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[Abstract] Coagulation disorder or disseminated intravascular coagulation (DIC) is a clinicopathological
syndrome, in which the imbalance between coagulation and fibrinolysis is the main pathogenesis, and systemic
microthrombosis and systemic bleeding tendency are the main clinical manifestations. The clinical outcome is often
the induction of systemic multiple organ dysfunction. As a common complication of sepsis, DIC significantly increases
the mortality of septic patients. The coagulation disorder in sepsis is closely related to the inflammatory response of the
body. Studying the mechanism of sepsis-related coagulation disorder will provide new possibilities for its early diagnosis
and prognosis evaluation. This article reviews the latest research progress on the molecular mechanism of sepsis-related

coagulation disorders in immunity and inflammation, in order to provide new possibilities for potential therapeutic targets.
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AR BEAE S — A B 5 R A I PR 25 B AIE , 18 R0
R SE A il LA A BRI R A 96 T ™ T 11 32 2 S
o BEMLPIREZETLAE A IRERAE 1™ B RAE , 5 2 4 B IRE
BEU (1) A RGBT B IR, SR ST 3 50% ~70%
I RT7E e BEAE AR OCHE I D) REZE LA 7 T AR5 32 2 AR
YT R DOBEY T I DL R A A B A AL 2 40 A
J5 T HEAT 5 THBOR B2 (AT 58 R B, B D R 2K AL 5 LA
B PE SN | JRAE S AL EE UIAR G , WG 82 1L R T 1l B2 4540
SR TAILAR | eI 20 3 ) 355 AR R 200 e 475 4
(neutrophil extracellular trap, NET ), 84N | 1 5
BTG A e BRI 1, o I REE AR DCBE 1L 2 g
ZALTESAE T S T i K ) AR 35 BORR ML A
FE A TERIA
1 4HZEF (tissue factor, TF) 7k MEES 5 bk HHEH X
BRI THREEEL

TF J& — F 25 B2 11, al il 40 1 I8 7 0 C- S 4K
(C-reactive protein, CRP ) S5 il A2 4H I T W 41 e I R

FEPRIR ML, & 530 AEEE L R T VI (active blood coagulation
factor VI, FVlla) & B4 TF-FVlla & 4 42 58 1L 20 556 K2 N 1Y
FEEW' . Franco 451 15 g £ 0 ( lipopolysaccharide,
LPS) 55 1Y N #E R IMUAEART Y b & B, S 40 rh Bl 3%
KA TF mRNA FIE K2 5 G HIC, iz H TF-FVla
S W) A B R ) —— R R AR ) (tissue
factor pathway inhibitor, TFPI) W] 52 0{EE Ifil 241 fz b A9 A 37
W R B 5 {HL Tang 453 My HE M RERE WIS R SUIIE
52, TFPL I ANREFE 70 XHIT TF B 2l 59 BE ML 5 R, 7858
T e BEAT B Bk REE PR vE S EAT TRPL 106G BRI PR
BERLALET 2 Fo L R, dofe LA A7 5 0 ] e,
X — AU R R REAE S R AR 2 AR I AAE A FE . e
S TEXTS 5 R T B SEHE FIAH A S SV Y F X a
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JE AR KR A, ERTIFFEIESE , B L6 P 38 2ok R o 2 1
TG 2 VRO SAZ AR RN B A, e A Ry — A R




* 1520 -

rhARfs E A EE S 2021 4F 12 45 33 445 12 ] Chin Crit Care Med, December 2021, Vol.33, No.12

