195655, $25 Spy I HK, BaEhg iR
NEBIEAZ 1, R FTO fgfgdmdliciz e ., it
— AR T mPA B SicZ B R e, R
m°A T RESE S 51042 J1 I s Ay A i s ] 1 0,

3.3 mAEEMZTHARNBRERMSK

it /N BRI BRI 400 B meA I8 4 1t A7 2
B mOA A R T i e v S B B R ST AR
ML mPA 7EAR 2 mRNA R 46 TR 4D RNA 5
FYIET s 4, l A AR IC AN ERE B B SR AR A A I
IhEE. B AL RS METTLS JE A A9 RR sl ok
HH 35 mPA B KT REAIG, 43K 52 Nanog 2
P23k, 8 ESC M [ FR BT ) oAk 1 il A v Az 4

W &I, TE/NBRIRG B9 0 4 T 40 i (neural
stem cell, NSCs)H', F|FJ Cre/loxp Z Gt4s 5P mt b
AL FEE METTLL4, JEULE4n LAY, nl kBt
NSCs M43 HE JIREAK, A LBERT, WFEH mPA ]
AEEL A M5k NSCs HIRHE Hofe /B8, 4 1 Bih
S NSCs it [H KRB FTE AL iy F E LA . ZWE5T
B METTLL4 ik REf 3 9 41 25 11 CBP Al p300
) mRNA FaEtE, S8 H3K27ac FikK T+,
NSCs 45 PE4L 8 (B K38 . 28 L rak
mOA B BE 3 o 2R 2 2 1 mRNA B RS M A R
HE B, fEdk NSCs 5, i HIER 0k, LU
TREE NSCs 2 i B At 2% o X 784 Ay 2 PR R s L
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Tl 7E M A A iE S R HEE EEAR R, KA B T
FERHZE R GUEA I T 20 LA 7 AR L 1] 3R 97

Zc3h13 3 5 5 i mPA B 4R mESC (1 4 35
B AR e/ BG40 g (embryonic stem cell,
ESCs)iifi i Zc3h13 JE K J5 , mRNA HEL R m°A 7K
BETME, WTAP., Virilizer Fl1 Hakai M 408 #% %%
ML, mESC Ry H T B 52 B H AR w4745
fbo 1EW] Zc3h13 il it WTAP-Virilizer-Hakai & &
ViR e A 2N, RIE o mPA AL Y, 4k ifi
P mESC 1y B TR TEHr .

FTO /B m°A L HISLAL RS W, AERS Zh A TR
Mz an i B mE A0, BB & B, FTO
ARl R ] B STAT 3 3 s v S B ] 22 [H] 1~ Pdgfirer Y
FIXHNF SOCS5 MR, 4kmisli STAT3
TP Ok B L B AT BSR4 T A L Y 3
Fpp oo bS8, Mg kA . Ak, FTO
BRI IA BERD ] MMP-9 5733k, F il i 2 8 3%
+ BDNF fm Tt #%, Mg & T Fi-m -1 1
%% (thehypothalamic—pituitary—adrenal axis, HPA)i&
S E G, RARFBUNBRM A ITTHLR R, NI
KFETHEIE, mHLA R el

34 mAEEHREBL

28 filk BEAS WS B A2 Pl 2 0 2 B D RE R 48
TOAIR 28 J58 I 1] 6 o, 3 e o3 72 A7 356 S50 R 5 T
ZEICTE ), Ji At 28 190 445 45 K G By B A0 LA R A
TEFL S M2 RS Z I, m°A B 5 E
A R R A . Blin Ak #2248t /NS AR
#2575 (dorsal root ganglion, DRG)H % m°A & 1fi
4 P 2B R D LR 9 mRNA ZKCE# 5, (R R A RS
. AR DRGs i METTL14 5 RNA 4545 EH
YTHDFL, 40l P26 AR OC I IR i 2 A B 2, JF
FEACIA N2 R R IR FAEDIRE . ILAh, 7E A
RIS 2R 580, METTL14 /v 510 meA & Afifi %
FEIESE Pten [ 3R35, 5200 I RS0 28 e il R
BE TN, AW IR T ML R A AR S B
AR 2 fid= A R R AR, R BR T i 2 Ak
Y 5 i S AR R 20 B A A o ) = 5 4
FE = 5 sl v mT R ) = B 0 98 Mk 6 e skl B L
AR fil )Ry R AR 1A R E BT RE, 58 R R AR

