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[Abstract] Sepsis is a life-threatening organ dysfunction caused by a dysregulated host response to infection, its
exact pathogenesis has not yet been fully elucidated, and the clinical mortality rate remains high. N6-methyladenosine
(m6A) modification is a common form of post-transcriptional chemical modification in eukaryotes. By influencing RNA
splicing, nuclear-cytoplasmic transport, and translation, it plays a role in regulating various pathophysiological processes.
Recent studies have revealed that dynamic changes in m6A modifications are associated with damage caused by the
immune response in sepsis. During the progression of sepsis, alterations in the activity of m6A modification-associated
methyltransferases, demethylases and recognition proteins within immune cells can influence the RNA metabolism
of key downstream signalling molecules. m6A modification may participate in the chemotaxis of macrophages and
neutrophils by regulating the expression of relevant transcription factors. Furthermore, m6A modification is also involved
in regulating the RNA metabolic re-editing process of adaptive immune cells in sepsis. Focusing on the aforementioned
pathophysiological processes, this review summarises the current state of research on the involvement of m6A
modifications in macrophage polarisation, neutrophil migration, and the regulation of RNA metabolism and immune cell
re-editing in sepsis. It aims to provide a reference for understanding the role of m6A modifications in immune regulation
within the pathogenesis of sepsis and their potential clinical therapeutic applications.
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N6- It fig 3k ﬂﬁ(NG—methy]adenosine, m6A ) 1& 1
i ELR AR T B RNA B M2 — 0, m6A 16 i 3 1o 34
2 mRNA A8 PR B R 23 A 4 % RNA (non-coding
RNA, neRNA) W W) RE7E A AR 9 ZAE T IZ IVE ] . Feng
SR URFFEAESE , mOA 6038 1 84 516 R s I M g A
A Z R Y S S AR EBR I & A . m6A B i fE
Oy — T R PR SR B B T e e, 9 K BT e T Y 4%
BB B OCEEAME] . BORIREEAE A LTI 17 oA )
B, {5 4 B RAE [z I 25 A 1iF (systemic inflammatory response
syndrome, SIRS) SAR 21 3t 2% I i 25 A1 (Compensatory
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anti-inflammatory response syndrome, CARS) f XU 2 I & ik
TRAESET- A B B i B, F R B = $ ) 4
SEVATT ARG o R, TS AR R M EEAE 10 S R ML ]
DAy R PRI A3 R B I o R ke B RO R, B
5t mOA A QAT 52 W) R G 2 RS AR SRR, LA B3]
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FHRRERE S5 I8 B AR A A% B PR 4 1 A L B
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PABRHEAE . N6- i Y S AL A4 . Ao LT L i 1
B LW AR AR R SO R R KR P E AN E AR
P2 0 ) 4 SRR T | 8 K T D5 B T 5 L sepsis
N6-methyladenosine modification. pathogenesis. immune
response , diagnosis | treatment VE RSO ZR ), K52 PubMed
Embase ., Web of Science , Cochrane Library B4 )% . 4521} ]
BRI Z 2025 4F 6 A 1 H. ghASRHE : O BT NZS
K m6A 5 IREEAE S A R 5 @ SCHRISE R ST R
&R EUEYIE R HEBRERE : D A0 & moA &1
TEHABPRG OIS, AR e BPAE s SR i 24 0K 5 @) FEAE
R Fe BB SE R SO 5 @ TR AR A S SCk s @ JF
IRNIGIRBESE 5 & 2B 2 TR E | BENARSER AT
PR SCHR -

B ERE 1 425 5 SCHR, AU EndNote BRPFSIBRE S
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e e 39 TR AR DG Sk .

2 m6A &R FHLE

m6A 12 mRNA Fl neRNA _I—Fi 8l 25 (1 5% i 1
FEME . B5 m6A MU S R 1 A & B e
T moA BIRAIBIFEBENE . m6A E15Z 3 R I3
A, B SRR g | 25 TP R RE RS RERIUN 2 1, R Py
B BIRRN 5 AR “HEBRAE A0 TR, 4 5
AT RLERT RO SR mOA {37 5 AR A 5
AW R R (R 1),

