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ASCHE S AERNA - mC AR B HC BT 5877 12 ) S i
I, 2R TRNA m°AMBH 5 G R R FU iR &
PR T m AMBHCE G A S TRIE B S
B VLR R GUR E R T AR S AR T HL
S TRNA  m°AFFSEAL G 75 G 28 s v (1) 2 B0,
Jee BB 1 A8 FH R AL B W 14 S 288 R T 8 A AR S ) A4
TR R R IERRNA m AR EAL U5 WL 038 0, Ay
IRNTR T G P ]S RN A FR I A0 A4S 1 AL i 32 43 T
2%,

1 RNA m°AH 34k

RNA mAFFEAL, B RIERS AL A RUR T Bk
LRI EM. FIDNAF SRR, fERA—F 2
Z 58RI BB AT B, A ThEE
WIT H &R EAFRNZS 5. m° AR
M REE A R EARE: “BRE A (m AZEH L
). “BNE A" (m AP IR R B A5 H 7 (m°A
“SEEN).

1.1  RNA m°A3:H HALEG

RNA mCA )2 AL 5 3R AR T 2 T (L il
FTOM o-Fi [, — B A H6 14 XU B ALKBHS.  FTOs&
AN E I R A mOA 2 M E Y, B
M LR, B mC A DA — sl A T 7 s
HRIE, 545, WFTOWTTRUNXIT1H ]
S SHEH AR, ULZ293 T 13- i
mRNAJI L. (A B, AW A A NFTOR T
HAmM AZ FIAETE, tHAs trmeA, 2 341
ALKBHS &5 “ AN % e H i £ WL, S5FTOH
AR R FIRLE], HoR S e X m A 2 FR 2R,
ALKBEE #3838 % 7 T FTOMALKBHS 1) A 7] [X 3,
PG TS P AR, FROMHXDXnHAIRXXXXXR(X=
FEATRIEERR), 705 5Fe(1) LA K o-B 12— R W) 45
4. 5ALKBHSHI L, FTORICAK i e SN S H
S5EABRAMEAER. ALKBHS N3 R E2E T4
IhE S AR, HA SRR Ak AT ALKBHS! .

FTORALKBHSY) B A & 3 {21 SURE S PR AN 22
AR P 58 AL, AIFTOTE NG I AR ZH 23 g B 3, 1
ALKBH5 F 2 gis" REmA % PR
PRAE T ASHAAME S gt 77 3 me A K F

FBt, {HHeLadii i th BOAR b7 06 % B m A/K F7E
HASMRNA: fi7 J8 W AR R AR AR ) R zh & 1
m°AZ AL T REA IR T4 5 S B 4140, RNA m°A
2% A 7 At A B R v A 9 A R T L — b
L.

1.2 RNA m°Af HEEREE

RNA m A2 1 IR 78 il 52 5 00 S- I 17
FR IR (SAM) I FF LRI 2] B ARRNA LY Ft i
B E &Y E B AA #EEMMETTL! Y,
RNAZ & FAMETTL14", R4 46 B4 A 1 Wilms i
S AH B IWTAPHIKIAA 14291718 1) g F BLHEH5 i
AN T HERBM 1SR 4445 CCCHZ R,
(K125 1 ZC3H 130772 {0 HY ik s 5 g 7 5%
METTL3 & —Fh i B 57 (K1 85 (1R Y, 2 WiE o
] DAAE AR A0 38 B BT & R BERNAH I GACEY
AACHEF I Tm A METTL 1476 A 3h 4+
W m RS, FFH T LLSMETTL3JE Bife & 1) &
FUR 5 AP wang%s APYRF 5 T METTL3-
METTLI4E &R kg5, R 5 HMETTL14
FAT IR I R LR Bl 7 A 9 BN AE A b m AT
e, HZMETTLI4T]$2BERNASS & 3028, s Ay
SEMETTL3 A L DN RE". fF JymC A FERE R W 52 &5
YIRS 3, WTAPAZAMETTL3-METTLI4E &¥)5€
PT84 &M EmRNAN T A 7 1 BT 5
(¥9128), A% 38 o 1 SR METTL3/METTL 145 41 ffu 4%
ImRNAFH BAEH LAR Eme AR, thab, 15
NAS49ZH i T R R KIA A 14296815 S 3im A = 5 Ik 2>
PUfs, FPIKIAA1429 A Am A SR EER"". &
T, RBMI15% 5% 2 [RIVERBM15BHIE B 2 m A FH 4L
HRMEAY R, HiE% B METTL3/14%E A
B EWHEBIRNAH IR E AL /L, TR T I FE14: H
HEAE T R A = AN S AR B ZC3H 13 2 mC A G Y
BN — R 5, RENS U T m A B L AL (& 1 K
%_7‘[2(%22]'

