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Abstract

Acute respiratory distress syndrome (ARDS) is a severe clinical syndrome characterized by
SEAEE

MEGIH: BUEI, FARE. LY SR SUERFIR B R G AE KU 53 2 R R ). IR RANMEAG R 27, 2026,
5(2): 326-336. DOI: 10.12677/jcpm.2026.52132


https://www.hanspub.org/journal/jcpm
https://doi.org/10.12677/jcpm.2026.52132
https://doi.org/10.12677/jcpm.2026.52132
https://www.hanspub.org/

BUE N, FRE

pulmonary alveolar capillary barrier damage as the core pathological feature, triggered by various
pathogenic factors both inside and outside the lungs. The traditional severity grading based on ox-
ygenation index is unable to accurately reflect the progression and prognosis differences of patients,
which hinders the implementation of individualized treatment strategies. Biomarkers, as molecu-
lar signals reflecting the pathological and physiological process of the disease, can early identify
high-risk individuals, assess the severity of the disease, predict prognosis and guide treatment re-
sponses. They have an irreplaceable value in the risk stratification of ARDS. This article systemati-
cally reviews the research progress of biomarkers related to inflammatory response, lung epithelial
cell damage, and pulmonary capillary endothelial cell damage in the risk stratification of ARDS, an-
alyzes the strategies of combined application of biomarkers, and looks forward to the future devel-
opment direction, providing a reference for the precise diagnosis and treatment of ARDS.
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1. 51§

SR 38 454 1iF (acute respiratory distress syndrome, ARDS) & S HEFliH 15 i — N BRI, W H
2 i P DR 2 (it 9% IR ) U AMNR B (AR EE . BEIRAR A L AMEE)IE K1), FERBUNIELTE
A It 7K e 7 B ARG AR ILRE [ 2] 0 JAUAT 08 25 08 /R Aok ARDS BR 238 2I0 ETHEaS, fE R fo 5
o, BEERGIGET R EIE 35%, RGN 40%, FRERBIN 45% [3]. K5 JE R SLI ARDS FifEi2
SYIIRGHE, A BT SR s AR AR X P AR A . T 105 DA K SE A IR 9T SR . &5t
1 ARDS XU 53 2 B AE HRRE AP AR A TR B (Pa0,/Fi0,), K4 N (200 mmHg < PaOy/FiO, <
300 mmHg). /% (100 mmHg < PaO,/FiO, < 200 mmHg) 1 # [ (Pa0,/FiO, < 100 mmHg) =%%[4], {HZ&i%br
WA S FIRACE R A A B F R bR, R AE S ARDS FIS . AEWbR &2 ARDS KAEKRBEREF, 17F
282 11 2% B Y9 EE Y Y (bronchoalveolar lavage fluid, BALF) H ) rl kG0 1K AE 4 4 7284k, REOEAS S I
WL G (14 B AR BROIRZS AP ™ SRR A . BRARI AR Wb B B SRR A A BURR Y . S OB AR e A
B BGRTT IR NI, A BhTx B AT KBS 7 [5]. IR, WEFUETE ARDS FHORAEYbR &M HIHR
TR T REFEERE . KR EADCE BT SR R, B RE N IR PSR R A KR . A SOk
M ARDS KUK 53 ZAH A DIAn S 73 R AR . B L SEmE I PRI AR AR B A O Jig A 55 U THT IR AT
RGsEk, VIHIAIRIR LGRS %

2. ARDS R4y B XE MRS 5 KR Im R E

ARDS JEEFIIRE R A%, LAGRIE IR Ay 453 0 AN B 20 I S Ve 1 v 9 1 B AL, I8 R RAE SN R
Py b ARG BB Y B BR B AR . BRI AT R R ALEZ DI AR R
AR ST AR R JEE s R JE 3 (R IR s KU 0 2 S 0 1R

2.1. RER MEXEIIRED
PR A e ARDS 2L R B 0B, 75 S 2 P 0 0 B R 2 - o SRk
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BT WS AT e e A, SR T A AL IR TR ELIE BRI TR AR T AR, T SR
e - B B RS2 [0 RAESNAE SR A bR B T s A B R R A S N TR AR, N
ARDS SBHE N7 Z R EE S,

