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[Abstract] Sepsis-associated encephalopathy (SAE) is a common complication of sepsis, referring to a diffuse
brain dysfunction caused by sepsis in the absence of direct central nervous system (CNS) infection. SAE occurs in up to
70% of patients with sepsis. Globally, the annual incidence of sepsis ranges from 30.0 to 48.9 million cases, resulting
in approximately 11 million deaths per year, which accounts for 20% of all global mortalities. SAE is identified as an
independent risk factor contributing to the increased mortality rate among these patients. Early diagnosis of SAE and
related cerebral protection interventions hold significant clinical importance. Currently, the main indicators of brain
function for sepsis patients include Glasgow coma score (GCS), confusion assessment method for the intensive care unit
(CAM-ICU), electroencephalogram (EEG), brain CT or magnetic resonance imaging (MRI) and other related imaging
changes, which have the problems of low sensitivity, poor specificity, and non-objective evaluation of the results of
the diagnosis of SAE. This article focuses on the latest progress in the pathogenesis of SAE and systematically reviews
potential biomarkers related to the onset of SAE from multiple aspects, including inflammatory markers, endothelial and
neuronal injury markers, and metabolic markers. This will provide new insights for the clinical diagnosis and treatment
of SAE.
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& Lancer B G 1T 4IE , 42 BRIREEAE 0% %< 3 000 J1 ~
4 890 J3 Bil /47 BEAFAE T ABKR I 1100 T3 81, i 4 BRAET
NERY 20% , U2 FAE Wi P95 5 (intensive care unit, ICU) f&
FHERIAET IR R AR M (sepsis-associated
encephalopathy , SAE ) {F 2 M85 H UL IT K AE , 1595 95 1)
JER B Y. SAE [ KA R , e R Tk 70%
SAE Egﬁﬁﬁﬂlﬁ‘é%ﬁ%%‘ﬁﬁﬁi, E BB A T
FHBUG RS ER R P, S SAE I T M
IS F) A A4 FIOGE T/ i JBUAE | B e A 0 B B
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t (central nervous

system, CNQ)}EE?;%iE;}EE'J‘F‘/)ﬂT gk R T4 SR IR 1Y
— R S R R RR L SAE Y R A K £ R RS
%QB@%IECEIE%M%J A A | A B 2R R A
[% (blood-brain barrier, BBB) B¢ 3K . N[5 5 % St 28 . i &
RAEMANMLII T4, SAE MG R I : O 1M hE
SR, B R BN A Be ] A # L C 2 Ei‘ﬁ RE [11] 2
S U E A G R EMARGER . @ %
30% FAIHTRAE =47 Hh BE J h B 01 ) B s, 3R B
3~ 6 A R AZNHITIRERREA: | SR ISR | B0 f5 10 e i
(post-traumatic stress disorder, PTSD) 45538 "7, PRI EL,
SAE HIZ WIS 2 HERR PR I2 WY, i Bk = W8 9 & W2 W fe b
TERK S REIFEAE 7T, 1CU PR AR F2 20 W00 R 48 [ Ws Sdh
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%r‘g‘:%ﬁzﬁ’((}lasgow coma score, GCS). ICU = RBP4
¥ (confusion assessment method-ICU, CAM-ICU ) 45 ), s4{% 24
BRI CT L @RS (magnetic resonance imaging, MRI ).
figi #, [l (electroencephalography, EEG) 45 ) 5 kAT, (EA77E
W A HMELAY— Ak | BUB SRR S BEAR L S5 RPN
WA R) BT, TR, ST B R SAE FHOCAABT B A:= W br 5
XTI RIS B B L ASCHSE SAE (1508 A
B, N B R IE RIS W RNRTT &, % SAE 2R G 2R
Pbr i W i AT LR, B TE A G 2L SAE B I IR12YT 42
P BB .
1 SAE KR £ EZEHH