br 7 Ay IR E AW, A AR LA
B B B A m°A B LR ERE . METTL16REM 15
MiU6/NMZRNA, MAT2AR W AT B8 1 H A
mRNAP" ZCCHC4FIMETTLS K m A b % 18S Al
28SHZHERRNAS 4, (H H A i A< R I L6l 2R 1)
mC A 5 s R . BEEFTARINAN, A feaf
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Figure 1 Dynamic reversible methylation process of RNA m°A and its molecular functions

B2 (fm AR IR R S0 WA R B, T
ek 3 8 A U 9 AT R ST T 1 S U R 4%

1.3 RNA m°AX B EH

m° A% SEmRNA I BRI N2 28 2R A,
WA Ime AR T E A S0 AR R R
FH R, YTS521-BRIVEME(YTH) & (A 5 K B AT 70
iy, AR T 4 5 Y THDF,
YTHDF2HMIYTHDF3'*%, DA K ANYTHDCE H, —
AN T4 AZ P Y THDC1E ", 55— AN T4 i
F i YTHDC2PY, YTHDF& (A K ik B A (757 1Y TH
SERIR, BEE7E HLP/Q/N richZE M3 i 3L R/ F T 401
PEHLZE S RNA FrImCAR? . BARFGE S LM R 10 45
I SRNALE &, (HENSEHEEEAH, HEMRT
AW ThEe. Fo, YTHDF1 OV 4B iiE B B i 5 5
PR IA R TR S5 & B SR mRNA B0, iRt ot
F W, YTHDF2REWSIE T B #2554 CCR4-NOT /it IR 1
i 5 A R R me A RN A 7Y, YTHDF3
4 I\ N 2 3 3 3[R Y THDFE 1 MY THDF2 %% 3% 4E
X 5YTHDFIAH HAEH K, YTHDF3R] LU 5 — Lk
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RWEAR TR (1 HOAR ELAE AE EmRNAF DY, Ty
YTHDF2#H HAEF K, YTHDE3X AU HEES S
mRNA RS, R, 75 5L 2 B TS L, 4
AT 8 LAY THDF3 4361 4 75 7 B mRIN A ) [ it A0 6
P, HET I M S IE R R IA M Bh A 5.

YTHDCH A ff) 25 20 2 i 4l R 22 AT 1 =R 2.
PR R I, B PMmARE R 1Y THDC 13l 17 524 B
B73[K T-SRSF3, #I#HISRSF10, (£ 4h & Fa s, 5
— T 5% B, YTHDC15 SRSF3FINXF 1454 1] LA
(2 iFm A¥EmRNA I H %%, YTHDC2 2 AR % k1
R AR F(~160 kD), J58 1 VF 2 fif e B 45 H R0
NG EAEE Y, X LRIk 55 R A g
YTHDC2 B ZMIhaE, AFEIHTTRNAL A S MR
AFRNAL M, UL 5 HAb 2R A AR B AR Y, (HR,
YTHDC2 A 2E T RE A7 401 — JiTH, FFFEIA R
YTHDC2 H A W3 B 30%, RN S m A mRNA
FERERY, 5—J7H, A% R PLEHEK S
Y THDC2 A A4 &rmRNAF mC Al ) i s 3
$E7R, YTHDC2AJ A i 5 Hopth IR -7 b B4R I ) 2%
P m A BRI RNAR %
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Bk T YTHZ R T 2 4h, A A R A s e
NARBIIES AmA. BN, EAZEGE T3IF)E &
Yy, it % S A me A S UTRA BAEFH, %
F40S T e 4h 2 A ) 55 2 B mRNA [ S'UTR LA
B R A . hnRNPA2/B1HIHNRNPGRE 45 4 m°A
& TRNA LA A5 5782 FmicroRNA B Y. Sk
PE2 JMIK N 22 H (fragile X mental retardation protein,
FMRP) 4 11 B &% LU 4R i 77 3045 &rm A& i
IRNAY, R RB, S RAERKE T4 8 EA
IGF2BP, fEIEH PSR T Ref% il it 45 5 FEmRNA
m° A FEMRNARI R E PERIE A, Bk al I, m°AfE
MR BRI AN IhRE, FEBRTIRMEAR
5.