PERAT T, TEXS A U s IR e IR AR A AL B 5E Th WL 3)
HVEREAN A . NET B 883055 58 VA 500 58 il B A AT I 45
YRR o T BRE I P P £ B A 358 I 2566 S 1 1 B A0 0 , AR
AR M D RE X AL P R B R SR 7
2 /MRS ERREERRXE M FEL A

iR i a2 AT R  ZERLIABE I o R ke e AR
o FEHTBEFERM, i MRTERREERE SO LT PR T 25
MG SN, IBTESAE S | B 9% 22 G A INLAE P B2 4 45
DA YA DG A B A S i v R s BRI
2.1 [li/MRZS 5 IRERRE TR AL X T IRERAE L L T
AR PE R IR 2R | LPS AN R | /M
WY AT PR SR, i — @58 IR 1 (adenosine diphosphate,
ADP) 5% 1fi ¥4 %5¢ A2 (thromboxanA2, TXA2) L J &E Ifil filg 35 o]
T8 T P AL/ IR, R R /N B I DR A [RT R S
B YRR IR IR S R I B S 1 e AR
=5 1 % K% 2 1 B1 (high mobility group box 1, HMGB1) il
UKL 70 (heat shock protein 70, HSP70 ) 4 iiEIH 7] 3
1 Toll FEAZAAK 4 (Toll-like receptors 4, TLR4) 75 S ML/ G
A e I g A A it /AR T A S v
LSS0 4 32 25800 W) o, A1 i 4F 4k 2R 1 D A A0 R 41 4 4R
FI R Bk . T80 9 1/ ™ A 0 AR LA 2R -1 8
(interleukin-1 B , TL-1 B ) S AEREYS (¥ SR 3H SR e 22
PEFIS S 1AM, MeDonald 25 il 5 43 R B A 15 1 i
TBIERT, NET | ilil/N I JCHL 2 B R =2 18] A AR AR AT
PRFE I REAE H BRI R GE R VR BRI , 5 ST 2 i 45 RE
I8, FELARIER
22 /MRS 5 MR AE B LR G 9% B 2% : Engelmann Al
Massherg """ 7 2013 4E 5| A G i 4 GE A4 &, Horp s
PEML/ RIS RE”™ 38 T — 7k UL/ NS F 40 S 9 B 2
iR AR SRR Ay TR 04 1l MRISE L TITE 30% ~ 40%
4 JH B AE FRCE R N R B T Il /N DG SR E BR AR T G
(platelet-associated immunoglobulin G, PAIgG ). FF IiL/Mi 2
SRS R R ALRIOFTE b & 3, Pk 20 A 2
LA A R A A5 A N 22 25 10 32 B A 1) 240 L 49 i 2ot
PR LN I T R (platelet activating factor, PAF) e 2 1fin
AN AR 48R TR IR G K S Z R s ) e R T
ML /INBE AR 2235 04 P- PR R EE 11 AT 5 v Mok 20 i B
A - P- BEEEZE BB B -1 (P-selectin glycoprotein
ligand-1,PSGL-1) 454 , i HE b 20 e A A A i S 40
WA, i/ 3 T LA 2ok R T 14 1B R 1 1T b/ T a
(glycoprotein Il b/MMa, GP I b/MMa) F IfiL. INH BB H b o
(platelet glycoprotein 1b o , GPIb o ) B 4% 55 38 i 1L PE 1 A
955 Kl 7 (von willebrand factor, vWF ). £F 4k 4 19 )i 5% 21 4 %
PR AR I A TR B SR AR L BRI
GPIIb/Ma A1 Fory WA ZARMZEGS 5 TR | i/
FAAFELAE FH |, o e 3 2 TR R R B i & /ISR T ) 573 —
ZRARAR o WL/ IV 2 3 P A MAS 32 45 13 25 1132 44 ( calreticulin
receptor, gClq—R) T2 1 RMA 7 AR (complement receptor 2,

