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[ Abstract]  Protein lactylation modification is a novel post—translational modification mechanism that participates in
disease development by regulating epigenetics and cellular metabolism. Recent studies have found that this modification plays an
important regulatory role in kidney diseases such as diabetic nephropathy, acute kidney injury, and clear cell renal cell carcinoma.
This review systematically explains how lactylation plays a key role in the pathological process of kidney disease through molecular
mechanisms such as influencing histone function, mitochondrial dynamics, and signaling pathway activation, and how changes
in its levels are closely related to disease progression. Based on existing evidence, specific interventions targeting lactylation are
expected to provide new targeted strategies for the treatment of kidney disease. This review not only provides a new theoretical basis
for a deeper understanding of the mechanism of kidney disease, but also points the way for the future development of innovative
treatments based on the regulation of lactylation, which has important scientific significance and clinical translational value.
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B I 2 4 BRI P A ) A T A R —,
HEE SRR AN T AR XSS AR . BRI R G Sty
ST R G, BT E] 2040 AR HEBEARA IR s
SRR L BB A A 2 A U H 25
S, AEE ATy I A R RS AT L IRy
FATBRAEREL, Rt — 20 T LR B i
VEHA B TR IRI I AL, S BB I SRR
PR B L. FLRRALERDTIE A9BSR SR T
2019 4F Z N5 R 7B S W B A BAAE Nature 1 % 3/
TR B, 25T R B — P R B R S i i —— LR
e, JFRIESEFLIR AT A B RTR, i p300
IR FLRR A S S B B 1, B B Y
BRI s, [, S ATBATE M1 B R MR v e 3,
FLRACBTE RAE 5 W B W AT Argl SHEIARCIE
HEZhTIX, (RdEHRL, SRFLRITESAE M8 5 7
Ap A AR A X — IR
I VORI A CPIRAS 5 RIS R 2 I AR R,
R 1 FLIRAE R AR MR BT RE, B —
P B AR PR 01, A A T PR FLIRTE 2 iR
PRABRAAE (e . 88t ) TPROPERT, SR 1
WA, QO EAR B IESOR 1E A B 2 FPpa iy 2 List %
PHERLHRI AT SR HE T AR A o 5 2 ) B AR
AL Sk, ZRAFP AL ) FARL, FLRIL B
A PR A USRI . R e AN AL R A
PR, SR S AN A S 5 S AT RE . FLIR L
B R E £ w TR TN, N B IR T
WFFEIGHS TORRAERE , InFLRR L RERS L P T 4R ALk
DR S P BR Sh B EA BLE A  L ARSCR i T
SRR FLRRAAE L B A O RIEST , f AT HOR 2T 4Rk |
IRBZEAL L RAE S OCHVERT, BN B IR IR YT S it
HTARME o

ARSCRE ARG . AT B AELR FURR M 7 W HE
PR ST, T 2025 4 6 J 7E PubMed 1t
R PR S P2 AT SR AG R L A4 T 8 i P SORH S
fiko ESCCHKR 2R M8 PubMed B8R %, SR A oAl
RS, KA AR R TR AR = B D B i A v
ZE A K & 2K (Nephropathy [Title/Abstract] OR (kidney
disease [Title/Abstract]) AND (lactylation [Title/Abstract]),
HSCSCHRRAGEZR M T v R S e, SR AR R
KRN (FLRRLBH ) AND (B %% OR B OR
B ) o A E I RS BCE A4 dhe PR P R 2025 4F
6H.