HTEERE M e RSt i s h R ¥ T HEAE M,
WFFEIA R JR B B R R A 2 R B 5 o K P e
{1 T B BRHL A 34 A 5 Mk v e kAL R A AR
m°A B, m°A BEEEMEE I 5 il BT AT 40 P A R
WG, LA RS BN S0 mPA B RS sk 2E
MRNA A, 5 5 filk RNA B et 2 . b
Wt EBR RNA 25468 A YTHDL fil YTHDF3, il
5 fih 52 0 5 SR B Ape 1) mRNA B e, B4
Sl EMATCIEETH . R I, g
AR, mPA ATE A RE mRNA S B A
gk sz S i Tite, JIEMERGE T H .

35 mA ERBRMEZRZERRELELEDHN
ER

FB T mCA B K B kAR £ X K ) K B R
IEH A 20 M D RE = A 52, 7E X R G A e
i, meA B S E2 R G EE YRR E
RVFEM 4 RGN KA e R A

B /R X T 2R W AE (Alzheimer's disease, AD)YEH
T BB A AR AT PR 2 — , SR IR UL I R R 2
AU, AD 119 25 BIUJ B 22 R I A S 41 B RN A 28 21 2 i 45
SR R W AN T R B A B0 T e,
FTO E R m°A 2 F 3 Ak 2 A% i A 11 28 5305 Hh Jee—
BT, AR FTO 26 P Y BT IR £
P (single nucleotide polymorphism, SNP)£: 5 £ Fh
PRZBIR I KA RRJE, TR SHIE T FTO
Z 5Kk B MG RS2 MERGA M E
Pyt RV Tau # 1ad BE WAL Y o 22 2T 4
g5 R AD RYSUALR AR — PR AW E TR
e SRR FTO 9 3 xTg-AD /N, JIF7E 3
XTg-AD /MR ZH 2L PRI 2] FTO /9 mRNA 7KF K&
T HKF 2 T, ¥ 3 XTg-AD /U 28 0 Hh it B
FTO 33k TSC1 HY.EIK-F-RIBERR AL AT LIH, BT
T mTOR {55 3G o LA 25 R K 00 FTO e 1L 3%
Jm mTOR L i#MiI3 TSC1 A mRNA 7K F 3K i
mTOR {55 ¥, ik Tau HABERRIL, HEmiHEs)
AD BRI A U Bop it e T S — R
&L, XF L APP/PST 5 5L PR /INERURITN R ZH C57BL/6 /s
L RNA . m°A LMK, KB APP/PSL 3L H
/N B S AN T mPA BT R, i ELZE AD
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NEH, mCA LR AS i METTLS 1R IATHR
1M meA 25 H AL AL Bl FTO (2R AR, I %8
fil . W2 R B R LA, $EH mA Al fE
Xt AD R S A HE SR HITO, HARIE A e
m°A Xt AD BIFZE, (B F R AAIF ST 45 5 A Bl
FIATIE T AD SR EALH AL LA T4

