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PRI . EEAE 3.0 5 SO H LIRS RS B D BE
BEf, ¥ 54 B DI ARE 2 5B 1Ak (sequential organ fail-
ure assessment, SOFA) ¥F2r =2 43" FL2 M ot
WRBERETRY T I Tﬁ?éﬁxﬁi%ﬁi% W
AT FLIR |\ C- Oy 2 7 FI0I SEAE J T 14 1
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M4 2 B AL ZE ( procalcitonin , PCT') P o)
F 114-116 A2 LR 1 TC 16 PERT IR, 76 M BEAE 19 5
MW Cak ANy B AN ED
85NN PCT A Bl 4 W7 e 75 7™ 5 A 2 R KUK
o3z PCT #6SRIPTEREHE B BRI
e, AT LA DA R A I E] (5.7 d s 8.1 d) AT
AR AR BT AR RO OC R AE T8 XUR: (16%  os
18%) %, 2018 4F-—J0 Meta 437 % B, 41 X k4
HUEBF 2 252 44 PCT 8 S HYPTA R AT B H SE T
R FEAML T 2230 &% 4B H (21 1% ws
23.7%) ' . ¥ PCT H&FHHi A A TR TG IR
A B IR AT 25 AL

THMECDI4 BA A[EYE CD14 LR (soluble
CD14 subtype ,sCD14-ST or Presepsin ) 42 JEFR1C 32 {4
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BGRR[0 1 A R
I Presepsin B4 il i 0 37 A= JL IR B 0E 19 1T 5812 KT
TG bR &Y . Memar 551 % B, 16 e d4E Th ,
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M 2EE E (systemic inflammatory response syndrome,
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FIUERRTE[ AUC (0. 824)95% CI(0. 646 ~ 0. 955) vs
AUC(0.576)95% CI(0.395 ~0.743) ], — W%t
I B e T M T R S 5 A A T B 461 %o REE
KR, FET-H R Presepsin /K- g & FAAE4H
[2269 pg/mL(1 171 ~4 300 pg/mL)wvs 1 184 pg/mL
(875 ~2113 pg/mL), P =0.002) ], H7E Cox £
AU JEME— 5 28d 5 58 FAM G4 i, i IR AE R
W BURAREY ', A5 KB, Presepsin ZEHTA:
FIRYT 1L RE AL, 2 B AR W IR B N (R
IR PR P VAR (-

FEa46%9 HESELSEA (‘heparin-binding
protein, HBP) /& —Ff (HES FHUUE W R A, F A
TETH PR A ) /g R kL (& i 74% ) Fl
Arib/INL (T 18% ) ., HBP S 5% A 40
JEL 140 B A0 I A E S M S T S A SR I I A
TR /2 22 T e 7 1 AR B AR AT AR 2
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()22 TPt IS 3, A S e F i 1 B R
78% 1y 3 i HBP 7KV FH 5 ( > 30 ng/mlL) , S PR
SR JR Ay I B E (1 58 AT 1 B T X F- [ AUC 0.8,
95% CI(0.76 ~0.85) ,P <0.01 1" AHHFs %N,
HBP 7E e 85 0E H BRUAK L 348 B ) 58 R fig 45 gL 7Y
e RAE R 2 AT st B i 8, R A o ™ o e B 40
AIEERY T E bR, AN X 233 i fE EE AR
HOEAT TR M B Y, L HBP AR W R
15 ng/mLf X 20 MeE i 5 JE e 53 i , L R0URR B ke
SRS R 87.19% F195. 1% ,AUC 9 0.949, Zhou
19 4356 HBP=28. 1 ng/mL 191G L8 76 12 Wi e 25
JE I O BURNE N 84.9% K510 78.3% . A5
W] HBP B4 PCT i2Wi ik #AE ROC 14k N i1
5 0.958,95% CI(0.76 ~0.85) , A B &Y
e AR, PR 7Y SR, 0 R T e i A ™ E R
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T R B R A IR B R E R PRTAT
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vator receptor,uPAR) J&— ZRLAR 3Z {4, i 1 45 5 IR
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MEFEAG B e im Ak M5 55 5 A AR 2
it 2 A B B A2 LA 32 31 5 RE 3
i, uPAR 2888 [l 7K fif J5 JE BUAT 4 uPAR ( solu-
ble urokinase plasminogen activator receptor,suPAR) ,
MHT, suPAR 1B R BREEAE 19 fE 15 432 B 1005 P
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BEAE 30d FET A7 00 Rl -, AUC 4 0.85[95% CI
(0.82,0.87) 1", Ni %3238 75 K E A I su-
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(2.60,4.38) ], FUIAE T () A SR A0 IR 5 B 43 il
K 70% 12% ,AUC 30.77, [ENSME 250506 s
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T MR AR AR A AR 1 R A A K 2
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0.772;95% CI(0. 672 ~0.871) ], Bernner %%-*1 4\
4, sTREM-1 RS Wik BT B9 (B T C [ R
FIFT PCT, I HL i & 30 FLAE T e 5 i 55 5 0 S8R
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A 3 7% & DNA il JK % 2 DNA ( circulating
Cell-free DNA , cf-DNA ) J2& 4778 T A M I 78 A% 25 0
WEES T 40 M AP i T DNA FBE, F 3 45 B 4
DNA FlZekifAk DNA ( mitochondrial DNA , mtDNA ) P
A HOR PR CL ) 1 A 5E 2P, Timmer-
mans %00 & B, MEEEAE B of-DNA /K B 2 T
1o, (L RO A e TR F 9 S A% 32 T AR
WY, AWOF5EEY, miDNA A] fE /N LIKTEIE 2
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I cf-DNA 7KV 5 MEEERE A9 ™ B F2 B 1 2 A OC 38
T PCT(AUC 0.898 ) Fllz2 Az B 558 P At B PFA (a-
cute physiology and chronic health evaluation, A-
PACHE-I) $£43 (AUC 0.905) , cf-DNA X e B54E 5 %
(L S BT A 5 7 [ AUC 0. 961,95% CI(0. 930 ~
0.992) ], [FIHT cf-DNA il PCT B4 46 I AT 3 — 4 1
T M (B [ AUC 0. 974 ,95% CI(0. 950 ~0.998) ],
R mtDNA 7K 5 MFEAE R I ki AR T e e i
FIEHRAR S (o L7 e B 15 5 1 bk 5 40 A
LR G YT T, B — e A,

#y RNA 7/ RNA (microRNA |, miR ) f&—
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RNA, HIDfE F 58 B4 B e AL N 1y 34
Sty XS M D RESRE PR 263K, TR 98RE I e
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&1 mREARFEFSHHEX

miR A Bk A2 AR B 09 3L
miR-4270  miR-4321 AR KA EAR £ 09 S0 B F A5 1
miR-143 5 SOFA % APACHE Il #F 2 iE48 % , 5 % 5 ik & 52  SIRSP!
miR-155 TR WA B H TS B e ]
miR-10a B mth = ER AKX, TR & F LA TUE D

miR-21-3p

BB 398 RS LB [39]
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