A RS AL 5 T 2R RS A 25 1 3 (methyltransferase-
like 3, METTL3), F 5% £ i £ 25 11 14 (methyltransferase-
like 14, METTL14), ' £} 21 Jfg 8 4 5C 2 H (Wilms tumor
suppressor associated protein, WTAP), RNA Z5&ZFHE M 15
(RNA binding motif protein 15, RBM15) F1% 2 £ F 25 5%
fit} 4 OC & 11 (virus-like methyltransferase-associated protein,
VIRMA) %77 2 761 5% 4% RNA 1 A9 m6A & i, m6A
AR AT 3 AR P T LAGE 2o 25 B RR RS il B L 1 an i s e 5
AE AR CEE 1 (fat mass and obesity-associatedprotein, FTO) 1
ALKB [A]§4E 1 5 (ALKB homolog 5, ALKBHS ). #HICHF5EIE
2 mOA B — A1, 1AL, FTO il ALKBHS
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it A K R REEE AL Bl 2 [B] A AR ELAE FHDROE T moA A 32
AL AR B R — AR AE I ] meA B i) RNA
SiaH A ALEMAS AN RNA FEE R, HBlEA
FEIE YTH Z5H3 K% & I (YTH domain-containing protein
family, YTHDF ), f34% YTHDF1, YTHDF2, YTHDF3) %, EL
% B R 4R Y T 3 (eukaryotic translation initiation factor 3,
elk3) R[5 YTHDF3 , YTHDF1 R fi it AL 1k RNA (8%,
[ L AT 5 YTHDF2 B A0 AR mRNA f95e28
Zhang 45" 3T 12 Bl m6A 16V T X 479 il e A
SEE AT TG RS AT, I 3 1 meA B AR G
88 53 AR e 2 T MR TOAHE IR S | S B30 TR RS A o 25 G e
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3. m6A EIRTE IR EAE 7% 41 R R RO IR
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AR 2 L R S AR A N Ay 2 1 B B A D B B D A ek
A Cantigen-presenting cell, APC), X #7515 3= A% G0 558 - flif
FIGRAE I I L A T AR WA B A A AR S A — e R B
b PR TERIE R R IR BT S S 1
E RS , ARy e R AR 2 Mo B R, AT LAV BR 32
TN S AR Jr o AR, MRS I AR, A AT LA
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B3| LA B Mt VEI RNA fRIERTs
HisheRgy  METTL3 I RSEHFEE L 3 TE R SEEER I A fiAk mOA &1 mRNA ¥ 55 J5 &4
(BASR)  METTL14 WILHEREEREE A 14 AR WA A% OE 3, 5 METTL3 JE % T RNA 555 R
T RIKLUMEE meA B4 e RHPRCR
METTL16 W EFEREEFEEN 16 4k m6A 1B mRNA FauE P
METTL1S HILHAREER A 15 Ak m6A &M B
WTAP BRI A DGR FP I RS A 1815 W0 BAA e YN VASEA B
VIRMA  JRapFE BRI OCE M #8955 METTL3 fl METTL14,15S mRNA BYZAIMT.  RNA 85T
RBMI5S  RNA Z5&3EFHEN 15 515 METTL3-METTL14 5 ZRRFRFE 1) RNA 75 mRNA BFE T | BFEReE
ISR R FTO RE I 5 AR A AR m6A WG I AR SE/E T T mRNA JEZERS XS mRNA FEAf . SRR
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(W) YTHDF2  YTH Z5MR R 2 A3 m6A-mRNA (1[5 mRNA F&E 1
YTHDF3  YTH &5 R EHEH 3 5 YTHDF1 M AE A2 E mRNA B, BHIE | AT

5 YTHDF2 A AR iE mRNA [

TE - m6A 2y N6- JRTFRR T AL, (RNA iz RNA



FRAEFE TG S B EE S 2026 4F 8 H 45 38 %45 8 ] Chin Crit Care Med, August 2026, Vol.38, No.8

* 773 -

A Z A A R RO A A 1 R TERREERE R [RIB B,
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Wi 240 L A] ) M2 SRAUR AL, 3 M2 B WA R, fik R
LA AN T4, TS 0 o A S RS
VTAER V22238 % E W 20 M Ak 3 A v meA B4 1Y
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M1 AL FE T, moA A SR N T METTL3 38 i 45
55 R SN TR F 1 (signal transducer and activator
of transcription 1, STATI )mRNA [ 34k, 3o HLfa 58 1k,
AT 42 34E ML 50 40 4% 1L, 6 STATI i 9
i METTL3 3 3k 19 9 /> 55 M2 R I 15 41t e A i 1 fin A7
Ko P, FER METTL3 ] 40 M1 AL W20 J il 4k, (53
5T M2 BRI AL . S3 AT R B, Bl RNA-
495 (microRNA-495, miR-495 ) ] 1) ] L #2 XL [H] FTO ) %
3K, A AR 1) M1 B2 28 AT A £, Wi fin 2
e Yu %R B, SRS YTHDR2 B nl i i
FeE mRNA 5 P T3 iR 22 24 R 1 A0 4 U (mitogen-
activated protein kinase, MAPK) ) mRNA & ik /K °F, i
MAPK #1#% %% 5% K T -kB (nuclear factor-xB, NF-xB) 12 5
I %, DT B2 2 2 0 K A 3R 38, 38 58 iR 22 W5 T i EL I
YA RIES I o %7 1, m6A B4 A~ 5 W41 i B
A DA T 52 1 A P 4 9 PRI AT A8 TR < 9 92 TR i 17 3
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I MERERE DT AT T T T B T R
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1T A 28840 A 098 o v P A 200 i F 3 88 KT T - B80S i 7
(S LTI B2 U AR IV PNE 2V QR e ] PN
PR B RE R VA Y o P PR 20 i L 2D 75 4 K9 (neutrophil
extracellular trap, NET) B9 /0t 5 e B i 2 28 K F R
TR EA K. AT, m6A B 2 5 R4 i
VAR RS | DA THT 82 0 e REAE 49 il i 2. METTL14 -
8 NET B335 ] T2 nhtad S8 AL Y0 / b Pt 4 i s 25
i3 (myelopemxi—dase/neutrophil elastase, MPO/NE ), M\ i &
arE . [FIEF, m6A AT 2 SRR MR K 1 40
A% -8 (interleukin-8, IL-8) [k, FRALPLHPET LR T i
YR EE Z1k 4 (prostaglandin E receptor 4, PTGER4) 11 7%
PE L AR TR AR R R e R
m6A 7K Y BRSPS 0 i A8 RE 15 530 % 0 3 2,