2 RNA m°AH AL Bk 7 3
2.1 m6A-seq$l]MeRIP-seq

RN FEm® AME V18 o 25 2 R o (0 40 A,
BL B m® AfE Vi B M mRN A 7 32 AL o] 06 250G 0465 72
mRNA _Fm® A BE 4 K7 (RIS 5 A A2 1 R ARG
). Dominissini N\ “'7E20124EF FHm ABUIATF R T
m°A B X 5 1 4 1 S 41 i m° A-seq MIMeRIP-seq,
AR T A AR E Am A AR AR
7L, 33 o 7 9 Rl 0 S 53 mC A U ) e
A%, FHIm AR — P H Al i s, B
F3UTRME L35 7 W, 1 HAESE 7 m° A& i
RAENFN R AR 2 0 R R m iRt B
PR RE ST, E RS m AR T ARk
HEAT AR E &, T H K 29200 nt 43 #2563 DL A iR
B AR, [F TR R AR R A A
oy IR PR MR S5 R(GR 1).

F 1 RNA m°AF SISO 777
Table 1 m°A detection methods

2.2 FUEIL SRR BRI O

AT HE B EmC AN HER, PA-m°A-seq
N3z 1 2B (high-resolution  N(6)-methyladenosine map
using photo-crosslinking-assisted m’A sequencing). fi]
ME 2, Fa-TRR T @-sU)BR I REH & S8
IRARNA, A58 FH365 nm % 4 0 H k47 52 k.
RNase TURAZEEIRNATH AL Z 2930 nt, M LI & 2
PR, HE, W m AT 55 4-sU 2 1) () 50 5
KK, TP ReTCEART R, [RIF, 5540 B FE A BRI,
FE254 nm#E AL T, RNAF BERIm ALk 2 (6] 7] LA
AR, JE T AR ORI ST AR A5 m AE M 1
RNAJ7 B, MITIAE BN s 2 DUSAZ IR 7 P kG
H S B mO AB A B 5 A A D X 3 5 i 4 oA
m°A-CLIPAImiCLIP® ™, gtk 9K FLRNAD T4 A
(RYRIF 2 o R 5 ZRIRZS T HIRNA A I m A IS R 4t
T A (NT-m  A-seq) ™. 7 0 FH A7 96 o ML AL
JIES 38 2 (K L) I 2 SR E I, DL A it
2 TE BURFEVE B 1 R AR S 510 AR R, W5 fE
K TR R, $&E T IR U ERR R, T B
BT AHm AR 5 AR FIRNATE R 2 7] 56
F. BRI T mCA-seq 2 HERAR A B, (H
RAAEEAER 2. FEMRNAME KK, FHAIRE
F R em AL X 5 BN (K D).