SAE ¥ B WML v] fE 4 5 BBB M IR | fl 48 i 5 41 i
TE AL L IE R A AR | W A | R R R | SRR
PRI B R A A0 A R 1, A FRAL Z A R &R . SAE /Y
08 B SR TE T 28 98I A 5 1 /N B 5 2 L AN 2 D o
ARSI o 5 RIS, S AR 008 I o G T O R B A
DIt R T sl () AE 3UEER . iAE SAE R ferd, £
e R T B R AR DG A B AN 5 R B
Tt M R e 10 R e, B8 o 2 T H A BRRR 1 B T
WL RN REREAS . [T, KNS5 R 2 2, R A
FRHUR B A 2545 S . BBB AR M4SN e fa S
f# L5 IREFAE AL T BBB YIRERE A AL T SAE LA AY
B AAPLE L AR AT I A P B 20 i 4
SRR EEE A RB T, [FEE, PR g0 e As
L (lipopolysaccharide , LPS) iiiad 55 Toll FEZ 1A 4 (1oll-like
receptor 4, TLR4) £54, fh & A D R, X Se 40 fitg [H -+
RGP 4R, (reactive oxygen species, ROS) AT, LR
I LR 4 R 2 8 (matrix metalloproteinase, MMP) 13
Ko TEALIY MMP 3 1M RAf OB B8 % 1A He 2 11 (P Bl vy
% 11 -1 (zonula occluden-1, ZO-1). 14 % 1 (Occludin ). &
M (Claudin) ) B H 591, WA BBB HOSEHE4EH
HnFGEEME . 200 BBB A R0 A FHYIEA
IR S I3, e A HE SAE (94 A0 IR PRI 5 4 M 1 5 A
#EZ) SAE #E R LIRS . TEMREEIEIRAST , BBB (5%
PE— B2, 23 PR A I A b T S RS 1/ VIS J5 240 K )
P g M1 FRBUHAL, I RAE HERE . FFLETE ALY/ NI 20
T BIR Bl 4 E PR - F1 ROS A= RSN, JE 1l 1 Fe sk (k) A
B, mia BBB 5475 5 A, 5 Ak 1 /N B 5T 240 T fih i T Jie
JR A N AZES R AT kB (nuclear factor-xkB, NF-xB) 1 NOD
M2 K2 1 3 (NOD-like receptor protein 3, NLRP3) RAE /N
PRAF 5300 I IR0 , 1A T B B0 AL TR o 400 L v o 22 R AL
FIURAL , RIS Y R B et — D HOR T 20T
PAIFREE . MG TTHs W R 28 5 E | A I e 2k
RLRDIRERERT 2T R ZR . JRE SN RETR Y K 2 L PR,
T HAZ G SR, T filh R A 28 0 K HE RSB P T35 2 i
FRIPPESET o [RIE, G A BT A 9K B0 (4 1 28 S8 RE 0K Sy
R ZH LU 5 RE BT R 2RI 5 A A N B Lok A
IRERERG . WA e AR A5 HE— 2D I o 28 5 ot 240 J