1 FLERLIZih
FHT, FLRMBEMRO E2ERE THE A TR
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FEHEHE P FLRR A, HE IR S AP G 6 5T
SERFIEER AL, TEZ R IEROR I & . K ki
SRR L BRE R, ARRBE RO A TR s
M BAT R SRR B RE . AR B R IS AR
Hh7E H3K14, H3K18, H4KI12 % S &M . H3K14
F.W&1k (histone H3 lysine 14 lactylation, H3K14-la ) SERuN
R ST Kea ppel FERF 5 (Kri ppel-like factor
5, KLF5) W&k, fedk B - 8] B %% 46 (epithelial-
mesenchymal transition, EMT ) Jill 3 "B £F 4t 1k o 72 AR
H3K18 FL1& 4L ( histone H3 lysine 18 lactylation, H3K 18-
la ) AT /R AE A K T2 4K B (platelet—derived
growth factor receptor 3, PDGFR B ) 15 Z i i, {2t
1% W 40 9958 ( clear cell renal cell carcinoma, ccRCC )
B, FELAMEE 145 (acute kidney injury, AKI) #&#I
A SRR S RN B L AR A
H3K18-1la AJE AT AEAAEAE K 73248 4 (fibroblast
growth factor receptor 4, FGFR4 ) %555, Tkl st
FILF4Efk o MeAh, BRI $R s 41 2 1 S Is i
TENE BB ATAR AR O h MR RAT AR, ol B
B ik AT BE i 2o 5 T 20 AR 1 FLIRR A AB M B0 AR 15 3l
B, INENE RREARE S e HE LR AL, i e 00 i 20 2
LI P A i U T A e s g 2
1.1 AZEAIRL

HAE I FLRAIY A S R R ARG, H b
TR RN S A A o 40 6- WEIR FpE —2- 1
fifg / SLbE -2, 6- WA 3 ( 6-phosphofructo—2—kinase/
fructose—2, 6-bisphosphatase 3, PFKFB3 ) 1 A ## % i (1)
SC B -, 0T 3 2 3G HAK12 FLR 1k (histone H4
lysine 12 lactylation, H4K12-la ) 7K, i — 25 il &
FAefb AR 0 R BEEEEE 3 (galectin-3, GAL3)
A 38 35 45 A I AR N B PR B M2 ( pyruvate kinase M2,
PKM2) , 2 32 AR e, AT s A 7 i At -
fEHEFLRAR R, HEMTIREh R RRAL o Fi—
P2, WESE K B B RE A A PKM2 16 14, I8
FLRRA N, I i BE T AL AR K PR T - B 1/Smad3 {5
S R AR AL L A, FKS06 45 A 10
( FK506-binding protein 10, FKBP10) #] 5 %, iz it &
fiff A (lactate dehydrogenase A, LDHA ) MEAERH, {2
LDHA-Tyr10 fi s AR A, 34 om bR EEAR I PR A4 8
FLRAL AR
12 JFEZEBIEBK

R AR 0 F LRI A SRR T ARG
PEIE GRS, AR AR LR T 5 IR G T T ik it
AR R LRI 1 . % i s LS
JIK (lactoylglutathione, LGSH ) /' IOmESEEEHE I Ny, #s
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FURRIEIL M e 22 2 U R Tl A, B Ui =R F LR 1k
B X RMETEREIE A i B35 w4, T Sl IR
TR AL . JUHAE SO IOR BT 5 Warburg RN I
WX 20, 2 M 2 (glyoxalase 2, GLO2) k4
U LGSH &R, DT i fi 2 R LR AL i I 41 i ARt e
fipiitke X — A B SEREE GRS T (0 GLO2 I
febiig ) | AERERILER L AT A Z R A ThAE
2022 4%, Wan %5 7 5 i 1o X 2 1 R 4O 4 11
AT, UESE T B T (ceyclic immonium ion, Cyclm
ion ) T2 E LR AL 1Y R BUE AR . DHoEdER T
HEBRFLRE M AR R B, AU
BN b, WAAE TR A, JUHAEE IR b
Wil fA7E, AR A FLRRAL BT S SAL TR AR
It Izt i H BRI BF TR 7 — Rl g g %
FERME , A RS AK R LR A TE A B B A b A
FAEGTEFE 7). 2023 4, Yang %5 BT 5T 3t e 1
9 275 A IRFLIRAL AL i, it 99% i TR
H b, R R e — M 2 A e |
FETER R A BB, HAE IR O 2 B K280
Yy eE R, e SR R A FLIR I S BRI &
JEBLH A PR TS . X — R GBI ZE 28
itk B RS B Ak T A LA o AR I SRR X
SLHEE H 03a ( Forkhead box protein O3a, Fox03a ) MJFL
MRk i v A S R A ) kiR AR A
1 ( mitochondrial fission 1 protein, Fisl ) K20 1 2,5 i &
2 (aldehyde dehydrogenase 2, ALDH2 ) K52 R9ZFLER1L,
WA S MRIZ AL A I R R A AR P TR ek >