2.3 meAERAHIIIT T

AT RmAMB AT E BT, Garcia-Campos®
AR Zhang&s A\ Yk 5 A 3 T m AB iR 1 R,
TFR T AT Hiik Im® A % 58 J73:(#1): MAZTER-
seqMIDART-seq. MAZTER-seq+ | ffiMazF RNAFi}
TEAR I ACALTIEIRNA, 1IASBELE 344017

TEZ IR LETs Pag 2 %K
MeRIP-Seq/m°A-seq m° Atk #E 51T 200 nt X E R PERK. FAERER S S
PA-m°A-seq 4-sUMIRNase T1. R m 30 nt AlRE AR HXER
m°A-CLIP/miCLIP 254 nm SRk PR HE BefEE 5. mRNAFMIE K. HxER
NT-m°A-seq PEORFLEAR . FlFRA R ARAR BRI R AL A v BT BAEE 4. mRNAFE K. A E &
MAZTER-seq MazF RNABE. & &5 Hr L &R X A R
DART-seq ot i B APOBEC & 4347 B BRIEE A
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FIRNAFIRE. X2 H LU R PR meA
BT B 'R T, H BT MazF s st 3
SUBE A I B K 2716 % 1/ 5L 30 % m° A& i A 5
DART-seqifl id 404 1 i Z B APOBEC 1 5 45 &rm°Aff)
YTHEZ HsED &, AT C-to-UM & 5 K AE7E 5 m°A
FRIEFHABIIAL s, Bl J5 i RNA-seqidt 1745 58 Fl € &,
(IR A7 vk i A SR A i rh R Rk A e B Y

3 RNA m°AMEHi 555 3 %

I B IR TS R AR, BRI T EUR AR, R T
RGBS T 2 s =GR A 524K, BFERIGHE 52
#(RIG-TRIMDA-5) UL & Toll#£ 3 A(TLR-3, 7, 8)°°.
— B ECIR B ARSI P LR T AT
Z(interferon, IFN)FESRIE, MINF=AH PR
SR BT, RNA me AR FIm AR 55 2R A 7E 500
BRE RN RIEEREEEH, MUS5/MNERNAK
B, i ELRE W B T Je R S (S S A IR R 3R
E(FE2).

RNA m°Af&4fi 5% 3 RNA [ A

AL SR, SRR AL e AR P T2 17
FEmMCAIEME, A EREAI A RERNAJG 5. 10 505 25
FIDNAJKEE. 1B m A7EEERNA S (FR F /EH 2 H
A LA K BRI RIF ST AT, 9, 5 6 e A b HImCARE

3.1

ViRE S | TLR3IFIRIG-L0E ", ix— R IR
T EE RS 38 I m A S A R BT S R A IR ) T
BEME. it Luzs NP R I m A B e e 0k A 25
i il 2 (human metapneumovirus, HMPV)E | f 3L
fill b, FH IR CRAR K i m AR B T HMP VIR 3 0k, R IR
mABRIE R T IRNARENS SRIG-145 4, FFAR#ERIG-T
Mt %Ak, FS 1 BTImERRIENIE . &iNsZ,
HMP V5 #4538 i % HERNA G I mC A& 16 1 40 A U5
RNAF—FlTF-BE, DLIBE Gl 5o K )% R G0

RNA  m A B 5 AL 5 4 8 R B (4 55— PRNATE
KIEIIRRNA(circRNA).  FRARRNA 3 i ) B 32
PR HEGAIRNA, 1] 7= A v B AR E I R I B3R,
AP cireRNAE 75 PR R ETA M & b . bufr™
AR BB S B RUE R, R R R, cir-
CRINA I 771 (1) 4 938 Jir M R0 B 1 o R 0 e Pk e R AR
T o, V5B ERNAS S EEE K40 4
I RE,  HmC AME A I circ RN A G545 A< 15 41 IR RN A
SZARRIG-TAITLRAR B,  MT 38 40 5] % 4 32 e 30,
Chen AR St B, HHLL T RAEHGKIcircRNA,
m A& I cireRNAA FE BE B RIG-1Z AR 1 5, %
FHAMAVSHI T 7% 6 K FIRF3E AP RE M 0E, 42
TcircRNARE I it me A ST I G kit b4b, 5 —Ti
T /NRNARIRF AL, 24siRNA I RIE 4 A B meA
BRI, 5 1% B gl A8 1 siRNA ) G0 28 s v 2 FRAG, 1T
HOORNAGE %A 535 )