A B AR R AR IR TR PR T TL-8 ek AT . DA
BT ELE moA AP (TR S HUTE AR S LA
e MR A T B AR ST A T 9120 i B eAR R .
33 m6A iS5 T 40 B 400 - AE MEFEAE (1)
JEAHI B B, ML AT 7= A T BE AR T T A, L
AR 7 PN ZE T 28 19 1 (programmed cell death protein-1,
PD-1) FIAUMIEEPE T ik ELATMPLIR 4 46 T AR H = 3Rk .
FEUCEY B, CDA™T 20 M A9 R AE 2 7 A 40 R R 5 i
JIRRA, I 23 TR FER I 0 78 T A Ra s
m6A BT LI T A0 AR 5 MRS, m6A &MYk
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F5r4k, mOA EHiZK T B AIK T 3 B0 i BB 15 5 %
il I ¥ mRNA Ay, SR 06| 1L-7 /05049 STATS 35
Ko T A MIASSIE T 5040 . D3 A BFSE N D R, FE IR T P
T ZAUAE A, m6A B iAH SC IR 2 A 28 5 ] 2R ] 9 1 T 40
MR HIEE > . kSl , m6A BS54k R B 40K
T HJLAEE R E . METTLI4 (80 ™ S % B 41 &
B LA 1L-7 35T B 40 sE i A, JF- 530 B 4iiife
KT R IE N F K S % s YTHDF1 Al YTHDF2 -t LU [ 1
Jr a0 B Ao Ry % &Y. it METTL3/METTL4
AT mOA UIAZ AN AR A AT AR A JCEE Y B T .
3.4 mOA A IR AR BT S I A A3 P S . A
FEE 19 G F0 3 B B, APC A% 2 0K 2 Jitd ( dendbritic cell,
DC) H 5 £ LA U %54 2 75 7K (major histocompatibility
complex, MHC )T EE A R PR b Ak A, TS S
T AR B 4RSS 504 AN, mOA A X T
PG BE A G e R BB R ARG

DC &I APC, 78 a3 3l . VA5 R4k 3 G g% o 24 P
BV . B M iE 1 2E R, DC B b, SyE DIk =z
4, WA AN R 1) 7 A DU 2 AR AT DC IR 2L
7, 3 B f 2R ] AR S UMK AT (9 S e B X SR St
METTL3 4519 m6A [&Hiidisk YTHDF1 B8 T EA 148 DC
F IR, ATTAEHE DCIF AL DC A 09 T 4G 1L
TEMeEEAE B 3 ANE W], B R R A0 40 (natural killer cell, NK
AR 1 55 6 AR i i K dE y - T4 (interferon-vy,
IFN-v) HIeE SR8 T - o (tumor necrosis factor-a, TNF-or)
A HE “ MDA o 430 IFN-y Al TNF-o FJH58 DC
N 200 25 A A0 M AR B R D) B L f2 HE TFN-y 1 TNF-t
7 AN T B, METTL3 4569 m6A {41
J& DC LT T A9, DC H METTL3 AYSISHNH T DC AL
FIBGJE (49 T 40025 1 METTL3 i#id m6A Bk fe
#E DC H CD40 ., CDSO 1 TIR 45 F4 sk 75742 8 11 (TIR domain-
containing adaptor protein, TIRAP) PR A5, DT 38 T 4 i
ISR A T