FREGOEIAESD, HFE FE P RIB TR 2T A S AR Tl
PR AR LRI, R LR B
FERAPEMZ AN, R R B R E1, FLRR LB
AORE B AL U] ShAS TR 2% K H AR Y e AT T
ARE

2 FLERLfEIHS AKI

AKT J&—Fh LU D RE U psiR A P & PO R
TR IR fE ELEAIE . AKT A B ML 3 ZALHE R
S FRE R ( ischemia—reperfusion injury, IR1) . %
B R e
21 BREAEESH AKI

R EEAE 8 T AKL R AR 172, WS A
TORMARTS?, MEEIEA S AKI ( sepsis—associated
acute kidney injury, SAKI) 1% k5 IR L&
UM OC, WA, AR 8 1 FL IR A5 i 2 AR T
fiE. 7E SAKI i 72 & L Bt AL 3 (sirtuin 3, SIRT3)

https://www.cnki.net

Chinese General Practice @]P

FB T HSEONE R R E AR o W (pyruvate
dehydrogenase E1 component subunit alpha, PDHA1 ) iJJ&
O, AREEFLIRA: G N, i i FLRE i 15 T Fis]
K20 £ S FLE AL (FISI/K20-1a ) , filt & 2ebitdsd 1544,
A EATP R RIANNYE T > o [, SIRT3 {EN
ALDH2 Wy £ FLRR LR, HERIA TN 4 A 30 ALDH2 K52
P FLRR AT T, I S/ NE B3 FnZok AR T RE
B ALDH2/K52R 7% ] i F il i s 4547, St L)
SIRT3-ALDH2 fli o] B SV AEvy 7 s 1

TERGE VT, FLIRIE 2 ACE AL ] B 25
RN o —J5 T, FLRRAE M B ST ARG 1 Chigh
mobility group box 1, HMGB1 ) il i 0 FABEIR & 1 - fif
H R 5 ( cyclic GMP—AMP synthase, cGAS )WASRE N
ZILHE AT (stimulator of interferon genes, STING )
155 30 #, J2HE mtDNA B A rb PRz 20 i A1 375 4l 1)
( neutrophil extracellular traps, NETs ) FERK (26] ; B—J7
[, H3K18-la i i # % RhoA-ROCK1-EZRIN {5 5 i
B, 193 EZRIN/K263 037 i Y FLIR AL B ( Ezrin/K263-
la) 5HNZE 1 ZARM T 1 (interleukin—1 receptor—
associated kinase 1, IRAK1 ) FIAHHEAEMH, mASEHZNA
+ k B (nuclear factor kappa-B, NF-«k B ) IS S NE K]
TR, NE BB 0L ks % B B SAKT Y
RARHLTI SR AL TR
2.2 IRIESH) AKI

VES AR Y I i A B 2 —, R ik
IR LA R A SRR 7 L SRR (1 B
ZRhIG AR5 N5 &4 IRI, I AR b nT 2380 1y L
BT ( serum creatinine, Ser) HH i ETF, 3 ER] N
B /NE F A (tubular epithelial cells, TECs ) 5281 i
F SRR, Horh S B/ NEIRSE (acute tubular
necrosis, ATN ) &5 B PR G B M pom st 7 2