2.1.1. BT BRiE

FI4A A 2 (interleukin, TL)Z 5 K 51 75 ARDS 40 [ b AR £ S E A, Ho IL-6. IL-18 F1
IL-8 S B A N 2 MRS 73 2 bn . — I 7 18 B2 60 /5 ARDS SET- B B i id b2
HALTE BB il A S AL 3] TL-6 TL-8 F TIL-18 [ 4%t S 5m Z1 BH 1, 1 X B A D0 I BH 4 ARG BE 12 [ 7] o
KPR AN 25 ARDS B3 IR T 45 RAE(E — 8 Rk /£ ARDS I E4EMIN 2= K%k +, 1L-6 212
P SN IIAZ O A L, 2 B2 P BRAZ S R A B 70 1 » BEIE I JAK2/STATS3 {5 5 18 B JHOK = 3 AN 4 B 1 98 [ 8]
JNEE ARDS i B FE[9]. Hui Z5[10]8F 50K, &I 2 48 B D Aek#iS (multiple organ dysfunction, MODS)f#]
ARDS 3 I IL-6 /KT 2 3% = T 5145 ARDS 4141 MODS #H(P < 0.01), H. IL-6 /K VTl SHUEEHL
R U TA] L ICU A% e REAE K, APACHE I 943 Tt 15, MODS R AEF AL T 88 1. HAE 2 Wi COVID-
19 FH IR R 70 P B R B3 I AR TL-6 /KPR 2 T, I 28 RAETIRAIR[11] [12]. AR b ik
VESAL T (IR RE G H 5 25 BRI COVID-19 #H5¢ ARDS H Mg A8 IL-6 /KF, M 22 f# 1L-6 5
LI AR FEIA[13]. XHRE7R IL-6 7E T 2 A0 T XU Hp B HEAER

IL-18 & IL-1 SRR G, FE i BRI, BEF0 IL-1R 5244k & M i 2 Fhan i 7= A n A
TP, S S LA P B A R v A RAR[14]. —WlERHT FE s, ARDS B8 L0 (1Y)
IL-18 /KF5 ARDS f 25 2R IEMAHSE, T IRBMERTE 28 RINASET AR ARDS B#E[15]. fER
FEIREE A, TL-14 83 55 70 WA H 73 WIS A3 75 3 BRA% A O AN S M4 B A NLRP3 98 A /MRS R IFNE R AE
Fi[16], Jfg@E T IL-18-HER2/HER3 % R claudin18 [17]LA K cAMP-CREB-VE-452%h 25 [l %[ 14]
fi it P B2 BREEG05, 3E—b ek ARDS A & IL-8 J& T IL-1 MBS 51, Fhim A Ay B A% e 4 i b
RAPL ™ AR, & — T 5 mh PR 2 B A R 1, AE 22 T B AR B 2R AR R R HE EE AR 18] o ZEMUIMLAE
A A5G U ) ICU i A L3S 1L-8 7K°F 5 MODS HI &A%, Hrp—2k BFE R K B ARDS [19].
Ak, IL-37 FTIL-18 #2& 5 ARDS FET-FHE VAR RIEPREY . Lu ZF[20] K I IL-37 /K- AR EL 25
BRI ARDS 35 S i 28 RIET-F, Moore %.%%%zmﬁw IL-18 > 800 pg/mL 5 &% 60
RICT-ZH GG AR 28 b, e i B -G 7 VE ARDS B35 filjs b & BAA EEEH .

2.1.2. BEIRTEE F-a

Ji R IR BE K F--a (tumor necrosis factor-a, TNF-o) il BUFAZ T 1B (NF-xB)EE 50, 552 M
KA T U1 IL-6+ TL-8 IR, HE— DTSR SOREGIR B, 0l 20 23 1) 8 e i 98K B TNF-a
f£ COVID-19 BEGFI A M A AR se 5 S AR B i 2 5 RAEVEA I AE T . 2N L BUE, ML T sk
SRR PE TNF-a 5 B8 IR T- A0 0 [22] . B4, RS SE[23 )KL ARDS 3 1My S E E S i TNF-
o KPHER Ty, HHIKSF S50 = AR R R VI OC . 7K P TNF-o A TR & B H FHEEKK
HUBGESS ], DA IAET- R X T 5 TNF-a FISREBURTER A %48, B REE TNF-o 55 A<
I 40 BEAS-2B TS IHLEHIAG <[ 11].