R TR T R
2 SAE Wl&RiSTT

SAE (2 Wi B A 1% JC 5 — M brife, 1 ERBUGHERR M2
W7, BRI 2 £ A A SRR G I B I 1) e kg AR
I 9 S5 M SRS 5, 5 5 I R RE TR R 4 Bh A A 64712
Wro SAE DAWRIE MG T RERRE A 8 S BERRAE , HAZ O I PR
JEAEHORAS S , LU R BN RERS o 3 7 SAE FL48,
I REAE 2 W, , B R B sl | i 22 BB e R . bl
P E e 2 SAE J5 ], RN BEAT B oA 28, IR I | R
ThZ F RS R . SAE BV A AL, A e K A S
IHREBLEA | FE REINAR & H FEAE S A ECAE . 207 SAE g 2 4
SR A I HERR BN BT A IR T R A g
40 = 5 YR A ARG 6 B SR A i R A ()
i AR P A (next-generation sequencing, NGS) K & 15
F o EBCIERE 13 i B R PPAN I BEAR 51 L. SAE R
FREPR S TTAL R GCS F1 CAM-ICU, ITAGARR .
AT GCS T4Y, 4870 <15 43, T 415 SAE & /1 (7] fig
P 5 Bl J5 75 S CAM-ICU Ak, CAM-ICU J2& 4 5 & P2y
AL B 2 S HL ™ B A Ak s , W ki 22 iy
B4 hRiE. ] CAM-ICU T HEA 715 S EA5 T, w2 e i
il BB BB EREE o # Richmond B3l - #3743 ( Richmond
agitation-sedation scale, RASS) Sk -4 438k =5 43, fis oAb
T ER R SVIRAS , R 2R IR 22 CAM-ICU PN AR ;
{24 RASS W43=-3 4B, 5 il gk 2L 300 CAM-ICU P14k LA
WA E RS . IR R A B B PUIRS StE AR 5
W MCEREDAEST, LR B CBAEERL 5 “EiR
AOFEAE” b 130, BEn 2 Wi R A7 AR 22, Bl CAM-ICU
PAGZE R NP . CAM-ICU P R AE TR iR A 2 k2R 1k
ks FERERER . BYUKE R R LGNS, AR R
AT 2 THURFAE RS s + PR RS ), & a2 TURHAE (G
UK A8 sl AR R 51 AR — 23, B nT i S 5 %212
Wro ZIZWHRIG R SAE ) AR5 .

BEAN, T Xt B AT VRS b 2 R Ge ks K 2, BRI
TEH PR R 2 RGO AEAE . X T RREEE R,
5635 EEG SR E K A R SL R = K A b AT e i Al . X
110 FlMeEAE B3 ABE EEG (90 HT 2, EEG DL & 3£(33%)
0 Uk (48%) Ry 32, = AR & AR K 6% , Ml I ) <
3% fIKHL ) (65% ) FNTCHk FLIE Bl (25% ) 8 WL 5 EEL 2, 8
AP | Synek 434 =3 2, Young 539% > 1 ZIRR AR
BEFCTRIE RS ER IR Nielsen 45 SR %
i [ (continuous EEG, cEEG) Xt 102 15 i Ba0E HB & #h4 T
W, Z5 5 R, cEEG SR &I SAE AYFHIEPE K B JE (5
FEE 22 (SRS W T FE B O 34, LI PR - R B
VA g 7 T A B R U AR U T . CT AT &2 AR
AL 5 53 70% 1Y SAE i REfIZ A v 3 MR R 3%
PR, E AL SR B L R T | AP K PR 2 A A, S
By 2K A ARG RAE AR ARG | A A AR R | AR
FRAAR G A A4



* 880 -

FRAEFE TG A B EE 2025 4F 9 H A5 37 545 9 ] Chin Crit Care Med, September 2025, Vol.37, No.9

HAT, SAE TR RS2 B i TR0 7k A LAXE
SCRRRIT A T ARRL AR YT IE A 45 5 T 25 O s b
ZPYNRIT RIS IR JERE N | BB AT IR vy
B3RP SRRV E DI RE [ WA SN T 44 & (extracorporeal
membrane oxygenation, ECMO ), A T4 ). 4 IR s .
TN2R SAE i b A v A i I 3t B A, 1o BB G A TR A AT
SR LA TR 24, 2 R 4 O PR A0 0 1R 3R, 44 A 1Y
G /KPR , B FHEE R BT 1R h sl™ 8 A £ 25
BERSS 4k R
3 SAE ZHETAMIREM (R 1)