TECs 13458 RE ) 2 Tk E B /N 540 B S8 AT RE K
SR E ) R T o-Myc 7E IRI G BERS 3%
fiE3E TECs W78 0 0 WRRC KRB, I HUR O 1 A12A
( heat shock protein family A member 124, HSPAI12A)
5 e-Mye HAEMEAER LIS FIEEFHF 1la (hypoxia—
inducible factor 1a, HIF1a ) A58 F 03 1% fire 10 i 02 1 2L IR
A, TGN e—Mye (3L R ALK 5l 5 41 it 4 58 AH OC
SRR gk, AR HE TECs 395 Y X — R IR
T HSPA12A/c—Myc 15 5 il 38 13 L W2 fb A& 4 8 4 5 /N
B HALE, A E A GE IR S B DR iR
RIVRYT RN

6 IRLHr, JRy &R i o /0 B IELH 2B, S
Xof i SECPR ARG, U 0 N S R SR TR R R A A ATP
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PIdEFFRE LN, CFHIES 2 (hexokinase 2, HK2 ) fE
IR Y SR Rl , 73X — i R R PR E B
SRS W I e Y 18 588 E AKT S B T % e S 30 17 385 |
ARG, KRB A AR S B A
IRT KA J5 HK2 A5 A0 T e 3 -5 Bl K-
&, HEE A S H3K18-1a JE 5 45 T HK2 JEH S 3T
X 18 HK2 335, i F R spl il i — 2k HK2
FER RGeS ARG P T o BRI A5 S R o 551
AST-120 75 #% BHLIBr,  Hoi i 40 il HK2 33k, BHWbE
B R H3K 18 FLERMk, MR HE AKT AP,

3 FEUEIMHS ccRCC

"B 20 i g (renal cell carcinoma, RCC ) J&— F i i
T TECs WREVEME, JE5H WHTE BYEE, &1sy
M 90%, H ccRCC J2& RCC i LI glp Al
WFE kI, FLRRILIBMTE ccRCC Hh BAA A A Y125 1h
fig, 5B RS FAEEIRTT SO B VARG . I gk
von hippel-lindau ( VHL ) YT HE &k 2% fish % 2 8 11 2L
R4 PDGEFR B {5538 U0 , TR “VHL Hlk - FL
PR 2 — SHE 5L L -PDGFR B 0% HEMEEER
T8 AT A ] UG PR OCHE T i, AT A ccRCC 4H
L B R 2R AT O, X R I R R B RV YT SR W
HET SR Y ER VBV R, AP kL
ZHE HFLER AL T LUK 3h N6o— iR 1 H S 1L &4 (m6A )
K AR S i g8 R R R G B AR ) L S T O S E
3- FR AL T EHGEE A /KBS ( 3—hydroxyisobutyryl-CoA
hydrolase, HIBCH ) S8 CHEFLRR L AHOCHE A, HARFK A
AL FELRAR T RERERS , A SAMTEYE T RE 40 A
KBB4 TRFPEFET 244 1 ( CTLA-4/PD-1) “540 ks
A LIRS, Rk, SRR A I A
A 3 TS AR P A O S ey 7 Oy, ELA B
R

AR, 55 —TFoE & B i o B FLIR AL AH S L R
i, AP ccRCC 43 AR = TR A S RE 9K 2y 7 i o 7 784
FEW LR Ak 38 o PR A G — SOAE -1 5 e Jeh g A e . 3
— Al R LA 2% S 0 Y LIPA . TCIRG1, STAT2 4§ 5
ARG R PRIAA 2 1) RS AREHR | AS (SR o iy TO0 000 63 i
WA FRPERIT MARE R, WG RO AE T3 T
H U R R T coRCC SRR K 31
FKBP10 7€ ccRCC 4141 3% =ik, FEm I C umsh
F4938 5 LDHA B8 B AF A {2 #F LDHA-Y10 B2k 1&
MRS, BN FLIR A B4 B P AL AL I Ik B
ccRCC 1RZ856R . Mo — B JE & i tp R A2 1 1) £ B
] ccRCC HEREBIHTHLH] 1
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4 HAEBUEIHEWERKIRE I (dabetic
nephropathy, DN )