2.1.3. AR M RABS TR R BRI

AT VA R B Y T P T S O ) 52 /R (soluble urokinase-type plasminogen activator receptor, suPAR)H
FOREVE JE R MR, @ (R R E L k. S S AE RGBS SRS, 42 ARDS 14
i S NN Z451473[24] » Chen 2525 (I 70 s BKEEAE FTEL ARDS B35 1, 534k suPAR > 17.38 ng/ml
B{ERBRAE T8 Z AR (AUC: 0.679, 95% CI: 0.529~0.829), H. suPAR 7K°F-5 APACHE II ¥£4). SOFA ¥
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S RIEAHR, $27R suPAR AIYE NPl ARDS S5 18 7™ S8 B AN TS T AE AR 54 . £/ E 1) COVID-
19 ARDS &35 11, suPAR F LA K- B 5, BRI IF Su-PAR 54 BRI B 980 5 =Btk S B RE K,
FEX = ) COVID-19 ARDS & MIm RS kAT 70 J2[26]. B& T LKA, 7£ ARDS H3%5 BALF 1tk
AL R BE (1) Su-PAR [27]. AIE, suPAR A L FE ARDS HR A K, JGH A2 ARDS i RS AFE(tn
FEE A MREIE ), R PR AR

2.1.4. BEERE

W47 2% J (procalcitonin, PCT) & — ML iE MEROME 2 B, AEFDIRAS N E 2l HUIRER C 40503, 7K
SRR, LA A ™ B B IR e B B SOE SN, R Ik ES A A5 TR S R I PCT (28]
[30] 2 WU FUALESEHL KPR (0 TT B k45 B J80E S M) ™ AR E , £EP COVID-19 ABEi &, BTN
WEER] 81.5%K &3 PCT Jhim, I H#IN PCT Thi 5 MG AR DGl 2 /50 U8 RIKRAEZ
) 715 55 %5 Ml 5 ME(OR = 14.86 95% CI: 2.20, 342.53; p = 0.021) [31]. PCT B4 48 RE AN A L (8 sl o Ath A= b
TV LB AT 325 ARDS MU 2 IR e, B anREEAEAH ¢ ARDS t, Fsaf7 % B 1 PCT 5 HE
TR B2 T 22738 (P < 0.05), HztE S &R0 SOFA PF7r B IEMSE[32]. Hui 5548 PCT
1 IL-6 /K-FBf#E ARDS %7 15 M S F2 1 TH =i JF = (P < 0.01), H PCT 454 1L-6 HIEHs 2 Tl MODS &
Jf ARDS B SBUR I EVIAR EH[10] -

2.2. fii_ERZ4RRRIR AR E MRS

it Bz AR M (U2 it b B 1 B4R AT TT L4 ) ARDS I i ZE 2R 00 1 3 EEAR AR 2 —, LA
P r] B - BYH M 5E DD BERIR, Al A I o R BT KL, 2 T AR S MAE[33 ] At
B A AT A DR A b A5 R R e S A B 2 R SR AR FEAE SUIRAS . O ARDS S U 7
JEANTE VAl $ £k S AR

2.2.1. ALAMEME IR T YZ

5 UK R AL, 24 77 ) 52 4K (receptor of advanced glycation end-products, RAGE) - %3 1A il b iz 1 %Y
Y b, S 5N AT AR T BoR bebsThRE: il bR 4R iy, AR R Y RAGE W] #
IKARIETE TP PE SRAGE RS My ORI i v B e s FEK P AR Ab m] B 4 S WLt b R 40 i () 453 475 72
fE[34]. Jabaudon Z£[3 51 FTAE /N BRTHR A5 A 2 A B ARDS £ 35 R B R IS A1 BALF # sSRAGE 1)
K5 PaO/FiO, tL R B E M, HAE/NRAER F sSRAGE 7K T3 5 o fiti 35 45 27 2 Fifi 12 475 -2 A3 388 1
R EAM G, XU sRAGE v LA FIFAS B )™ HAZ S . BEJS 1) meta 7347t B 4 iy 2R 28 L
sRAGE 5 ARDS ## 90 RILT-ZAK([36]. b, —HHET il CT G MH RS F A ARDS A
e, dEJRkEE ARDS # sRAGE L3 /K TR E . SRR, SRRt S E w28 K
A1 90 RIETHRAHF (2 BN 31% vs 12%, P =0.038 Fll 46% vs 21%, P =0.026) [37]. X ¥ sSRAGE " {E N
X 73 AN [6] ARDS 3 BEAFAE ) L5 AR 0 bR 540

