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WREERE A 211 T i TR T 25 S 2R R T 5 S fr
F& B A A B A B D RE A M, R AN T SO R i AR
AR R IR 2 B 301 ER e R bR, Se R %z R SR
W I A PRS2 IR (pattern recognition receptors, PRRs)
P50 9 T AR A G 43 T 5 5 (pathogen-associated molecular
patterns, PAMPs) KPR A @, 7E R ZH0E LT,
PR AE RGBS TH R AR AR A, B hig A 2>
R RAIE, 18 FIRA DRI SPRIN, HLARIIAHLE
FEIR 3o P SE SN G R ik P AR R Rl 25 4R B
MRAEAT TR, 2017 4 4 ERIAT 4 890 J1 91 e 7 ik i 1],
o e IESET- 00 1 100 701, 20,5 e BRIET- ABLK
20%", A, MRERAE ) K SRR AL SR AR B A R SR
T, FEFR AR S B AR 5 A A # g B, H
G T M AE AR T PR TR P RNA YT, IR 5,
MAETEVEL ), Feor RS w G, JFCA R nih
JP B, Ptk SHRMREEERAIRY TR, PR REAE
R T AR I B SR A R T R S AR S — A
M B AR

1 ABSHEE

FLIRVE AR AR (4 7= LA T 2R AT o 1) S 2L i)
NN R RE A T R G AR, W 20
BRI, WS AEMEERNER, UAMEESSTFEHED
ATRAYE, FLERE ARG P i — A EE S, (AR R
MFLIR 23 kG, TERRBRAE S, — iy T B4
RARAR T RERERT, FLIR - BT, 5 —Jrimh T
BENE e, FLRERFB LS TRE, hit Szl
FRHEFR s LR T B AR ™ o A5 R IEAE 22 W R hE (1
FEE R BT G 05 103 FURR R B A OG . M ALA 2
SN2 T DRI L) K Z 4% B ) RE R A% 25 G4 (multiple
organ dysfunction syndrome , MODS) B} {4 P | iz 2= iy A
PRI G L IR — LA S PP e 2 A6 2 17 7™ o A B 1 T 4
Bro Sepsis 3.0 FHFRI, FLRACTEAMEYH TIREEMAR S

BRG], IR R BREEAE 1 h SRR Ay F R —3R 43 1O,
1.1 ZLERILIEIR

FOI AL S YRR B 2 [ (ORR 42, BB 5R DNA
PPN IS, (RGO AR (1 SR 2B A o 1 s 1,
FEEEEAE v, G2 A0 A A 0358 £ 16 Tt S 6 PR 5 1)
21,

FEM 3 A% F 2 I DL R AP 5 DNA 3k, 412
P . Y0 5T 1 B F4) A microRNA (miRNA) FlK: JF & i
RNA (W5 5 R U s st (4 184 7 sRAEpLIA 2 1)
WIFIRAZE, &2 58 RGEM GRS R, XFrs
JHEEEARE 19 S AL LA R e ik B4 5 R s By, (R
MR, 8 SR At T LI P 00 a8 2 SR 15 1 3 R T
FEPR Lk shE G, TN EE 4 B A AR RE S 1Y bt 2 I
TR BE R, G A I A <l LR T LA R e 40 ) 44
P14 Jek R 1 5 7 | 1) B AT T B I Dy 2 R 19 i A AL
il 1o PR, T RIS AL B U I S N R A (e R
AL SE I B, 384G T REHR BRI EEAE A T AR B A

H N LR SR R, ST A
My A s w2 B0, ek fL, Sk, 2 ik, SR,
BEHIEEAL, T EEAR UY, )AsR  E S s I
B4 1 AL b B A 57 AT, P 7 20 1 41 8 1 R R Y
&4y A2 R 4L F 1 % 1B Cinterleukin-14 ,
IL-1B ) H1 TNF F& R 8l XA i 41 2R 1K 31
TN BTG 9 66 412 2 400 6 R - A9 e %, 3 B 2 R B
1 —T LU E 45 LR L (CLP) BB/ N RO AT X 42 14 S 56
tk L, kAR H3 AR 4 =T 3E4E (H3K4me3) il
3R H3 AR 27 W 3Lk (H3K27me2) RS R 1 4
# 2 (interleukin-2, TL-2) AY3E, X ATREIEMeEEAE/F 1 H
BRAREIN I AL 2 — Y,