DN S 4 PR #0048 O R e 22—, Rl
20%~30% WIBERIEE 0, TR RRREAKI
5 ( end-stage renal disease, ESRD ) I EEERINE [40] o
W PR e I BE PR v S BUR IEFLIR AR R, HEIT 51 A& 40
ML RIR DI RERE RS, & DN &4, RRIMEERE,
TERBERREE B 3 NS A LK 2 T
FLIRAE AP BT, Zobi iR mtSL i A & i 2 (acyl-
CoA synthetase family member 2, ACSF2 ) [#) K182 {3 i5 /&
A FLIRAL (ACSF2/K182-la) , i IR LR R4 B 257
i, BRSOk A R 8 IAHOCHE 1 (DRPL) %
ik EURAERG 2228 1 2 (MFN2) R AR
%M (mitochondrial reactive oxygen species, mtROS ) i3
R, BAGIK TECs 8405 " L BBt gs & BB
I (metadherin, MTDH ) 7] 38 i XCE ALH G DN A
¥ )2 ML 15 — 7T, MTDH 15 MEN2 58 25 &
PKM2, RIRLAI RS J1 22 155 55— 77 i Eik LDHA
W i, BN FoxO3a FLIRfLAB M, T BUOLAZ %
PP P T BRI e s, TR ) B W AT ST BE DR 3R
k0L AT ACSF2/K182-1a M 4isk #L 1] MTDH 3
P& YA 5 S GE LRR DI REIF /D miROS 724, $7R
IXUEH ST REAC DN T HlA T em, DL 1,

WFFE R S A il b IRZh (R R IR i 12 1R
1 2 ( mitochondrial monocarboxylate transporter 2, MCT2 )
e 3K R A ) P9 R PR B & (pyruvate dehydrogenase,
PDH) TEMERXENE M SEEIR AN, SFEHEAFLIR
B HisE N . 28 B IR LR fL 0 /2 EMT Al
B /INBRUE I B BRI, A FLRR AR T I 2 i
MR FLER I KT, Wi%% EMT I3 W hak 2 . R,
H3K18-la /K- T, Al AEE i 445 p16 KK kR
# TECs 1Y 3£ &, GLIS X J& #F 48 45 11 1 (GLIS family
zinc finger 1, GLISI ) VR P IEPER R PR 7, AT e 4
ek & OB RS 5 (lysine acetyliransferase 5, KATS )
M H3K18-la JERL, MITAESE TECs Bt o i 53—
FISERFIE R, U H3K14-1a K F-TH il {23 KLFS
ik, KLFS Fe s & E- SEE s g7, ML
Bkl e, E- BSEREE FUKF TR, i EMT JERE R
4l Fe IR a2y B il KLES n] D125 2% DN
HY EMT SRR 2R 4eqk ¢ o DL EBFSE 4 BT 11
DN HyBEfE, $ROLH 200677 k.

B A FLBR AL LR R SO e 1

20, 23, 26, 31, 33, 37, 42-43]
o
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. . HEAFLIRI
Disease—associated Pathways
FGFR4 H4K12
PRI B
Tefbl
Ak
' 375 1A A0 i 9
TGF-B 1/
AR Smad3 i
BB IEET AL
PFKFB3 R
PKM2
B LT 4EA L
HEHE R VAT
] (= A M
ik B RNl
L i
JId Ut T
£ it 4
LR
FKBP10 MTDH
ZORCARRS
Byl AE
H e LR RE R