2.2.2. Clara A 16

Clara ZHi/if9 & 4 16 (Clara cells 16 kDa secretory protein, CC16) 4l 325 & L) Clara 404, BB P
% PUEEEIER, AT TR ER -y S5 9ORE OB BT P AR FIE Y, AR 2 2R SERE B3 [38] . I AR B
WA, CCl6 rldE il - B4 M3 B Bk N MG, 4 fili b R guad fa i, Foor i FORE s in,  if
I CC16 /KF-T+ i Lin ZE[39]1IWF 7 KL, ARDS & HHAET- B #H 1IME CCl6 /K53 m TG,
PRI CC16 /KF5 ARDS )™ E LA <. Almuntashiri ZE[401IWT 75387~ CC16 7K T4 = i) 3 90
RICT-HE TR CC16 H(37.73% vs 8.95%, P < 0.001). MAt, XFiE4T TG R )G K 4 ARDS [
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FIRF 77~ , ARDS ALHIILIE CC16 /KF-1E A BT AIA J& U B i [A] A2 2 2% & T39F ARDS 41, X#Rl
Wi CC16 AT HEA TN A A4 )5 511 ARDS #2455 2 [41]. XU CC16 & ARDS KUK 72 1 &L
bR EA) .

HRE I AH I AE VbR S I R UE S 25 W3 1o

Table 1. Summary of evidence for inflammatory biomarkers

= 1. RAER AR EWRSNERLS

EWRREY) FEARA REERF R FEAN BPE R4
IL-6 M3k ABE /45 H 28 RAETH AUC: 0.75~0.82 &
IL-6 i 2% PNUAR) GV SRR HR: 2.3 (1.5~3.5) LR
IL-18 I3 ABE24h 28 RILT R AUC: 0.68 i
IL-8 1y PNUHin) ARDS KA RS OR: 3.2(1.8~5.7) W&
IL-18 13 Er Y25 60 KILT-% >800 pg/mL FH3% &g
TNF-a IM3%/BALF NCA POT B AR K AUC: 0.71 fi&

suPAR 1y 824 {EBEFET R AUC: 0.68 (0.53~0.83) HhE

suPAR 3 NG COVID-19 ARDS TiiJm AUC: 0.72 &
PCT I AN PBEEt /4 H G I RE OR: 14.9 &

PCT/HEEH & PANY A e IE ARDS TG £ SOFA 1F43 2% &g

223. REZEEERLD

FiliZR T 3% M 28 A D (surfactant protein D, SPD)H 11 ZU iyl [ fz am o 7= Az, 4 Jili 3 T v 14 77 A =5 R 2Ll
oy, TEYEFEIRSE BRI RAER P RIEE B . — TR SR, 8RBT 1
ARDS B3 1, 13 SP-D /KF-F i1 5 RIS AR AT ARDS ™ 55 FE 3 INAH G [42] . 76 HINT Jf 238 4
5| #2H) ARDS W5, HEIRAASE S, SP-D > 250 ng/mL HI7KF 56T KUK i1 5 (HR = 8.27, 95%
CI 1.1~64.1, p = 0.043) [43], $&7~ SP-D W] RESEIREE T 2 A8 ARDS A R 45 7 Tl 1) R 4 A= Wb 6470

2.3. ARG XE RSN

IS = £ 007 P B2 4 B R Y — B I o e ) R A AR s LA TS S R A P R
MBI, & ARDS FIZ O BEEAS 2 —[44]. JHiTE40 LA A Bz 20 453425 KE O A b 2640 ] e S
T2 B P Rz 0 PR 40 B A L R B T RERAS, O ARDS 95 I KUS R SR 1 A e it R S,
2.3.1. MEEME2

it R 240 453455 A 5 A2 Wb 250 (D PR VIE S 45 W22 2.

Table 2. Summary of evidence for lung epithelial cell injury biomarkers

= 2. fib £ R ARRRIS A 1R X AR RS ANE SR L 2

LY EY FEAKAY RAEERT R FEAR B TSR
SRAGE I 3% /BALF PNEi 90 RALT-H AUC: 0.78 [
SRAGE iR 4 NUHiE it AR 5 PaOy/FiO2 ARG =
SRAGE il NG e ARDS AUC: 0.81 i

DOI: 10.12677/jcpm.2026.52132 330 s RN PEAL 2 2


https://doi.org/10.12677/jcpm.2026.52132

CC16 il N 90 KILT H AUC: 0.75 =)
CC16 il AR AT e FL ARDS il AUC: 0.72 ek
SP-D & NG HINI ARDS 67> HR: 8.3 (1.1~64.1) gk
SP-D & NN AR 5 ARDS ™5 ¥ 5% fi&