31 RIEAAEWAREY

3.1.1 S100 554543 1 A8(S100 calcium binding protein A8,
S100A8) : SI00A8 J&— 7l y 93 A Z AL MR 2H WL AY 2 11 5, &
FAGE T MR AS 9B AR S100A8 BRI
— N L AR BELE - 2R - B2 (helix-loop-helix, HLH ) Z5 435K .
TEREANERIE T, S100A8 20 1 5 AU I TLR4 4545,
ST 2400 N 15 5 Sl . TEARERE R o, ol P ks
21 SR A IA Y ST00A8 FT S ROS B, Il it B¢
JRHAE K- — 2D A A ST, 1o % T 5:3 BBB #6145,
215 SAE R4 & JE . Zhang 457 i 3 TG G 28 00 B ik
5% (enzyme-linked immunosorbent assay, ELISA ) illl 52 1L 3% ]
S100A8 7K1, ¥ SAE 4 FMH 1fil S100A8 KT 5 1
S100A8 207 SAE 4557 B , (AR Ak . Dong 2511
BT 2 W1, AN 1 S100A8 F] fETE SAE [k ELEfE rh
EOCHER] . PRI, S100A8 A] BEAE A —NVETE M A Wibs ik
W1, FIFVPAl SAE (& A4 R e

3.1.2 R IRAE A F 32 A AH C T 6 (tumor necrosis factor
receptor-associated factor 6, TRAF6) : TRAF6 2 377 2534
Tﬁ@@,ﬁ%ﬂ*@ﬂ:%%iﬁi (lumor necrosis factor receptor,
TNFR) ZJiE 5 H 40 A & -1 5244 (interleukin-1 receptor,
IL-1R) /TLR ZEHAH B AR IR 245 557 2 1 T, T 2 541
PRI SN S A N 3 T A= 2855 A W 4% . TRAF6 S RAE
e IR BN T, AT HESAE RV B R A R e o 103 T K
ST AT RE S LA LR AN I A DG R YD, IR T R
T8 g A G I | BN A X A ] S i AR B v 4 R
YRR, Zhang 45" 0T SAE HR S R HEXT BB ARG
I PRASCH , B8 %, SAE F8 % SMA IfL 7% TRAF6 7K F- %
Tk, HH TR i B 55 7 s AR B S IR ARG . DRt , A
TRAF6 7KV 82 SAE W2 W, i 15 PTG K 10U F 4 1t
LA

3.3 A MERERE ANl & Z 4K -1 (soluble triggering receptor
expressed on myeloid cell-1, sSTREM-1) : sTREM-1 /& i B g
YN FAAZ AL | b RN A S B A Y — T R
REAS A SAE D 7726 R RAE RIS o LR I
ff, TREM-1 23456 W AR 11 DT 98 g R AE R F- (tumor
necrosis factor, TNF) Fil IL 7J(E|Z,f;35ﬂ:%{ﬁ§}iﬂz[ lg]o eI
S5O WIS R SAE S 175 STREM-17K-F-71% ,sTREM-1
JE IR R BERE £ 5 0 & SAE a3, IRl Tk oF

i) STREM-1 R IR 4 BRI 1477 26 S ol 28 2 BB, AT
BESAE BE DR INE ., Ft, sTREM-1 0] BEE K SAE
IS HE PR Z — .

3.1.4 FREHEA 3 (pentraxin 3, PTX3) : PTX3 E—Fh 2k
F AR 1, RERS LS G nT e SZ A, I8 4328 B A A 240 it o
T4 AR s R R . PTX3 35 2 pl A 5 200 it R 1M A5 P B2 400
Jiey= e R A L G B AT RE . 1R P i S AMA L
Clq 254, AT FMAZ S 8 A 00 , b i 42 X e T A=
VIR BT B . JONE K AR IS S8 A A S8 B &, I 4
PN IR, B it PTX3, P4 J% 41T RER% 5% & BBB
IR Z SAE 20 BEER T . (R, PTX3 (140038 7K SF-
SETE SAE A2 I R 175 A v R B Hh VB AR 64011 PR 7
s