FLIRAGAE i g — BB 8 ) 2 W s A s 4 =, 2
T SEAE ST I — A B A . R A FLIR AL Y & BLUE T
SR FLIR AL . B 5% 3R B3l 2o /8 ARAH (3% (HPLC)- HR
BTG (MS/MS) 1Y 5 Al MCF7 4 fi b it 2 00 20 27
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F L BERS A BLIX — A 8 K fifp JIR A 22 R ke ik 1) i i e
B SHER e - FHIEN 16 A —FURHE SR 1
BRI . BHJS 2R KA Y Zhang 45 P I £ 0
SEHR U P FL MR A B 6 19 47 7, Ui 2t LR AR IS0 IR A A
il 14 58 AR RE A8 (e HE AL A FLIR L R 3k . T H 5 Lt
S5 HAb & A 7 SN e, FLIR fE M A o ad i
LA R e St EUR FLR AL HA R 1 I 1) 2l g
M.
1.2 FBRUERRPHER

B 5 1 LI L 7E B~ U BOR B A, 2 TR ST
KIVEAFLIR AN PO MR . M2l . RAETER
o R RE 25 22 P ) A BIL T R AR FEELAPE I,
ZRBR IR T AL T AR SR B S Uy ), e 20 A Y
Gupeki, ONANEIRIIEIE, FESME B LE4EAl . B R
ZHUFERAE PR HE I 70

1115 5G T 38 11 FLIR A7 MR T A1 AR S e 7
FASRHITE N 2 FLRR AL AL 1 H3K 18 REAS 11 A PP Al erty
SE PR R R TS (4 AR R B IR SR

IR AR S E e AE o, FLAR AT 20k v 20 A
HMGB1 B9 FLER LA SN R T i, X e 4 B e % i e Y

(5] S AT S T B2 [ A S I S RE A 3 2o 20 2
FLIR A fie s M2 R 0 240 [ A3 A e Xt a7 ik Y 47
Pl B A PR S S I IERAE 1 XS B AL AL
M 3 A T e P I TR

2  FLERLEImEy A

YE N TF 16 T A B #% 112 (deoxyribonucleic acid,
DNA ) Yo i iy i i W RR 2R 10T, 2l AR VAN AR 428 1 7
PEJT SRR DAEEE 225, NI FE 2 W3tk 1% vh & 4525 A T
AVEF B B R R Y LT B LTSy, ok
Hl. H2A. H2B. H3 J H4 FFpZEAL, i 4l 8 [ e
SR A T R R R AR, AR R KRR A
JE AR R ARG TSR P R B, f G 4R T . DNA %
A5 5 DNA (4R REAH DG A9 HoAh 26 (1 40 HMGB1 ., %F
FEAEFISE, 7F DNA (254 SCRe bl & CBEH B, Rt
ZH AR UFIAR 2 R L AR G BRI R S R A, R 4E
RRYL (6 I 2500 S D RE, SHEY IE AR K R Rk i %
SERVER BT, LR A ) A h e AL R 1 SRR
FIPEAN I
21 HAERILERK

2019 4F- Zhang 45 P fORFFTIESE T — Rl s (0418 (115
Widr A, BV I FLRR A IE G, 418 B e R
Wit A W 0 S B AR . AR LR D B0 T IR R LR 2 SR )