Innate immune response
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Figure 2 m°A regulates antiviral response to infection through diverse mechanisms
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EARm ABIL AR RN A S 7E 428 1R 51 1) 1 FH 1
FRIRIFFG, (A& H AR 24785 3 me AR
fRNABE N HEARBIFRC K 71, (AR N
fEFALI B ECOZ 1 T m A TRNA R EE K, b2
WS R AR A EARIE T 5 18— DRI

3.2 RNA m A4 5550 R 558 015 5 05

o T m A AR A h U 07 s g 1>,
X A] DAE Jy X 43 78 41 A% A 1 RIN AR E 200 i )
2B KR S RNAKA RIS X Rme AR
T REMR EERNAF F AT e ki, HRETEH T PR
B0 I% (5 5 AH I I (R ) 3Rk v R B E L (1512).

7 I AR T A R mC A AL S S 4
B0 2 5 R R AR 1 (1&12). 5%, Zheng® A%k
PV S VIR 2 B YL 58 T RNAMR e BEDDX46 5 51 7
HFIMAVS, TRAF3HITRAF6 mRNA[¥) 45 &35 1, #E1
FAZELALKBHS X} IX 86mRNA 2 H Fe Ak, A H i B3 72 40
Mtz BRIREATR S A RIEKE, A T 84+
HEM R, ok, Wang®s N8 mCA IR A
%R FThnRNPA2B 1 YDNAJE H 8 A 2 44, Hm°A
X692 9% B (herpes simplex virus, HSV)EGL 5] 1 4
PRV R X I TAEM 45 R % ], hnRNPA2BI
JFENSMEDNAJS, IRGE YR 2R 25 3L ERIMID6TE
2260 AE R AL 25 FR A, AT B B 41 i R AR
TBK1-IRF3-IFNo/Bf5 58 #, JEshPumaE . R,
hnRNPA2B 1t fE %% i# i FH IEFTOXCGAS, IFI16F1
STINGHImRNA % F4k, (2 X BEmRNAR A%, 3
BRTBK 1-IRF3-IFNa/Bf5 5 il B, 751X WU 58 1, m°A
I AR 3 o T BVIEN (40 W, 7E 0 2 S
SN HURIE T SREEVER. SR, TESR— T ST,
T S EALKBHS 802 LI I, 17 58 — Tt 7
F B B Gy Ik BH R FTO 5% 65 Kl f s Rk, X%
SR Hm® A 2 A T RSO e ST, T SURE L Pk
HhE AN [ RE R R BB, WEEH
BNy — TR 7 WY,  ALKBHSH A i 38 i 4%
B 20 L e 2 AR W B . Ty, B
RN T RN EE IR, 2 Il 55 ALKBHS 1) 25 F 2
AR YE, 38 o I R I U (oxoglutarate - dehy-
drogenase complex, OGDH) mRNA I fJm°A F 3£k 1&
MiZKF, PR mRNARRE MR8 [ RIA K, 18090
B S B 75 AR AR B2 R £h (itaconate) IR = 2E, AT

L A 2 G AR AT LA ) 5 .

5 FRBFFRARR R, HALH R EE K Bm AL
Wi o3 1 S 4 P00 38 B2, WinklerZs ATyt
FFEW, £ E 4% 8 (human cytomegalovirus,
HCMV) Rl A 4E 40 i f5, TIFNBAIIFNafJmRNAfRE
B HEMETTL3 AT m A L8, #Ei 45 & & A
YTHDF2 R3], HFEARTF- PR R IAKF; A58 71X
Fm A S 10 T 25 8 PR i 4% 07 A 7 B P g2 1 =
(¥, RubioZ A "% BLIFNB mRNATE SR L5 51 FI3'UTR
HEEM AEH, dsDNABHCM VB GLfil & 1) T 8
TR E I 4 ZF 4 m A 3 B BEMETTL 1451
2R EEALKBHS 350, A SE R4 FN % 40 0 #r
€ ALKBHS (15 2k RENS B 32 R 5 0% 25 2% SN (1)
FHRIFEKFRIE, MMETTL 1485 )2 i i S 2B AR 14 &
SRTFRRN SR N R 1%, a2, XU R R T meAME
RTPUE N A U8 9 R - R 45 e B e g% N 2

