Advances in Clinical Medicine IfifREE23EE, 2025, 15(10), 2127-2134 Hans X
Published Online October 2025 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.15102991

FLER L AR BE A X R B 1A P RO I
52

5Eik

SRR TR S, Bl 185

ks H i 20254F9 H21H; FHHM: 2025/F10H14H; KA HH: 2025410 22H

HE

MBI AT E R ARBRER R, RABSER, HEESERA. RRSEREABENFIESR, I
BREHZHREHN, BRTRE AT I ERIERBEERFR, A, THKSESTSERHGH
BB T B H A6 T RIS X EE . FIARY, ARMBHESRERRRN. SRR &
HfESERSE, SRESENTERRMBUSEIMER. 2 URARNEKRIIEE SRR SR+
R E—SRE, BEENMRERIE 6T IR Bt PR B BE .

XK ia
MRERE, AR, HEHRG

Study on the Mechanism of Lactylation
in Organ Damage Related to Sepsis

Baiyuan Li

Department of Critical Care Medicine, Yan’an University Affiliated Hospital, Yan’an Shaanxi

Received: September 21, 2025; accepted: October 14, 2025; published: October 22, 2025

Abstract

As a disease that seriously plagues human health, sepsis has the characteristics of high mortality
and poor prognosis. Because the pathophysiological mechanism of sepsis is complex and prone to
multiple organ damage, there is still a lack of feasible treatment methods to improve patient sur-
vival. Therefore, understanding the underlying mechanisms of organ damage in sepsis is crucial to
formulating effective treatment strategies. Studies have shown that lactylation is closely related to
the severity and prognosis of sepsis by regulating immune responses, inflammatory processes, and
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cellular signaling pathways. This paper reviews the research on lactylation in related organ dam-
age induced by sepsis, aiming to provide clinical ideas for the treatment of sepsis.
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1. 518

A BRAG A G B RE o 91 I 4890 F3 M, BT ANELZ) N 1100 5, (5 AERBET NEL 20% [1]. 4
A FERIRETL, IREE RN R FOSIR AR R, R Z I THRE Mimsh 1% Pukdy. 4ids
DIReSE SCRET L, BIH AN IR MICR € 2 WiBia T Faha[2] [3]. IEAFR, MREERE B I Ae B AR iR
W R TR XAE[ATIE FUR I T —FloB B4 I BRAAE M ——FLIR A AB AT, e B FLIR 26 T DL B 4 (e it
HE A ALRWIF R E A TR RIL . X — RKIAR7R T FLBR/K - 55 Mk 23 i BE A 33 2 00 4 % 27 2 TR) PR AH
K, NMRERRE B 5 S FUERE TR B

FUIRAE M #E T BE R AU ™7 32 S e i 15 70, lE I AR B g . RO AL B ANE 5 1 B
SR 9RE S G AT, WEARRE, LR T Oe ik E AN M 98 SN, S i v 1 AR A BRI B e 7
iE LI JNE S A5 T H.,  FLERIE AT I o5 A0 B 1 2 1 IR RN AR IR 4 b, R e 5 B A A
PR [6]. FLERAL 2 —Fh AR IR BN 2 A PR R R 80, 2R AR R B AR A B A R R vk
b XFMEMEE SR A RIS SRR . SO RSG5 A5 S [7]-[9]. TEMRERE, WEIEAA
W AR, L EILRMAE MK &, 5™ BRI TS % PIAHOC[9] [10]. FLERMLE
1o 20 B 11 FLIR S MR 05 A% K 7-B (nuclear factor kappa-B, NF-«xB){& Sl i%,  IJEl 480 e Mi[11]. FLERAL
Al R I P 2 A 2 (aldehyde dehydrogenase 2, ALDH2) ) K52 A7 sSif& i, semaZ ki thge, njl
S REIBOR O (1) Bk ML R L[ 12] o v LR A ZE 28 1) BB RE R A0 A S 0 L B8 7™ ) SRR S o B A e I [
B MIAETo 7] [13]. 2T UL EWEAT, T MR FLIERATE IR EEAE 38 B 404 B4 FIALHI S T I PR P s 22 ¢
HE AU AL BR AL IR EERE AR DS B 45045 T B4R P ML — 1) A .

2. BRI ERRBIEMIRG P BERNLE
2.1. RYBELIRIE

JRFIEIRAS T, I AEANAR R E R AT T, 232 3N RAER 1 S ZEL R, 3L
ABARAE I AR Py O A (B . FLIRA B IE I 52 B R % 5 2 5 MR BiE A o0 S B 0 5 AN it 432 3 1 9
B FR[10] [14]. Z5EHTORIN, MRERAE S FLRR vl 4 A FURR AL B R R RE SR 1 3 (Methyltrans-
ferase-like protein 3, METTL3)X Ak = KA RN HIEG A & Bl 4 (Acyl-Coenzyme A Synthetase Long
Chain Family, Member 4, ACSL4)[*) m6A &7k, {fEibMif b R A ekstr:, hnfslikEsE i fa[15].