BRI GERS, ME A B I WL 5| & L R )
AR AL, SIS PRR (5 S5 S A SOE S i 2k B
SRIMIOC T 2H A 0 FLER AL I BARAE FOLH — BN TE W, o
ORI 5 2 W AE 4 B S SOV 256 ME LA R T 25 DX 4 T £
ZHURR SAE TR T, FLRRBES I T R A FLRR LS
S EREAM T AL s, R SR, B
SN LA KA A RS P00 ik — o AR S Ao AR A S A
1522 10 L W 200 L ol B2 SR IR A 70 S R IR A T S B
T 3 (R A 2 B A o M A P Y E AL, R LR b
HIBIFFERT TARFE MR B e AL A B RS Bl

i TRRRAENUA N R EZAE, DIFLRAE A IR 7L
A o] BRAFTE T Ll 2 e kil . BArE
26 R AR LR AL AT P, FLRR T i v AR
SEIQZLEE 1 (H3, H4, H2A, H2B FIH1) 25 (0 S 254 1A%
TR T T B A R Y A R . BRTE R A
AU ) 2R A AR AR RE % i i LR A i Yy Uk
g, OFRBIET R AR P I H3KI8 | AFE
T AN Z AU iEt . i HA MR CAEUEL ERE
A IR 2 X B AR, Sl LR A B i ) = e feh
S50 240 J60 % 5 40 L DAY PR S35 PR 1 e R PR ik B, R
BARHURTIAE I, (HERERS 1 & 12, H3K18 FLARILTE
Ja S FIFRICA S B MR, XRIEAETEE A
FRaEPIRIRTRE B, IRANLER F HAK 21 AYFLRR TR AE M bk &
W, BXTEIEINRITA B R R, QAEBT /R i B
( Alzheimer’ s disease, AD) H', 418 H H4K12 FLERfLRE
Ui SGROm B AT SRERAN e ok A NTIE AN i
JHL BTG S B BB AT o R4 R 0 T S e o S I 3
JEIRIT AD [ — P TEIR YT AR RS P
2.2 FAERZEBRK

11 ) e AR 20 2 LR AL T AT T i 2 8 L
T M FERE 1Y 38 B AR A AR v Jk # H EAE %) HMGB fig
% 38 2o FLIR Th 1 Jr 3000, I 5 i 3 100 A v B
HMGBI1 1E 2 — i B RSP iy R R R 1, REAg i i 7L R
PRl 77 AT 5 50 W6, TR IR I P9 B2 B & 8 1 ( VE-
cadherin ), AR, MeREIE &R N FLRRK -5 1E H A
e B e, JfEad e HMGBI I FLIR b 81 2 5
[INERSDEZ T A RTINS /=0 (1K= 9111 By 1]
HHLUK R B

BEE4ER (zine finger domain, ZFD ) & DNA 2543
O WSS, [RIET R WL IE . BT AR S
AR, AR IE R 3%, BRT A BT DNA iR
A, S 2N, RS . RNA W, &
FITHT B AL . JHTIR R SRas ™ Bt &
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W, TEMRE NG (TME) thfEfed FLRR AL 1 4% 7
2, TR S FE R R i RE R A0 (TIMs ) (4 S
Tige, AT e ki i EH . i TME thA R FLIRE
i B SE R FLIR L R 1 RNA L5 RS i METTL3 A 319
n6 - LR (m6A) M4 W& 4= Z ALl MAh, METTL3
BE SR 45 0 1Y FLRR 1k 36 e 0% R 2] H bR R 1 SR (target
recognition domain, TRD) % /£ A1, M Tfi 34 3 METTL3 5
m6A M RNA 1454 FEILIE R 7,

3 FRUSKSIE

3.1 HIH RAE R K

T SCH R B0 Y, R AT S S i DL A
TR BILR IE 5 (AR A2 R HEAE () A B A BEAL ) )
TEMMETEIE TP 42 B JERE SN )5 191, BILAAC PN 11 4 58 3R B0k R
b BE ARE B B JE B S s MR B B, X 5 M1 5 M2 X
P2 USR] (4 W 40 2 DI AR DG 7, ARl 15 4 i o
FAUYAIE], E RN 3250 ML RIM 2 36 AL R A, 1
BUSE MR FRIE A A L B . AH G B 1 FLRR fh B iE A A2
HEAG S BRI Y B AN BT 2 9k, MG 2 24
8RN RRAS