F 4 #%4iE (Parkinson's disease, PD)HJ&—Fh#
UL B A TR, AR R i AN, R
PR bR, B SRR L WL RN S O Ml
T, L B AR Sy v iy P B 22 B i R i 48 o 1 AR
PESE TR B /IMARTE I, I 5 1 /2 SOIR A £ T4 e &5
> | 22 EU S IR B S5 O i A RIS R B,
FER AT R 6-F2 5L 2 U (6-OHDA)I%E S 11 PC12 4
Ji A0 PD A BRI SCAR AR ARG I 51 mPA i KCE PRI
TE 22 U5 i RE A 20 N ol 3k F AR L RS Il FTO A
i meA R AE mOA B K E, ReiEif S
NMDARL SZ Ry ik, Mot & LR Ca® P,
SO LT, 4R EW FTO 451
mOA 51 58 53 I8 #55 NMDARL (1438 7K 5% 10 22 [ e fig b
SR T, WL RIAN]T FTO 78 PD A% ik
FE ] i & 1 B A FH Y,

fEt: X Ye @ik Li &4 (fragile X syndrome, FXS)
JEH TR X BT E A (FMRP) DI fig 5% 51
A — b X BN 58 440 S A% 1Y B R . FMRP
JE—Ff i FMR1L JER 4t () RNA 455 8, 76K
MR TT RS, AT R T 5 A O R DR 7 S
P WFs &, FMRP figfs 5 H mRNA 1Y m°A {i
MEEA, YERE mRNA WERE M. i H FMRP £ LL3E
RNA 97705 YTHDF2 #H B AFH , %W FMRP 7] fig
5 YTHDF2 L[ mPA B F 19 mRNA Fa5E
PEBA FMRP F1 mPA 1841 (19 56 2 0 T4k FXS B3R 9%
B AT FE a5 AR 1 14 S B

JARSE (major depressive disorder, MDD)J&—Ff
Z R F RS, s R AL R TE R, I
PRFEI A1 5 IG5« (5= D400 . £ BAN A R e IR S5
W2, DA REY FTO A5 MDD %k
o AU AR 56 , ELGF DU B mPA &1 558 5 MDD
AR SEPE BEA T B 0 M, % mPA B IR AT 1T AESY
i MDD &L B, Bogrfise L, R
J5 40 v 5 3R PRI RNA STAGL (circular RNA

STAG1, circSTAGL) A #li4] ALKBHS [f] 41 it 4% rh 4%
iE, FE% FAAH J:P mRNA 1) meA Bk, S35
FAAH [ , M 5k 25 0 8 AL O A4t ) o o i AT ATS
1B, ALKBHS5 45 m°A &14fi 55 circSTAGL 22
] A 3 SR AR A 1T BE A MIRYTY MDD BT

JiE J5 1 2 it 984 (glioblastoma multiforme, GBM)
S — P T A0 R v R R T e R R R, L
HARIRZZZPEMEIENE . mRNA K- 3855 5 i i
M Z AT, AR . BT T AR TR R
FfRE &R o AR A TR R, R TR T
41 fifd (glioma stem cells, GSC) " @ B METTL3 |
METTL14 [ T m°A BHiKF, BEMEHESR GSC 1Y
WA Ae Sy, fRUEME K. XKEH AR ML
(forkhead box protein M1, FOXM1).&— Ff 7 2 itd J&
WY L A TR RO K A v ke GRSk
KT, W98 4P, ALKBHS5 e nl LIl FOXM1 Hy
MRNA %A B H AL, T30 FOXML [ mRNA 7K
SRR KT B BRAIC, 406 T GSC g 5E e 1 Al
Fom vk, FH ALKBHS 75 i 5B 41 e o e AU
TR o PR A I mOA 84 mT il B A e 5 £ 200 i
FEIRIT RIS, (A BFFSIER mPA BififE GSC
HOKSE TS, R TR AN R SO E A, Rt
m°A B4 % GSC MR A7 AE 4 o