22. RESRE

Gong “F[161H B SLIGAESE, MREAEMIAM R AR (L B A %S RNA 456EHA
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FHIZ

(Cold-inducible RNA-binding protein, CIRP)JFLEZ{L, M52 CIRP BRI . M4k CIRP i@ Toll F:52
W 4 - AFFBRE ML N G, g Z-DNA 454 % H 1 (Z-DNA binding protein
1, ZBP1)4: 4, A RO ZBP1 5 =Bt ¢ 8 4 32 (Tripartite Motif Containing 32, TRIM32) 2 [&] i #H
HAEH, T TRIM32 j&—FiiE g%t ZBP1 #H47 8 FI BB AR AR 1) E3 12 FIEHRE . XFFHiblHIERE
ZBP1, MIM3G5R T ZBP1-5Z2/RHH FAF FH AL (Il 3 A il I 7 oA R 4 M vz 98 1, i A4 473

2.3. I 4mpRiGts

REERE T, ST A P9 B 20 M P FLIBR A B W (U H3K 14 FLIERAL)id i Y42 2k A8 T AL 57 iR,
R4 03, T 400 P A T FEAIR H3K 14 FLERAL KT, D U DO REL8] - |5 WGt 4 ik B 175 F) 2 i
BT R R RBAE ], R i RE R, ARSI BRI e ORI, R AR MO DR X 4 i A i 2
WIS HERES G R A 2 e 2t A oL PN B 4N B BRAE T, 32 T N SR E 0 5 3 0 SR T (5 [ 170 55— T
WEFERW], A H3K18 IFLER LS FIA K R N 1 Wl [R] fedf RE A 15 3 1A Sk A5 47 v Py B2
(IREAE, IR B4 B DD RERE I [18] -

3. FLERLARRBIEMX B atER IS

-2 RE M 12 0 51 R IR I D RE RS 2 3 B804 B S SARME & AR, T B VR A LA IR P Hk it
MIRZ AT, ERRBRERRE D 5 WSS AR B2 2 —0dT 7, AURILBIGIRRES 5 7RSI K H
B B AR

3.1 BERFERBIESLRERG

W SR, I E H3K18 FLER AL AE M FEAEAH 5C B B vh 25 Ty, JFd@id B 48 T Ras [A) V5 2 R 5k
51 A (Ras homolog gene family member A, RhoA)%5E 57 X, #% Ras FIJEIEHR K EEE A (Ras
homolog gene A, Rho A)/Rho #H 545 il iR ig 45 & & 1 Ui (Rho-associated coiled coil-forming protein kinase,
ROCK)/1%: 25 & 1 (Ezrin) {5 5 1@ 1%, #EMI¥E NF-«B, {RHEZ5E . 4N T, Il DhREREmg[14]. FLERE
IR Ezrin K263 7 s FLERAL, 3558 Ezrin [ D)6E, ZETANE 1 R ERAE 753 (00 5 451495 . B 7%, ALDH2
(1) K52 A7 s LR 2 R BERE AR OB 45405 1) GBI 2 — o ALDH2 & —Fh ki, vk LA TS
RO, WRAAEA ATP [ ARG TR A . ALDH2 R HIHI BRI A 1AL 1 72 A, I 53
PRV 05 v (00 S Bl AR S B D IO B2 ARy FEBOE R F 1-0 AH LA FORIRAR ARAR T RERR RS . ALDH2
FUIR A 2 30 25 SR TG, P EZRRLAR DY RE G A NE B T Li SE[12]R 30, fERRERIEM R
PEE G B AN R A b, B A LR KA FLIR A /KT R T e, G AR T o B /N A5 A
FUER A TS 1Y 5 o FLER AU 28 L I8 I 30| T e 2 e S R s 1, P BURRLAR D RE 240 ATP FE35 FIVE 1
AR, RS NEBI[19] [20].