M1 5 M2 BIE BEAAIAATE T AAE RSN, HJR4%
[ 1Y 20 R A E AR T) Y M S I 20 B e Ak 8 A A
RAEHI, DIEBEARVE Ry 2R RE BRI, Sl i R0
N TR JE AR I AR, T 5 ZAHXS Y, M2 LR
D) F2 A SR SO B4 5 0 R PR, A AR i =X
PATRELE, AEMRIOL MG RAE, fesEd2UE = A 1 &
Gro HERTEM 1 FIM 2 B B 0 4 i b >R FHARS [m] o A Qi or
K, PERREBTRAM T, S5 IREEAE I T 0 ko
fif 52, fHJE M1 A M2 IR —@ A EHE T , e 2w L Ar i,
PR A R A R A ) TR DI RE, R TR AL RN A
(i) P P-4 LA S 2 U . TR R 5 A U i) 1 e 4 LA [
PR R B A0 Ty 20, R BHA o R 1) 34 B 5
PR BE SR AR T A A X

IR AIF 5 3 W i i B € 3 90 9 A LR 174 (] R DAL/
SRR rpr | 2L R Ao 4 G S 1) AR ey it
AU A W ORSERR AR A R fha R e S g
PSR, M1 E RN R 2 B2 1 (arginasel, Argl)
IR, 38 i — SR A R AR =R A il — AL R
ATERR AR, 1T M2 I A A P 0B A Y Argl KF-,
A B SRR AR 5 1 G B0 SRR RIS UE A E /N R
SRR AR Bl g A 4 s e TR R O L R A L e
Argl X GHEAFLRAK-EIRIEASE, W5 2Btk
JCHA kg OCIR PO A, 3 ek WA i LR B S R A 1Y

E WA, 7T LA R 2538 - LR AR sl A S 28 M I FLIR 1L
BHACFA TR, TULE R, XA W] W85 Argl
Mk, JEBEAT Argl Ja s PR FIFLIRIbARIC . DA RS
Ui B ZLIR B % 0 2 1 FLIR iy 1B i Ui ML LA
i RS SR T 1 AE B, M I I 00 i 2 30 A 3 ) 48 1
M2 FEE AR, TR i G RGEARAS .

DR A 22 PR SRR IRHIY], 5 4 e A 3 =X 4 ph
LA T AT A AR, BI3E 5 Warburg 500 i ZLIR K 3R
£ B, ZLERREASE 1 A L LA By SR <R
MIPER, R HE B AN A R AR e R AR AR AS e, AT
ZH5ALWNIBE, G RN A, SRR IR a0
il M4 AR A 42 20 DR ST B, T g sh R A L R Y
Fik, MIEARNIZ R ESCRAE Y M1 E W4 i 2 50 3
il S 1 M2 BRI A R A Bk L 5 e B RE vk B
HANE SN 55 G 2 P B BEH AN S B AN ST A, A
LT A B AR — 3 Y R FRATTX e B G
AR TR KR B, H H AT AT A 2 A 2 L]
Jit BN FNK Bl A Hh S B I R e AR, DG
BEZ KRR _ERR T I RES SR . i 2R LR A
20 7% 5 M T R R I A S 30D LA G e T oy 2 R R
TR
3.2 AR HA

TNFATIAR, MeRRIEAE Ry —Fh PR ™ di ke e i) 4 B M 4k
SEVEGO , PR ARG IE, M L2 (acute
lung injury, ALT) 55 A5 W, B, 4% RN REERT, IliZH2L
AR N RIZLGAE RN 2 LIRS, Z 5 R LARET
ARG O, TR, R SRk
ik, AR ERRIES [ F2 ALT LA 2 s, 1
BT ELIE AR i R SE A28, A4 ZUEr S Ak e o B
R B AR R — A AN R s S AR,
IS FEOEH ISR . IR I T R 2
Bl L B, TR oA, RASERE
B2 R HE TR 250 (Jes e A RS2 R )
REESIME O B AT DAY R AOPEF B0, BRI 0 i i
LR R DAL AT A 20080 R EERE A DG 2 PR s A5 1 R A=
I HEZEiZH ST ALY HESE