32 AR SRR

321 ARZEAEEIS100B:S100 B AR5 &R 21 000
B BR PR 25 A 2R, 322 Pl 2 T 50 I3 4 A/ 2 e 428 G I
AW, KEAFAE T CNS o A Ay i s 5 R s 0 O B
b, HAE AR 5 0 SE B0 = TR TR W T2 . 7E SAE BRE T,
LY FRI AR S100 B AT, B8 RN A2 % I o 200 fif 32
i % BBB W3R, SAE I, fiki PN 08 P4 i -5 S0t k4
St R ELHEAE FH B A 58 (i e s v S 4545
T DR 2R, e 20 i PN B 40 R T2 e I 40 i 2 6 R 08 1 3
i, BBB W3R, SEURHIE . i Meta 2047 L0, e e i
ML S100 B K F-T1r 5 % 4 SAE MFET- MG, I, 1L
S100 B 7K AT BEAE J SAE S W RTINS 46452 — 2.
F K S100 B 21 SAE M BUERE =ik 85.4%  (H AR AL R
67.2% 2, R IR B AR AT , oE gt AT F 3k S100 8,4
LB SZ AT S100 B 7K P25 FH 8, fik S100 8RR 4%
o (HAE R AR

3.2.2  MEIURR R EEALEE (neuron specific enolase , NSE ):
NSE S Wi a2 s B AL ) [R) TR X, ZE M2 4 g
ik, 5 S100B8 H I, NSE IR A k4647 | i i 5 4
PEMGE i A rh A 2 R GER AR I A bR R . FE SAE B
FHp, AT AR R NSE K 3 1 Ft. NSE /E A —FhiR
PEER (12 40 A T 2 A0 40, FLAE I3 R o 9 4 S
WeRERRAR . 24 & A Pt A 408 003 BT, e 28O0 IR 0 1 i 5 50 9
NSE K B 48 40 i fa] BRI B b, Bk, SAE R 3 1l
T8 NSE ¥ FE 51 2 oc i (i 82 5 S BBB Ty fig iy 25 YIAH &,
W HKSEA BY T IEAE SAE U A Ze iR it K e it
JE. A Meta 4391 7R, SAE & AU NSE K- T kR
i A 7 XoF B, AT UE A TR SAE JRURS: 1) 8 3 I S it 3
YT RN, AR S RO e 2 RG> &
M7, (B AU B, NSE 7EI2WT SAE i AYR5UERE Fki S BEAR
JE AT RESZ I LA A ] Ak

3.2.3 M 22544% (neurofilament light chain, NFL) : NFL J&
252285 1 (neurofilament, NF ) Ho—Ffr & 2235 A 4010 H 42 5
43 T ZEAR03 J5 AT A IO L, 28 7 ML A AV R
HE, NF @R Ak (52 kA T H AR A L) 45 B
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TR B AR AR, U R A 0 BB A | T i o
I8 AR ARLR s MBe G2 . NFL CH0fE W& RS
PRI IZ W RTINS0 1) AR AR A5 A4 22 R M AL | BT
IR VMG ERIG | AR5 52 BN VE 5 > A TS T,
SAE B I3 AR A8 NFL AKF 35 7 5, B iR
ARG S, Ehler 4 W58 %, NFL 5% T
AL EGIRIEAET Lo ARG, I 23 I w22 D RE Bl SN
Fefti AR, BT NFL 76 SAE KA KR ik O %R
FI LI W RV R S0 R0 5 O & SAE K i 5 1k J& 14
WAEA bR S AN, WEll NF ABERR b /K 7] FH T8
5 e v 2 2 B R e AHTAR DG A ZRL (RS 9 e i /K-, T
Tl SAE JRYT IRl e . 5 B0 NFL /K- 19 2501
R AR Z 54 Bk S R AR LA e,
B FH] NFL T SAE (1) ] Sk mg AL o