25 TR, m6A B2 2 5 MeEE e = 20T I A
GaREAMHIIA , w38 i s 2R s AT T RE A T BEAE 1 &
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SR HERE 5 A, mOA A8 U AR G 1842 B 47 7 0L 1] I 45 ) i
B, b3 METTL3 2> fie ik Ik M1 R4 5 w2 o iy i A, i
& METTL3 4] M1 7 5 R4 itk £k, 3% % M2 72 F g
Jatk AL, DI 1.
4 B[ m6A EIFRIRREAER T R

m6A 16 i A SC AT 52 1 38 % S A5 45 T RNA BT JE 4L
A 9% LT € I P 75 (methylated RNA immunoprecipitation
sequencing, meRIP—seq) ?}i*ﬂ’ﬂﬁﬁ*ﬂﬂjmm(o meRIP-seq
Je— Rl T PR, BEAS i SORS 0 H RG DN 4 e S 2 R Y
m6A &4 ¥, 3@ i meRIP-seq ] L3 #7 & A4 AR | m6A
MR 0, A, I G 2 W B | BT K AR
3 - L AT A m6A BT, i gk
TR B[] 336 3% METTL3- /T4 RNA (small interfering RNA,
siRNA) JE 4 58 15 B0 S 1 —F a8k £ 535k, K 25
Yk Ny 25y ik B ) m6A I AR DC A 15 X -t 2
A —iki. WP, REREW LS 21 EH R
m@iﬂﬁ@ﬁ&ﬁi (Zl—type protein tyrosine phosphatase receptor,
PTPRZ1) M EAFHT, AR A1 M, WETTR % m6A U511
F YTHDF2 BB K-, 5200 i O 5 AE S R A9 2k
T LA/ INE AL o8 FERE AL I S S 3T

e
MOAEREE b oAl

WESERDT /N TS W i A mOA AR A 2 S e 40
N RERIE HIBLED , BRSNS e 2 ik
TS SN B2 Pt 18T A SR MR , o PR3 mOA 11
TEMEREAE S I 19 h AT TE T HURIR L 7 275 . BTk
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REAR LRI AT (R, KSR A S8 % e A LA S A A
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5 HEEREKTE

ARG E PR moA A AT S Btk R AT LK PR A
i e 1o P 7 B A 2 B v (ELEL i) 245 ) 19 188 3 R ST A 25
WBE I 24500 )i R 5 A A7 A — 5 Y IRIRE . mOA MBI A
ORI G PR IV 25 ) B S i R TR, PR e S i A i
mOA 6 Ve = 2 AR G5 A A A 19 A e e v 4
BRI P T e e N2 1O [T A A2 2 BUf e
TR R VY 1 SRS TG V5 it DR PO A TR AL, AR Tl e 2555 7
Mk BEAE A B2 1 mOA A& 4 AR S35 [R5 A HE 53, IR
JAPEAGJR) . RNA AR AN F ik 5 e D BERE AR F kR .
D 1 TRAIFSE mOA B 1 IEREAT A0 v 9 H O it o7
P (B LR A R
FlEEMSE  IrA RS A AP TER ST R

/ < ALKBH5 —— KRR NA IS UL (b — (8 dE 5% R 1 « BRI &S &
— °°0 o mO6A LA m6A 1

A
METTL3 . — o P M ABL SR 15 P 5 R0 AN 225 T e
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SN K7 4
Enmfat MOABIEE 6 A
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mo6A T
METTL3 — YTHDF1 — #£&CD40, CDSOFITIR Z5 sk firt & 1

mRNA PR

YTHDF1 ——— £ =i (A 4141 E AR mRNAFI R

P ZAR 4niE YTHDF2 —— {2 mRNARESF
mMOA S A &% MOAT
r METTL14 —— YTHDF2 ——— B (b5 18
® @@ 6A 1
v, e »® - METTL3 —2t e YTHDF2 — > TGS S 2 B m R N A L6 — b0 Hofa e
e 6A1
HirfABANNE FTO  —m B AHEAED - 1 IR NAHmOA [ Hift) 5 b — M H % —
IR BANNE AL S
P moA T
VN METTL3 —— mRNAMFEE, mRNAFFH - R T A7
( ‘ ) 6A
L O o BRI (i 545 S FmRNA
M 6A
T WTAP 0N T o S B me A R i A TR
mo6A 1
= METTL3 ——— ZFfLEmRNARIEIL - AN 5 2 g
.'.:‘; -_— m6AT S .
FTO —— mOAEi X FILAAERNK AN & &
6A
NK4g 162 0L s oA T %y FImRN A N KA

7 e m6A K N6- JIRTFRZ 34k, ALKBH S ALKB [AJEZE 1, METTL & H IR RS EF AR 11, YTHDF o4 YTH S5k S5 11, FTO Mg
S RPERIOCEE 11, WTAP ' RER IR AR SC 11, NK 40009 F AR RG240, IGF2 B AR K T 2

1 moA B S5 R A AR P i 2D 2
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