T H3K18=2HER M H3 55 18 (vlfiiR, H3K14= 28 H3 5 14 (iMiziR, HAK12= 2 H4 27 12 iR, PFKFB3=6- WM -2
AR/ AbE -2, 6- CBEEAEE 3, PKM2= NIRRT M2, FGFR4= M4t KINF 21k 4, TGF- B /Smad3= FALAERK K F B /Smad FEAL R
3{F TR, Earin K263= RGN 263 (iR, KATS= #iMR Z B M 5, E-cadherin=E- #5558 H, EMT= I — [ Fifs{k, MCT2= #
RIRIZTEM 2, FKBP10=FK506 Z54 R 1 10, MTDH= SR, MFN2= 2R ARIA A 2, DRP1= 2R3 24 11 DRP1, SIRT3= £ 271k
fifi 3, ALDH2= ZEi %G 2, PDH= EFRIEL AU, Fisl K20= SRR 2485 11 1 28 20 (iffi 2R, ACSF2 K182= [EHLAHAE A & BURSIE AL 0t 2

55182 (MR -

B 1 s PR SR A FLRATE B IR V]

Figure 1 Roles of histone and non—histone lactylation in kidney diseases

5 BESRE

FLERAAS M VE Ry —Ffor B A 2 1 R B e 64,
AESRAE B R h IS B T St f . R
FW, FURR LA 1 0 1 sh A5 R4 4L 8 A AR 4L B A ShBE,
WE S5 DN, AKI, 1804 B W DL ccRCC SE55 1Y
R A B AR . BRI, 7E DN, LRk & i
VAN LR — Bk sk B /N A R B
SRR TIRERENG RS, S IR 4L S5
B Pk, fE AKI, JuHE SAKI Ml IRI-AKI 1, FLEgfk
B ERRNT A 5 AN NI i 7 N (= CeX )7 LN )
AR - L E R BREIR G20, S NE R
5B IhREEA; 7E ccRCC Y, LRI I AT K “ VHL
Bk - IR R - HEHFLRR AL -PDGFR B ™ 1
IE RIS, LA AR B KA i 0 T 2 TR R i ki
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WMt S AR UG ; BLoh, 7EB4ia LERGET
HRA A 55, LR B 13l 1 0% FGFR4
Je g, e IARTTRURIIE AT 4 il . BA T
i 2 BF LR AR A Ui e B e o vh T2 S A AR i i
(P T Li 45 Y BB FEIRE T 7E TRI-AKI #,
HSPA12A/c~Mye {55 5 1 3 {2 i c—Mye FLRR b & 14
5 1 TECs MURSFEBE T ik B0 5 AR h ZLIR fk &
i E BRI I R S T AR, H H TR AR SR
e, WRFLER ML T BEAE R L A T SIE A A G
WIEATS S D8, STz AT AL TR B B,
PRI R ST A7 B8 2 SR s SR . YAz Sk AT A7
TEVE 2 M AR ) OCRE R L, 4 ALEZ 1w, FLRRfk
iS5 A E A BB (ol BERib. 12
RAE) Z A H L v ARG, HAEB A R B B
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1 BN bR FLRRIE AL R S
Table 1 The mechanism and significance of lactylation in kidney diseases
e KRR o LML N B
F—1EH 4 ) PRI et AR FH A5 A YR 117994
Yang "’ 2002 cchee  AHERTL iﬂ}’;g%ﬁ VHL R il L8R 1SR ALTEE PDGFR B {5751 Eﬁgézﬂlfﬂﬁﬂjggjg%i?gﬁc%
. “ WAL gy gy HORORRIERBUTEIE coRCC % isioete i “
Ap (%] 2023 SAKI JelEA Fis1 K20 PDHAL1 /& Z BEAA S FL IR 3o 1 2 Fisl K20la 2 FEIRFLERAKEF0 Fisl FLRIL AT A
ALtk PEERRAAR T e RS A 40 S R T g SAKI RO SAKI
[ HEAFA . HIBCH 45 KAt LR LA G N, KRR S AR R A e e inyr 4t 7