324 1z % C A ¥ /K fi# B -L1 (ubiquitin carboxy-terminal
hydrolases-L1, UCH-L1) : UCH-L1 ff —Fh 212 Z 1L, 38
1 Rz FATE PR E A0 N 2 R BRA i D RE S 2R AT
PG ) A A AR AR S AN Y 2 B 1 AR 3 U0AR G . UCH-LI
SRR b & R AGS BT — AP T 2T 4
B, SAE AR ST A Rl ph 28 Tl 58 S B PR Y 2 R
922 UCH-L1 BEHOA L, 8O UCH-L1 KT >
AR, UCH-L1 B2RIA T AEAS il i 2 2 TNF- o 45
PSR- (0730, WG A 28T Th NR-xB {5 5 18, I s pfi 22
TEHRE S WRFEIESE, UCH-L1 2 480 A0 R 3 S B e
Yy, MHEHBABS , UCH-L1 8 A ie ek, MEn iz 21
W EMG], FEEZ R X — DI RE BRI PRz
% - & B A & 4 (ubiquitin-proteasome system, UPS) 140
HASEZRSTAROE NG EMa TNz 5= 1 %
Z FZ A SV H RN . IR ZHE R B- VER AR A I (amyloid
B-protein, A B ) ZEFEMEE T 0 B L A 2 o0iR 151k
AR A0 W A TN A 105 ) SAE B
(Y RTREPERFFEIESS , UCH-L1 FAIh 2 R AT 4R PE 2R 1 (glial
fibrillary acidic protein, GFAP) [ 5 F = & I A8 3 N R
U B A1 B T R RCRE bR, O SAE [ 2 W T 3h
THOITIL

3.3 HAWAEWbREY

3.3.0  RHERR BT IREAE M 8 1R IRFEIE
7R 4 B SRR A A 2R L, 2 T 52 v ) S BE R A
T SAE (&R Bt fep, 4- IR 2% (4—hydr0xyphenylacetic
acid, 4-HPA ) A R 12 fi il i 4% [ 3 AR FH s o
TEBRRE A AR A H AR L AR RS TR L R 2 R
il 4- HURIEHEIEZ R, Zhe % WRFSESEE T 63 R
), XS CHITE SAE 21 5 IRE Z R AP i 2 5+, H
4-HPA 7K R8I BE A A TP BE 22 [ AP TR AR DG, B
A AESE SAE FUTRE A An W, nT T U TS . An
AEDV RS R MEREAE O N 4-HPA ZKOT- 15 R A X
PEF B R EEAR G, Rk, 4-HPA 1Eh —Fh & iR
TR, ATRETE SAE HY RIS b & SRR

3.32  PYECHEE . N EOBE R ARG TG A B A Ak
T PR o BE S S PR 54, | SR R R S 2 M E R R
Wl B WE AR (A £ 3R 1045 40 i 25 B 43 (vascular cell
adhesion molecule, VCAM ). 41 Jitd [a] Z5 [ 43 T (intercellular
adhesion molecule, ICAM) ) A% . ZE5FIANA T M3 -5 1
G REZ R ML 5 e 3 Tm) A e # OR 4 PA e 20 L vy 1
Mo TERAERAERE T W00 2 K A IV I FREIOA L,
INTTAT PEAG PR R GE PGt o 4 TR PR it = Wy K1
A5 SAE 1K AE R R i A OG, HM ST TAEGEph 4800
P BR E BN DI REIAL FE AR SO R — T H AW
TEMELRY SAE ML A EWIAREY o 3 Meta 2387 7R, SAE
S VCAM SLICAM KPS T 0 IR, M e
Yyl REAE A SAE HYAE bR 9, Ry R 14 400 1 o4
IR

3.3.3 Ifily5 VCAM-1 (serum VCAM-1, sVCAM-1) : sVCAM-1
CIRGEuR) S SE YR i EaS $he SR Al 27 e 2]
BBB () 140 - P Sz A Ae B0, A IR AR S T g
FU M 22 IARRAE PR 47 , 2300 I P B TR S L e
2 5 40 S YA R AR A I A 1 S5 B e, v il S e
AU g 22 DX Rl 3 R o T PN B T RE A T
TR T RE V5 S 10 22 9% B RE 8, U SAE &R LT,
sVCAM-1 FA7E T i3 v, S5z i 20 i 5 e IR 25 0T 5 74 B Dy g
BERFA G, Su %5 i RIS %I, A BRI VCAM-1 K-F
BEABE I FURRAUHAB R 73T 7K S RET SAE.