32. RERRE

T F % 1 B1 (High mobility group box1, HMGB1) 2 it {7 A 56 4> T R E 4 7, BT
RAEP G EEEH . WPARYI[21], MRFEAESE L HMGBL A~ B3 T a, SmfE ™ HARE KT
FREIEMG. Mok, BREEREAHSCE B0 B E ALK T EE HMGBL K Fh @A G, 7E /N R Y
o, FLER AN HMGBL B2 1k, AR5 A Pohn 200 1t A0 75 47l 9 1) B jf, ol i 34 1 IR IR & B - T30
Z 3t R I R F (Cyclic Guanosine Monophosphate Adenosine Monophosphate Synthase-stimulator of in-
terferon genes, CGAS-STING){E 5 18 B Jn Jill ik 25 AH DG B #1445 [22]. UbAh, FLERAIE M1 Wi 48 i 75 14
GhIAR, FECHMGBL £E 20 M Jig 19 AR B AVBE I, X 2SR 5T R BH HMGBL I & A& I 250 AH ¢ B 1 45 76
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4. BRI RRBRERT R+ R ER HLEI

B EHEHE D E 32 451 2 T EUA N SOIE R 7 5 AR B, TR O T R R S A
b, EHRREAENRERES, 85t DI FL A BRI 5 5 42 i A8 .

41 BT ELEH

FLER WA H3K 14 FLER LI i 5 4 57 40 Bk A0 T S B0l B T BEREAS , 1% — ML 75 JRBERE AH St 451
P SRR UESE, AT REFREE T IR [10] o A BRI FEE 15 5 1O R0 43 R o LA, v Pk S o o=
PR AR AN B R R i 2 RS R SR AT A R S RIS N, BRI 4 IR NI 0 S B, AT
SEUFHI[23]. MERIZHE -2 (Lipocalin-2, LCN2)&—F 0 E 1, alES&MEaHE T3 5%
iE SN [24] LCN2 755 FhEI M N A6 1E S B, SRR, S A SO 980 S B ) B8 B9 5 770 [ 25]
TEMCEERE /NS, HIHIERIE T RN 57 4 1] BE S VR 4040, T LCN2 a2k Ba R T 36 gt 40 ) 2R B T2 AL
DS AN IR G A P B E P 49 [ 26]

42 KNERRS EEET

FRFE IR N AR AR o S BRI R, @ AR B PR O B, TR E RSN, 2D
INE AR ZEEL[8] [9]. B4 M1 ARkt 32 ARG 142, FHER B (Salvianolic acid B, Sal B)if i i A
BRI S A ZKSFHIH B e gl i 20 & (T ALER 1L, AR FF A5 [27]

5. LB AEREERRPRERVLE

JHF I AR 25 T RE T B 2> 5 BOEEVEY N L5 3@k it o B 5%, 17 R ' b} 5 A 5 2 PR 40 I W A SR 1)
TE, FLER B TR e EERE I R R AR et B BB .

5.1. HEREE

FLER AV E Ik 12/ PR A0 B ML R AR AL (12 7% e 28) 22 5 e 508 JD s (1) PP 48 SORE I 2 o S AR Bk B0
RET, AMRWABMIRS /N R ML B4, B RE T, S80S 04 o805 A9 fis 5 5
H[28]-[30]. MEAL, AMA CLg HIHEUEFI S il & B 38 b 5 FLER th A T I P 48 98 SEAH 58 [29]

5.2. #FEESER

WEFRUESE[31], N-Z B0 10 i p-200E T ERZ 4k 1 (y-Aminobutyric Acid Receptor Type A, GA-
BAR1) MRNA Z.BtAb A~ 5 M w0 AH O 1 s oh A B Sh RERR RS . METTL3 /-5 mRNA m6A &1 7E ik
BEAE AR P8 S FLR AL I LR A 2 e BT, IRA RN ThRERR RS [15]. Wu Z5[32]F 7R L, F.
PR AL AT e E A 3 TR A5 T A7 2 A< 1 (Silent Information Regulator 2-Related Enzyme 1, SIRT1)
FEYE, SEOE D XN DIREZH, T SIRTL BEh 7 AT o3 M 250 /N BRI A SN B
6. FLERCIERRSBAECALFE S RER IS
6.1. R ERIESH.ERILIBIZ

WFFCRIL, MEEERE /N R AL 2P FLER A H3K 14 FLIRIL AT T 5, SR P At v ok /D LR K 58 Y
J AT Re B AG [10] o AL AT B A7 AE T 0o LA AR, LR I8 I LIRS T 1 4 QU5 il (2L 7R ot Sl
IRIRFIZER A VARSI, IRl ALREEACH 25 AL[8] [33]-
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6.2. RERERT

LR Ak 88 A 1 e % AH 26 8 1 (W0 HMGB L) FIE 538 4% (U1 NF-xB/NLRP3), 142 W% 41 A 24k (M 1/M2
AN RAER 7RI AR, (5 5% S 5 REEER T 1-Z-DNA 454 & 1 (Signal Transducer and Tran-
scription Activator 1-Z-DNA binding protein 1, STAT1-ZBP1)#li i 38 i LR AW AL 33E 2 i S S, i O LA A%
[34] [35]. ZBP1 EEAEEWRMMpHRIE, EWEMMATER ZBPL 2 IRING 2 5875 T 10 WL ) R RS A0 28
FELN IR . ZBPL MLt T E WA ML B M2 YRS (Rl Ak, T80 S REAN I . Bkabh, 4
TR LR 1 AL2A RE L T 0 B R AR (15 Sl k> B RN SO, AT 2B A Ik B RE oL [36]