Yan 2023 ccRCC
& - L PG A sk (41 CTLA4/PD-1 |38 B5EIHIE  BEHHR
(4] HE AT FLiRAES H3K14-1a fit KLFS F23i50K 30 EMT fins's 42 40 il KUFS #] 6€ 4 34 57 DN
Zhang 2024 DN " H3K14 Py s
Qiao "’ 2004  SAKI AEMF. H3K 18, H3KI8-la it RhoA—-ROCKI-Ezrin i B ¥4 1%, Ezrin 15| H3K18 %5 3L /2 1k 7] fig Jy 2%
1o § itk Ezrin K263 K263-la 0% R NF- k B 30T I B 45 05 fift SAKT TS
. . g%ﬁlg ABREA parn PFKFB3 [ if HAK12-la 7K F- # i NF-« B {55 5 i ﬁfKPBF gf%fgﬂg%%ﬁﬁgii
g gy A B SECB LF LA TR 15 PRV Ay B
HoAtbJ5E A ST PR 5 S 4 B 11 H3KI8-1a ) 0B /N A 40 M b DN R R D M2 I ST 2
Xiang 2025 FEUE L H3K18 TGFB1 HE N R IR TCF- B 1/Smad3 3 O T 2420 A TS 15 47 44k
EaRZ 1A EaR4i21d B LA IR T B T R e
= e (T | T A 2 o 2y j:%/jf\‘T?:E ccRCC ﬁ@‘*’ﬁﬁﬁﬁ@ﬁ
. [15) HE AL FKBP10 = 2R A H iR ZL R I U8 A 19 Y10 {7 ke s
L 2024 eoRCC gy IPHAYIO s AR TR LS corce el oo LIRS
AR MTDH #P i 2Rl A& 2 1 MEN2 S iR sl Ji2% #Lm) MTDH 0] GERA 5 TR
P 2024 DN ARl — Jefhifs HGIN FoxO3a FLRRALAEME, JH4AR AT 3E R B vh I 4 M B 5 Fn 4 ki pA ol i
7 SRR G DN R ARG IS AR S
) AR HSPAI12A _E 3 Hifl o 475 BYFLER A S e—Mye  HL[5] TECs ) HSPA12A W] RE
g 2024 TRI-AKI ;. c-Myc FA 7L IR A A% 8 (2 9K B AH G 1 BE A R A (2 E TECs Ak IRTJ AKI ' B RETR AL 11
i G RS
Zhou ¥ 2024 IRI-AKI %EE?L H3K18 }Lﬂ‘&ﬁ% % H3K18-la L3 HK2 9R35, JRRIER 5t g;;@ﬁ%@ i{%ﬁm@? Iﬁﬁ%
mife e FRT e
= s - L. g i 9 2 AR P L R Ak e 4 A
Ye [11] 2025 ”%élﬂ:l:E 2%% EI?L H3K18 H3I{|1§;la‘z»kj:}t lﬂéi%{ﬁ’f}%g+gﬁ/ﬂsX'ﬁ: FGFR4 %%13 FGFR4 1%4?@%’ Eff%{,ﬂ?f*é?'j—: E"J
7414 TS ATURR AN B £ 4k Ak TR
Holu A - R, . o e
g f 2005 SR HEHF - O E SO A S A E AR ME G R AE LRI B e By ih o e
i il 14 SR, (R AL B LT AR e
Sy 2 Ml ek 8 T ALDH2 LR 1k 5%
. [20] JedlEH ALDH2 K52 xi {7 FLER b3 3% PHB2 IR 28 (1 BEARE o e st ;
uf 2025 SAKLaim ALPHRKS2 et e I B ML i AT AKL T
RERIL FLERPEHE E AN AL T HMGBI B . HMGBL AN HMGB1 LR K FLR Ak
Wei (2! 2025 SAKI é& I L HMGBI FLERALIEG cGAS/STING 155l MG e R G0 mIAE 7 SAKI JA 7 Tl 14 v 1
Jil SAKI J3
dene® aps py | AEARL _ MEBASAE A REAMAREE S R A L LU
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Mt g N s PR
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FIEPHEE T |, MTDH= S5, MFN2= ZERiARI & 2, Fox03a= Xk 03a, Fisl= kA2 1 1, PDHAL= NEARIEHE E1 T
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