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Application of biomarkers in early diagnosis and
prognosis prediction of sepsis*
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Abstract: Biomarkers for early diagnosis and prognosis of sepsis have attracted much attention recently,
but most of them are lack of sensitivity and specificity, and also lack of research evidence. This article reviews the
application of common biomarkers and their combinations in early diagnosis and prognosis prediction of sepsis in
order to provide reference for clinical practice.
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R om ZUAY e SN 5 BONE® (BRSNS, #0046 i 1oL
Ja o3P A AMEEHTR IV ZE-BAE ( compensatory anti—
inflammatory response syndrome, CARS ), HERLL I i
0 A IR 4 52 A MR e S BOP G, AR
Jifi o HFRCE R, R ARIBERS )2 4 E DIRER
filo PREREENE B H AR IR FTRIR sk, Bl
FREEREAR 5, 330 2 AR MREEAE A U o IREEIE
i B P PR o e A S BILAAR I A A g B AR B kR
AR TR RGN ) 2 DA, AR R %
WA 25, — AR A RS Y BRS04
SIRS 5 CARS My & # , HATHUsk s . RS Phar
WP AR A, REMRBEAE) 2 AR B N £ B AT
B E AL T HLR ROBETE . AT B XGRSy
1T, NI/D Z 8% B IRER R LR SR R A, ST
J5, BEARBE T,

2 ERREEREXEMRSWRINA

C- RNEH

C— JZ & ( C-reactive protein, CRP ) ZHAZ
BIRAE RN . AL, MG s 2 kA
B, RS, R SE R R R e —,
H A RN AT . CRP ZEfE R BT H <0.8 mg/L;
UHUAZ 2 HKZ 6 h 5, CRP HFHAMGE b, Wl
2548 h, LEHIR 19 h, FESMESORE KT i 3 ok
FIEEAN 1000 £5 . 7E Rl & T CPR HREE >74.2 me/L
P PRBEETEAE, 1 >139.4 mg/L 4R EEGeEAR ST [H]
i CRP 1ML iE /K- 0] 46 S b A RIRYT B FFLLmT ],
FEPUAERIRITER 11 48 h )5, CRP ZKPAAEFHe K
-, PR PIRPUAE ZIRIT IR " (B CRP Z R R
%, CRP (7K F-A] B b 5 RS M99 1 HH T
ETF, wEEEIRT s, HoE T kAR,
HARR RN B, LA R Re i By, &
HIRZKOF (9 CPR %5, B FHAR MR, HiTZ
FMEERE A HEBR ST ™

22 MKER

[% 45 2 ( Procalcitonin, PCT ) & FF IR IR C 40
ML FE RS R AR, 2 —FIIREE N, FE AR
RS R A AR AL " IEE AL PCT {H <
0.1 ng/ml 5 GHUAEZHRRERERYLNT, (M PCT /5 &
BA BN AR, TSR, AR
SN I BERE TR TS0 14 24 L R1 805 JF U A A7 o 24

2.1

R AR Az PCT, R B A MM, 7T T2 ~ 6 h
M THE , IFLE6 ~ 24 hik @, 24 PCT X 0.5 ~ 2.0 ng/
ml B R AERREEREFN / SR AR e iy ml e s A B
RN, EYRIERVLEEIE . MEEE . ™ E IR EEE
KRR A 1Y PCT SEIES 518 0.6, 3.5, 6.2
213w g/L M PCT AERRERAE (12 W . %51 J7 1 L
HAWEG R AR S, AN . CRP. HAIRA K -6
(Interleukin—6, 1L-6 ) 2588 8 &, PCT KF5 %
i W R EAR G, BhA ML PCT /K- AT Wi 2 34 i
FET- N . A SR UER, ABEHE 7 K9 PCT
B BRRARAE >40% TR A — 005 W7 i F5 B4 8 A
BEE DA 2 B RIS, ZEM 25 & A R %
AEEETE, POT A B T IX 04 S e Reidfe,  Hfugot
ik 95%", 9% [ R PR A 4 T 8 [ R 2 S
W PCT 15 Me T3 E O B B2 W T H.. PCT 1 )= FR 1
FET 2 SR ol g MR e i, 1T PCT A AR TR A
TR TR . — [ B e tEpa i
IH PCT WA ARRIRE TR . PCT R SR T s
72", PCT Kl 2 FAARXS 5, SEma A
23 AREZES

ANLERZES( pentraxin 3, PTX3) J&IE HEEHA
FHEW G, (AR PP (<2 mg/l), 754
SEFRIR, PTX3 iy, dEad 454 i #MA
Clq, fREE EANMAEEANER . EE AR, S 5%0%
B, JOE . AUMUAT . A 0 M S koK AR A Ak S
ZFpAIRON ", PTX3 W AR Ry I RERE — A8 14 10
RAEFERR. B PTX3 KPR TG 2, £
WIS HRIE KR e 5 RAET 41 PTX3 K11 W i TAEIS
g1, A PTX3 RS e s (1 P AR L B
KRB, IEHAEMEEE B3 U5 2029t CPR
HATHE S B E . PTX3 A BEAETE Bs 1% 3
PERE N, DLRIRIT PRI S 24 Ty AR 8 £
W, (H AR S AN S 25 W T R A ol — 2 T
HESE