mPA fF2 RNA 1t = B2 e s (9 181, 72 38145
SN RIE . A A is MRS A 2 R G RE TR R
PEEZMER . mPA KTt H AR B R 2%
PR R Wi AL [ 917, 7E RNA 258 E A RIERT
M RNA (ARSI  mPA BFE A 2 h i
JE HE H A AL 20, B mOA B 7 R 1) 1 2
RE LA S 22 6 1 1A [ B B M 3 28 S JE PR I
TEAEF A REIER NIRRT M EERE MO, &
58 A B 7K V- S Al S H G SRR K - 1 S H
SRR B JZ /NI R T Bk o HERAE IR G 28
R TR SR A S AL BT mOA A R
. mCA BAEE A PLRICAIZ IR, K
WHCAZ T ILIE DL e 222 B8, 25 METTL3, FTO
SEOCHEVR I HE I RIS, R TR ICIC I RERY 2
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AR, mA AR A5 5 T 4 Bl PR S R P S
RATE G T3, mPA BiRES L 05 5
TR B, B AR A S B UK, R
FMANTIRE . MBI, méA BT AR R G
M2 U AR, AR I i R A LA 7
it~ HER.

m°A B AL SICIZ I fE . Mg . Mgon
28 f DI RE L AHOG, IRRERZ MR oo T . 4iJf
HEFE ANk, 3k BB BT R I BRE | A4 AR S
2P b B E BRI IR . LR,
MCA T 2P AR R LA, R
A e R B S8 2 B VR T T AL R S8 A5 . BT LA
7R MOA K B il A A 2 5 P RO VE ] G

B Rl oR R R, B T A A
m°A )3 AR ChIP-seq.PAR-CLIP .MeRIP-seq #F,
MW B — 2B 2 mPA I EE AP, Hire
HWFIE Mk 7 BT dCas13b RYFEE RS, =
B SR AIF S 4 E B P R BB RNA 1 2 T fiE RO
BEAN A T RS B4 meA B TE, BF9E 50T &
T mPA gl %% a 2 CRISPR-
Cas9 4rl5 mPA FIILEE RSBmO 4 . 25 3L AL 56 8
fitf(FTO = ALKBH5)45 4, AT RNA FY4HEE (37
AT mPA BRI F bR, FE AR E SRR T
MU RNA 851, feibos b, WEoe & i gt
THEONE RO HER SRS . TRM GRS, X
L CRISPR-Cas13 Jfy LAt , 1| FH il & 25 11 1) 5 RNA,
¥y i dCas13-M3nls il dCas13-M3M1l4nes il
TRM #ifaa%, 76 RIFF i b Sl s 2 . ARG AY
RNA %458 3 H 78 HEK293T 4 il | F TRM %
HBAAKIIE Actb JE[H mRNA ) A1216 v 554
meA &M, FERSIEAIL mRNA IKF, BB T0F5E
mA & i K S XF mRNA = By 9 45 4 T DL &
MRNA 5% A 52 0 5 19 mPA B4 4T RNA 59 3%
AP AR . mOA I AT DUYE LA B mPA s
RS Bh 22 SEA T R T 2 T A 43 BT, T A S E
m°A B A 7R 3R B W T R T VR . e AN
FH RN, RO e RNA FEE 51 m°A
o 4516 U T LK Bl SR R Ok, B S PR —
RNA 52 {7 5 mCA BAs , 058 Hoxt 5L K T fig
KA BE BRI . mPA A i Th BRI 545 5 i

FEUE, A TG %) T et K i 22 9 48 7 1K
FTF mPA A I T BE AT 5T AT — L8 (R FIUA 7 A
P, BIANAERRE mRNA W E R R 5 & A 1
m°A B, BRI RS A 25 RNASS
S5 S5 mA 45 A 2520 RNA iz
FEEAC S AL Bl . 2 Y A0 2R B8 It R ] s A 1 2 ()
BAAAERERER 20 AT B 22 0] 2 A A 7E P
sAEPURIPE R, FEALIR IE H A B G0 T LS IS 0
T, EHTEERAENRE ., XN SR E A
EPEATINT . IR IX B T AR A48 R 2555 B 5% 5 %F
2RI DI RE -5 0 I AL E AT E— 2P R &R .
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