gz LA, mCAFENE G B R S RS T G
VEFRARAEAE SR, B 25 548 2 Hrm A i 4
mRNA (& B B0 i) B #E 2 m, R i e M I7EAN R
41 Hf 24 Y R B Sk AR w4 FH ML K 2 R SR T 5

4  RNA m A& 55 40t G e 2%

% T 2 5P0R S REZ AN, RNA m°ABIHEER
2 AR 2 T AR ) I A Ok R L R AR
H. G2 51 R R0 OB, FEMUMAE. 15 3 ik
Z G AR TLRAA & FIDNAAL B A8 75 A A5 R
5 5% {A (pattern recognition receptor, PRR)EZ14H 14 [¥]
W R, W EZ ¥ (lipopolysaccharide, LPS)E{ & A
B CpGIE T IIDNA; SR JE W0 TS Sid@es, JUH
M A FxB(nuclear factor k-B, NF-xB)Ff122Z4 | yE4k,
5 ¥ (mitogen-activated protein kinase, MAPK){&
SR, FEE R AL 1 E 40/ 3 6(interleukin
6, IL-6)FHEAAE A F-a(tumor necrosis factor-a,
TNF-o0) {1774, 8 7 9 955 5 I8 R0 e G 2 s,

AR 5038 B 2 B m° A-SNPAIZE 7% H0 B Mok
Ji (expression quantitative trait loci, eQTL)%HE, &I
41572041 m°A-cis-eQTLsF1381m°A-trans-eQTLs 5
WIS AT, RETTR E T 132 14N /R Am®A-cis-
eQTLsHINLE; H-omm° A i fE 41 B I e vk 5 v
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EEEMMERN. 5 kI, METTL3 51
m A DCAI M HCD40, CDSOFITLRA(S S
TERLAS TIRAP mRNAMIHH L FE, S TLR4/NF-kBf5
S, FSAME T A, R Pm A BT RE S AE
ST A 28 s I A V) B4 5D C 1 AR i Bh A% (X
T AT WL 75 0 TLRA B A e S MR IR A R 1 5
TongZ N3 it CRISPR-Cas9 i ik ik 6, iF 52
METTL3 /& Wi 48 i 5 R S S TR 15 R, i Hok
FIMETTL3 @ [ FIRAKM mRNABETLRA(E 518
BRI SRR I S R, X 45 R I m A BE S 4
S IS TLRAME 50 s, FD0 Ho At 485 G IR0 52 44
(UITLR2)/2 75 F T H B ) 28 1 FH ik 75 ZE 3t — D At
7e. Wuls NV IE B, S pE I, ELNEAR i mO AR
%] 52 2 Y THDF2 5 2K 38 i1 T KDM6B mRNA [ £35E
P, (et T4 A H3K27me3 2 AL, B8 T 2R
RYNHL A T I . AP 7 KB, LPSHIE
YL R, BRAMETTL3 A 5@ i BRI TRAF6
mRNA_Em AT, M, BRmRE T
R, Y THDF 10U 8 % LAm® A4 77 0 72
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The function of the immune system relies on the strict regulation of gene expression. Recent studies have identified that RNA-
modified N6-Methyladenosine (m6A) plays an important role in maintaining immune homeostasis. Here, based on previous research
methods for RNA m°A methylation, we review the current research progress of the effect of RNA m°A regulation on immune
homeostasis, such as immune recognition, antiviral infection, antibacterial infection, adaptive immune response, and tumor immunity.
In addition, we discuss some of the current challenges in this field and suggest the future direction of research related to m°A
methylation modification and immune homeostasis.
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