2.4 MicroRNA

MicroRNA (miRNA ) J& — 28K 24 22 nt 1
PEAE a5 RNA, FERRERAE &4, KRR Dk #
# OZ fE H. miRNA-150, miRNA-133a, miRNA-
146a, miRNA-223 [k 5 R AEA MM, JuH
DL miRNA-150 () 3R 35 5 A0 3 . P ™ H L A
HEEZR", miRNA-150 KRR T 2285
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SHER B AR, I miRNA-150 7K A6 AT DL AR
Sk A W R R RE R TS AR AR 2 — . AT IS
FW, MERAE R H miRNA-133a /K FTH i 80 I i,
H5%pM™ERE. SERRBEMC, KT
) miRNA-133a #2758 & e A R ™ MR IE B
miRNA-223 1 miRNA-146a (Y2654, W%
B miRNA-223 Fl miRNA-146 7] L) % %] SIRS £ &% 5
{EREARE " SRTT, miRNA VE N MEERIE 192 Wbk
T B — A 4R miRNA K fOAR Ak o, B2
HARE SRR
2.5 [M#iFE DNA

1ML 2% 7iF B DNA ( plasma cell-free DNA, cf-DNA )
SR Bk NIRRT TCAR RS 1 i A
DNA, HoRJE T AR SE s i -, A58, 1ICU
S of-DNA VB & TR, Y4 ICU M i ik
BERESAET, H of-DNA ¥R T HA B S FE 1 £
H RSB HE ™ of—DNA 1 B AH 1E 2.35 ng/ w1 I,
FHET R AGEBIENE N 88% , FrStEN 94% ., FMiEiE
RIERET, QM T RESAEE, I of-DNA 45 7]
il B Ry TN JHe T TS A AR, of-DNA X} ICU FE
TORA R W IAVEF . of~DNA 5 4 500 i 85 %
AL RIRMECHZ IR —, HEiEARREE 2
b T MR TS, AR{S A XS of-DNA gkt il
RS PERITR ARG, A T 32 Bl PRI I 5t ™
2.6 HHNE -6

IL-6 H AR IRFERE T ( tumor necrosis factor, TNF )
A H 40 A & -1 (Interleukin-1, 1L-1) % S /= 4.
PUARSZ B SS, 76 2 h ik mgide, 7ei 45 88 i fa] He
TNF A1 1L-1 o BB 1L-6 S HEMRAE . WREIEAH
5, M H TL-6 147+ b A 1 e 002 1 oy s
PSR RO AE YR S R R BT 22— ™
HA A IR R T, K 1L-6 /K-F-B] 2 T
=, PRI TL-6 AT 4R Sy DO AT Je G s ™o 1L-6
M FHE >500 pg/ml 5 PCT YEFHZUR —FF, BEUETE ICU
BE P IX o R ERAE ARG SIRS™ ., BFsR A, 1
B LB 12 W 5 2 02 B, 1L-6 DL fUsk
PSS T CRP™, 116 RE TN k2R AE
HBG B . AV E e R AR AR, K
5 W RERE T B AR B Vo BB T R IEAE Y WY
KB, BRFEIE B 12K 1L-6 ¥R JE = 100 pg/ml A,
FETRHENN 2.99%, MeEEAE B 1L-6 KF-THE, T
REBF T B Y 2B RE AT AT AR LT

IL-6<1 000 ng/L, AT HHE >1 000 ng/L"™, ##
7 TL=6 Xt B WAl AT — e A o (5 F A3 F
FEUESE, LA IL-6 N HERlA T7 M AE 19 A= M)A a5
FIE 52 W) i PR VA 97 e B A SR W 5ok 38 R U
BRI UEE 0, 1L—-6 (48508 5 45 S PR IR T
CRP. PCT™,
2.7 HEYREWASE

PR B AR T 5 e R EEAE 12 W 5 TR0 Y o
Watk, RENIRRELE A9 IZ IR SR MR . AN R,
Pk 41 i 6 15 CD64 ( neutrophil CD64, nCD64 ) 5
CRP, PCT 245 nJ 4 5] 240 T R e 1k 5 o 7 Tk e R
W5 5 MIETEMFEE I A (serum amyloid A, SAA ) 7E/E
BelL % CRP R A, 15 CRP 24t T3 5 00F 2 B
SRR A RIS Y B 5E M GE , PCT .
CRP. fiH#H ( Prealbumin, PA ) 3 FA:=Wbnii Mymk
BT DA SR e AR R H IR 2 R,
#5455 AN, PCT, D- —%{k (D-Dimer, D-D) &
IL-6 ¥l AR I0T, #of5 3 F 41, HAUCHTH#
AT, HABUSRE R S AR R 5 s . XK
MIMFFEIES:, CRP, PCT [RIAEHEG G AN o3 B M shas
WEE, T i BREEAE 2 A, R
LR, MINGITRCRABS . — SRR R IE A
PR AT AR S, LA 2 AR P pe M
FEPE4> (acute physiology and chronic health evaluation,
APACHE T ), o8B =il 14 (' sequential organ
failure assessment, SOFA ) &, VIAEHiZWiFATG
SYMRRIE AT B B ™ sRIGAE ™ BRI, AT
FIE . D-D /KRl B AL T XU A 17 ™ B AR Y
BN, H5 APACHE THPF4 S IEHSE, (RRE
IS TN e REAE B A RIS . SR, FEEE
VL EWREHA & B i, R R EEIE W — B B A e S
PERERAE , 1 75— 25T
3 RE

ZE LRI, TR AR AL - e PR AR P AR
WIS, VFZ YRS Y e REAE 1 RS2 B —
SEME, FEAREYIHAT AR A0S VS, (3 H RT3
A 1A BARAER Y AT LS EREAE AT PR . R Y
LW S HUSIN. ZF A b B kI 2R
WFFEHRAE TIREE, HRR Sk S U E R O3t 15 i —
AR RBFFEIESE . BME A, bR 2l &R 2 ik
AE IS WO B W BRI A, T
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