A A= Z 2 (angiotensin 2, Ang-2)/2& H1 B4 MILE P Rz 40 7= A8 1 4% ) Rz 4 Th e i 6 B o) 7, mf
TEN Ang-1 #HUH15 Tie2 2R 6, MR AN BT R, Hn il @iz, 25 ARDS ) 480E [ N fiti
P I FR[45]0 BRI 2K Ang-2 KPR BN T ARDS 38 FISE T A [46]0 XF 757 4 W ILE 3
M2 A BRI, Ang-2 5 ARDS HIKRE K 30 RICT-ZHEEFEMKC[47]. TKAEE48] B UM EAEIRIT
J& 24, 48 F 72 h, FET 4 Ang-2 /KPS B TAEIE 4, XKW Ang-2 K FPHIshAZEH A §EL ARDS &
LG IA . H ROC HIZk /3 #r f7n, Ang-2 % ARDS H 2B T KUK A T AN 1R 5 (AUC: 0.985, 95%
CI: 0.971~1.000), fEVH%E 7RI RIS M3 Ang-2 /KFABPRE ARDS B 60 RAET RS kST /& K [H
R, XL SRR T Ang-2 1ESA ARDS FET R (7 2 AL AR BRI T Sk o BE4h, Srinivas %5
[491HEAT BT A TR 7L R I Ang-2 MY AT DL T Tl ARDS & 4 )5, A BT IX 5 2% ARDS
FREEPE ARDS, MM SEILTH G F & FM L EE

2.3.2. MEMMAERET

1% M I A2 993 X1 F(von willebrand factor, vWF) == bl L8 Y B A0 AN EAZ AN & 1, Gl A7 T 79 K2 4t
JfLff) Weibel-Palade /NMA AR, IEH ARG N 1S5 (M A0 Mk T G FE s 24 P4 B2 4R 35493 1), vWE o] K
SRR M, HAKCE T i AT s e Py B 0 B A A5 R BE[50] . — 0 meta 43 AT /R B3R IA I LI vWF 7K
5 ALVARDS JRU AR 9 KUK 2 3 AH G5 1], TR COVID-19 A ARDS [f1 58 3 Wi %2 1| 75 4 ik
- BBk AR SN AR A (vWECMO) 5 31 JE AN AR L T I P I AR 5 A AE(AVWS), BRI vWE AU KU
VS — M E AR Y, IEATERIRIT IR A, RIE RS 5 vWF IR VIATIRIT[52].

2.3.3. HRRIEFMISF-1

2 A 18] &6 B 2 F--1 (intercellular cell adhesion molecule-1, ICAM-1)& G ER & I KR L, FEH
B0 ML N R RIE, A TARERE, N5 O9M5S AN R B R ER, 78 MR s
EEN [ T PN 8 R R R S FH (53] 24 B A Il B P 7 40 B A5 BN, 4T S 3R T ) TICAME-T W] 7K
fERI %, TERCRTIPE SICAM-1 BB, oK e mT s Bt pAy R 200 ) 453 493 2 AR 98 i e . 14 9 R
FEJE. ZIFFCUESE, ARDS B MK sSICAM-1 /K- FREFm, HS5EEARBSEMHEI. 7E)LF ARDS
BT, T 1. 3. 7 M 14 RREBF MAAEA, sSICAMI B R AL I A BIF FE N 8] 2 55 10 45 £ 8 A4k
(4 1E A P B R [ 54 o JE JHESE X 187 5 78 5 I & 3E1T q RT-PCR 5 ELISA 43 H7 J tH & I 8 20 137 ICAM-
1K FETREA., FEH, FEAME ICAM-1 KFETREHP<0.05) [55]. Hit, ICAM-1 KFTt
5 A B 15 P R RN U 2 DA O

IS =B 4 10757 P 7 200 B 452 4% DG AR b A2 (D s AR UIE 9 A 45 L3 3

3. £¥FRENYTE ARDS K& 5 B RIELA B RIE

AW FR B RE S W ARDS 3 BEAE PR RR A I AN PA T, e A4 i B i RBP4
FRTE, PONAEFTEA R TR, BORMZ IWETEIESE, AEWIbR SIS R (BAE AN R AR S
A AREW 5 ImRIRRIR &) ] 2 48 7 ARDS XU 70 2 RS HERE, il PR D SRS S8 mT SE A4 40
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Table 3. Summary of evidence for pulmonary capillary endothelial cell injury biomarkers