7. FERLAE IR A T R o 1R F AL
7.1, -

JH AT P PR A o T ECTL IR AN, D0 i LR A8 e Ut R 17 T2 e g (I /N T Tl R
FVEURG . SWE-1,6- SRR ARG B), TR E Sn RE B EIE A [7] [8]. 1T 2L (el B PR A OC BB (L0 6- %
1 SRR - 2/ SR B U iR -2 [R] TG 3) TR/ D FLIR AR R, SGE AREEE /D BRU 18 B B Dh R [37]. 4k, HL
FR AL A A AR A% Wk 4 PR ) 2 LB AR IR, R BRI 4 DX 7 (A TL-6) T8, [RII i i 1 [ A 2 Treg 4
FZhRE, 016 Gy O [9] [38]. IR b, fi E BERT L-490 20 e vl a1k A2 i 1 i BT, PR FLIRR /K
S, ARSI AL RS, SCERRILEENE, R IR T I3 [39] [40].

7.2. IHERERG

PR I 4L 8 (1 (B HIKA8) RIAEAL 4R (9 (I Ezrin 11 K263 fir ), MO% Ras [7VE 5 [ 5 e
(RhOA)/ROCK {5 5ifilth, S80S B AR (192 BALMERR, B b R AmaInE B14] [41]. BhAh, FLERILE
i VRIS R RO, b IR A T P B AR 18] . FLERALIRATIE
LR ARIHKLA FLERIL/RRFE T, I 2 b B 0B kT TR T [20] [42]. IR, FLERILIE MR
S100ALL Il CCNAZ 4 [RIE od 1 11 26 A% s RN T 4R ML) 280 S SR B it 505 » 5 A T AR 9 [13] o

8. IEARE X SR REL R
8.1. ARMIEAEYIREHMHITITIE

FURTIREATT 5 BRREAE R ALV RV . BisE2 R s B AU E ], e rb M ORe A% R 3R
T8 H AT R sh A M K, PRIGPEA W SEAE TC GRS PR 3 0gE, BoRT7ik b, BRREE I 5 20 B
FEUERI I B A S AR SR A R AL IR i, P Bl S 2 BV SR IR E M o X — 2R AR SRV AE
AN, ADCREE TSR 5 A2 LR AME GEfa b i Ja 1k, 38 AT Il X 73 AN A 3 5 45 3 O A
PEFLRRIL B, AEHES TR LS
8.2. FLERILIHZER(EN I AT RE

T ARBIHER RN, AR BE SR N PN R R . ) T, #EH SIRTL
B e R FLER A KT DASGE N B ASs FEm) se s b, nliEat A LRI SRS A. METTL3 Z:EE1)7%
1, BB NF-«B. RhoA/ROCK ZEFLER L AH A5 5@ . MIRIAITRORE , X YE IR JAE SN
R3S B IIREHBRRIE TR, (BN A B I FLRR AL e B 2 S5 ml RS i 25007 25k e 1k .

8.3. EAh#FsE miEFR R A BERFnPkkk

SR FLRACH AT FE R I Y R R 55, (E TR BRI 0320 i e S 2 P A7 o s 1 22 Bk . FLRRALIBAMAE
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AN & B A PR R S LR R SE A B, SRR Z S8 AOAR AR HE, Sl PR N AR s T L
DA R A R AR 0%, MELMESRZ B T WU s AN, 29t e rh dn e SE IR 45 5E FLIR 1k
PR RS HESE ] o 8 G B SR RN, AT MR Ay SR A B AR T e PR A 75 AR TR 2 o e PR 36 36
AL Ak, T H AT TR A RO, EEREEA L, MELSZEE T2 IR N .

LR LRIk, FLRRMABRAE MBI A ¢ &8 B B0 vh IR ML) 2 2%, BRI DN Ji5 2 PR 250 8 T K
AW bR B SRR I T3 17 AERREAE B, R AL AT DRSSk 1A P2 B A SL IR AL T AN
i A B LR AU A SRS, R ARORIANH ZH IR M 2 —, it — PR U R 2RI P A R
APl -

E&WE

JE % TR A BOR PP 2T A T2 R B B —— LR B R 1B A B 2 I 75 o 3 0 e AR o R
s RO E T[RRI & (2022) 37 5.
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