334 PIREE-MEEKERS (renin-angiotensin system,
RAS) #il : CNS WAFFEINST 1 RAS, RHCIRZS T RAS W21
T RAS o BE iR A | A I AF I D g S s R B, Hor
1L B3k F 1T (angiotensin [T, Ang IT ) AT LU i 5 11 45 5K
=1 1 ﬁ!&ﬁg(angiotensin I type 1 receptor, ATIR) 5545 1%
I NF-xB {5538 B 1 BEROIL A P9 % 40 P ICAM-1 11938
ik, R BBB, SRS K R R . FeoR st R R
EHNEE RAREIE L BBB , (H X2 AF7E MR (1) RAS-Mas
ML FR O Mg T LT IZ %3k ATIR 1 AT2R,, BE AL
FEFRM, I8 % 5K 2 5 40 (angiotensin-converting enzyme,
ACE) A1 Ang T ATV 24 A MR 388 5 B 45 5 MR #h 28 JT HL TG
By, HARME 5 X 22 52 200U B TERIBERAE T T Fefini s
5% ¥ (paraventricular nucleus of hypothalamus, PVN) [X. RAS
PR R A3 0 , 5 U S B 8 AT Ry 1 7 A 25 DT AR
Kl e Shimiz 45 G SEREBEIE T, 2000 NIRRT
LPS ] 8 #1755 T i 1 5 B /NI A TL-18 %3k B 5 i
T ACE 41 500 61 o 35 1) 5 ATIR $5 050 S0 047+
T, W BEA AW IL-18 (477 A, 702 48 RE ST 5 3273
Ang 17 SIS 500 T 0N L RAEHFE .

3.3.5 {7\ RNA (microRNA, miRNA) : miRNA 1EF—2K N
TEPERY /N> TAE SRS RNA Sl DR 42 S R 308 TR
Z 550 BEFE L T RE AR MRS R AR G R
Yot B s HR KL RE Y R IR C BOIESE 5 Z R 19 K
He T R B R A A OE P, miRNA PR R 2R A7 1k
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R 1 FREBAEHEX RS (SAE) B EWHREY
HERREY e 5 SAE AHOCHYIE S

RIE  S100A8  S100A8 £ %l 3k FORMRANNG , AN BGALEE Zhang %7 AORTHEEDRSC D, A4L ST BIMKEERE B #0A1 29 ] SAE B
% M, TERAERAST X AT R AR AN (SAE B SOMTFEMGEAE ELAT A HERRFRMER D RERERT ), 25 B 60,

FRd) S ANIR AL IS A I B IO IRES I S 5 HEFE,  SAE BN S100A8 /KTt , i HE 5 SAE /™ EFLREA )6, I
FAZOAERIRLEI B S AR 1 TLR MORER-HES5 6, RIHI SAE il . S100A8 7KF- 7 1.93 we/L B, i2Wi SAE AR R
JNIIAST AR 5 30 1 ) 16 £ 92.90% , BT 69.00% , AUC=0.86 (95%CI 2} 0.76 ~ 0.95) ; SI00A8
IR 2.41 pg/L B, 500 SAE F35 28 d FRAERIHER A 90.00%,
R A 73.70%

TRAF6  TRAF6 fF K17 2 EHEM 2 S Tl AR F o A5 Zhang %7 WIBGHSHEDTI T, AL 57 BIMKERAE % I 20 ] SAE H%
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