AHSCHFTT B B, Il 2 1) WL T 24 4 A B 3 3ot
FLIR A T AL 8 1 LR Ak A 0 I s 4 v ) R 7 AR
WA T, T UL ET A A0 A S R A s S UM AT 4
o, T B B A Ry LS ZF A A M A ik, e &
ERZEE VR . Byme &5 ™ U H5 e, R
T 40 7 S A o) EE A e T ST 8 Al 2 A Lk A 4
o R BARPLH R T, (AR A SSRIESE, AR
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EIE LR R R P SIER AT,
il 21 24 A 5 W 240 M v ) FLIR A K- b . O B bR
FLRRAL M b B2 PR K T p300, S5 FLRR ALK K FL
MNP A RTLF 4E R A 2 R R, ERLFARfL IR, S
WA, &AL, FLRR KT SRl 3 i 0, Jf
B0 E W AN PR LT AE AL RE D R 37 Ak i I FLRR fl

X — R B BT — 2L 1 fifp e A A il 5347 11 S0
B TR R, dfs oy R S it TR A AT
3.3 Rt mEEEM

U SE AR AR TEUESE, LA PN R 3 o 4 5 e T AE
THOHR P 3 2 DDA DG 70 BREAE 1) 22 25 D) BB B 1 1T
J2 DR Ay Je i A S0 8] 10 A8 a4 L 3 AR O 23 A
(damage-associated molecular patterns, DAMPs) 5 PAMPs
L7k TSN (RGUNIY ONT 3 S VA 2 EARFRE WS
P, R BB EL G R T A e EAE 1)
WA IR, 55 IF LR R i, SN E PR AE R
FERABE T XU 70 PR RS IR o I sl s M L]
R A R FE I M AR P, AT RS 45 A R S 1 7
EZIREEGE M TFLRR B AT T 10045300 25 1 1) 52 0 X
— KBRS TEAE 116 AR AT 1 R S T 1

HMGBI & — M £- 7 A 8 1, RETE T B R 20 i 3=
o3, MHEA HMGB1 J&—Fi L) DAMP 431, fig
i 38 5 5 22 b 52 (ARE 5 05 45 4 N A 4% SR 7 N Y
— ZRGVANP S, 5 REEAE (¥ R AL 2 DA DG T HE
Jie 75 AE B AE R, HMGBI /K- 5 3Lk K482 T+,
HMGBI -5 75 L1 FLRR /K P-4 -5 e EEAE 1) ™ B AR E I AL ¢
I, HJE T HRBR SRRV W . AU5ERe i, S
A AR REINE R /N BUAY L FLIR A HMGB1 7K
SPERLREAR, IO G52 BTN 7 3 MUAE FIRREAE 7.
TR & MAERREEAE D, E AN N FLIRES 2 )5 g8 ia
iF p300/ cbp ML IEE HMGB1 fFLRR L, S8 14N
it 38 35k A A 5 W HMGB1S . 1 S LTS AS W B, (H
SR HMGB1 B IE S22 HE I i A . HRTAFFE A
03X AT RE R T HMGBU G 5o 3806 22 22 1 2 11 18 DA i i
TR A P B 5 80 2 1 0 T i A N S A 1 (VE-
cadherin ) J2& PN B2 40 S 1) Fi S AR Ay, TERE TN A 5K )
VAT A M b A AR HEAMER], R AERR A N 5
Ve RAGEVER CHE I T FEAE AT, A N S
FhiE A5 MM AME 5 U89 LR (extracellular signal-regulated
kinase ERK) Z545, VRN S IATEAATE, XF T8 20 g i)
MRS, eSS RS R mEMEM 7,

KT FLRRA T HMGBI S0 (05, H ETIAL T8
Brie, Ho iy EAARBLEA T AT EDI R AR E . AR

AR VAL B FURR AR % 52 1A 0 R 7 e RE e S 1t T BRie
HEftl, o METEAE T R D RERR AT AR TSR B TR

4 KERERE

FURRAE RN BRI I, RSG5
WX 2 M6 Z e T LR RERAE TP DTS, B2 AR
T FLRRAE N A W bn AW T R ™ EE P R B T
i W RO WT R I FLIR RERS 1l 1 3 A FLIR AL 7 XS
Ui LECRINITE Al P Ml N E SV E R
fads. A FLRRILKF 3 o0 T A GUE A —E i
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AT HUS SRAE TR AGIESS . e n] UL, FLRR AL A MeREAE
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