= 3. BB LRI E PR BRI 48 X S AR S EHR 2

Ryl Ayl FEARA REERF R FEALR B E R4
Ang-2 il I74 PANUAin) 60 RILT % AUC: 0.99 (0.97~1.00) =
Ang-2 iR 4 24/48/72 h FET R 5h A FREETH AR i
Ang-2 il NG ARDS K4 AUC: 0.76 i
Ang-2 il PNCHin) SE vs FEEEME ARDS AUC: 0.82 LR
vWF 13 NG ALI/ARDS K Ji OR: 2.8 (1.6~4.9) =)
VWF E4 ECMO #[f] AVWS £ TRITHE A g

SICAM-1 iR 4 % 1/3/7/14 K it 473 Ak FHOR R H R g
SICAM-1 1 NG AT Y -2 BE 5 Tt v g

3.1. BRARBHNIERRESERXS

AW AR A SRS I PRAMMELTE T 510 AS [R)If R £¢ r $ SRS o T A ARV T 8 5o AR T
HARBIAIE], BCA S ] 20 LA JLEE:

1) TR ARDS A R T fa ABFCnm™ B A5 . MEEE R #), KA suPAR. Ang-2 %P 4t
Gikr G5 RIERREWIAL-6. PCT)ERS, AIYE ARDS KA RTIRHIE RS AME, SCOlRE . Fl,
HMGBI1 5 Ang-2 B4 Tl ARDS KA 457 B ik 95.1%, AUC A4 0.92,

2) TRMZET RS : EFXF 28 KB 60 KIET-HFM, HEFE KA sRAGE. CCl6 & L FHifitrEMYE
Ang-2 FEHN EAREMIES - CC16 Fll SRAGE L& FE BT 4L T AUC A1k 0.900; CC16 Al Ang-2 Bk
GV ERE I & ARDS B3 15 1) AUC N 0.945.

3) TRIMAUGE SR K IL-61 TNF-a %5 AR EP/K-F 5 HLMGE S ALK Z V)M G . =K F IL-6
TR 8 3 T L TR K AU B S [ R ICU A3 Bt R K

4) 18 FIRITRIE . LEMAR EWICA ATHR FIERIAIT « R TIR YT ORI B R . TL-6 KR 4R
THE R R AT, R ST O RA BRI PR COVID-19 #H9¢ ARDS B 1 IL-6 7K IL-6+
TNF 4 MhsEME & CT B3 A vE 4 vl X 4y s /AR AR AL, 48 S AMAAL S /5897 vWE K
PR S EH vWF BIIRGEYIRIT iR # .

ARG R 2 ST 75 BObR SN G AFEZE R TR M 26 58 i 5 N B b s T ZE T2l
HERSNERREMAE: RRIRTWFELS G RIEWR 50 E 5. WG REE A SRS B AR AR 5
RREBE A& bR EMES T R -

3.1.1. FERBEIIREIES A

AR KR B AE D SN 7 A IO A FE R 0 i B A M A 4 B A ot P R 4 PR A S R
AR FRIAAT, P AT PEAE ARDS S W IRES , 58 m RS 23 J2 A AERf P o 91 Bt & {8 F CCl16 Al sSRAGE
%} ARDS B F B IARIZET TN AUC 7]k 0.900 (95% CI A 0.828~0.972), i ALK I fiLiE CC16-
sRAGE Tiiill ARDS f#F B HHRIZET 1) AUC 705124 0.747 (95% CI 4 0.651~0.843)F1 0.819 (95% CI A
0.737~0.902), IX i3 B # BEA I 2 1 ARDS Je T 7 g 0 BA A T s e[ 5615 CCle A
Ang-2 [BEAE AT T4 SR IR EEAEIF &K ARDS BE TG R, £ AUC A 0.945 (0.867~0.984)
[57]; SRAGE.esRAGE M L& APl 7K F5 £ i K548 FHBAT B AR 1) 28 RAET- A FMIE, AUC y 0.841 [58];
SICAM-1 FILIE 1/ RNA-146a FICS T e 39 00 700 285 SR ) BURE e ARR e M (550 R 4h, — TR 9 Ik
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BUE N, FRE

A RIS HMGB1. Ang-2. CC16 AN Hifikr £ sSICAM-1 E £/ MAFRRMREY), K HMGBI
5 Ang-2 BEA TN ARDS & A4 (4R 57 B =095 95.1%, AUC N 0.92; HMGBI. Ang-2 5 PAI-1 B4 T
RIBETIE 89.9%, SFEMT 8 —brEWHM[59]. &b, AFSEE A Wby EBEA 18 S ¥,
B HE T R I PR AN E

3.1.2. EYREMSIERIEFREES A
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