CR2) AT LS A A AR T, i ] LA i CC Rt A
B T CXC ZARE C BYBEEE R 2K (A4S B T AL BE
BEZMEAZ AR 2 AR GOIR A R S5 1 4 i ) 266 R 53 -3 AR
EREEE ) ST R A BN Ak, MR R IR Y £
P figtE TLR, 245 TLR1 ~ 9 " 1215 T 41 B AR S L Y
P, G0 TLR2 AT 40 B P R SR | NEBRRERR | IR 2 1 AR
BT AP H ke SR, TLR4 RT3 40 31 £y LPS ANPERE 2 M i
TLRY Z 55 A 2E ¥ DNA REFAH G A HF Z:E 1Y CpG
R i T /MR sk = 4, 5 TLR AR OG5 5% Sl
%] B 5 #ERE 4> AL H T~ 88 (myeloid differentiation factor 88,
MyD88 ) AZ ST -kB (nuclear factor-xB, NF-xB) 221915
WA S I A AR ]
2.3 /MRS S5 IREERE Y A S« TR MRARAE 2 R YL
R, i/ AR AT B TR, 2 R A SR IR SR I, 40% 11
0 I/ INB A T RE B R /N A B A
Sk UR P I 4 PN EE I ( disseminate intravascular coagulation,
DIC ), 1fij 5 ML/ M4 (platelet count, PLT ) 1E % B9 f 35 Hods,
F ML AR R AN S PR T RSP S e TR, T
PLKE I/ RN A 2 — A DG I A SN W . TE S
SRS FE A IR S5 5 S 1 A 1 1A A S L
MR - VA2 G ) SCRT ot 5 0 P R 2 2R R K 9
GRS 5 [T, A B2 A0 B3R A b s 00 G mT s 1 4 i ) e
[ 43F -1 (soluble intercellular adhesion molecule 1, sSICAM-1)
FEEH RS540 T (recombinant human fractalkine,
CX3CL1) 19335 F 5 i 458 3 Ve i3 A2 R Fbt R A5
SSIEPE . TLR {5 S | AR TR D ] S L
A7 R AR T IR R B SRR 1
M V8 7D %o BE W4 B (intensive care unit, ICU) R FFIE
T AT i A PR BN, b (AR S AR
A5G, A3 PLT Bh IFEAE 851297 M b fe 21 A9
fraEZ—""0 SAh 5 /MR REAR S R FERRF 24 1/
BUAFR (mean platelet volume, MPV ) 7 52 Bt Ifil #4258 48 JiE PR3
R [ P, 3 B Y ] T B2 s o )™ TR, T 3 6 s
MPV A7 Bl T X IR REAE A (50) BRARMEIR 70 A TAE T X
527 ) =R
3 xS FHEK (damage-associated molecular pattern,
DAMP) £ 5BREHEEKHEE M

i R 2 W) BT PR DMAP, HETC KA £
it DAMP , A0 55425 1 . /A Je /K DNA L ki 1A DNA |
HMGB-1. HSP. IL-1 o 4041 2 DNA %', DAMP R
INFES R G LA LUE S P R HE SRR 215 SR SO
AR B, T ASOK B 22 B UE Gt 26 B, DAMP e B AEAH
KEEMIREE T AL e 3 2 OCEZ MR
3.1 HEN : AETERFE AR ] AR AR IMA T B TR
IR 1, 2 SIS CHU R B . DR R,
Y12 11 7] 5 1/ F TE 9 TLR2 . TLR4 Al TLRO 254, il 4)
VSN UL SR LR A RE BT AE 1, A 2F 42 1 s i
I/ 4E 5 Fuchs 4520 Xu 452 B BFFEAE 52, 2146 A
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KF-THE S PLT /A ARG, oM, HE IR 2 5N
41 ¥ £ 200 i 2 0 P R 32 200 B A ST S AR L T
I, AT PR AR A B 115 NET I A G (H
MecDonald %' BF 58 & 3L, o FIZLEE 19 Ha FFAR 2550 NET
AR RSB DK 2R G N I/ MR BORERRS 5 TTZHEE F1 H4 n] 3 i
T I/ INH R T (9 TLR2 A1 TLR4 1402 345 1t 3% 958 o il 7= 4= , 34
[DE-2=7- 3113 3amas
3.2 HMGB-1: HMGB-1 J&—F7E T L sl 4i i ik g
ol B LRSF I B L, At N R R BOE R AR T A IR A B, e T
P 5/ S SRR, W AT i FE T AN SRR, AR SN
HMGB-1 13 5 DNA | LPS FIIRBERERR G ISR C 5
R (pathogen—associated molecular pattern, PAMP ) 454 Htoi
MU SR AE S, AT 5 2 Fof 240 26 1 52 ( An e S Ak
LR =YK (advanced glycation end product, AGE), TLR2 .
TLR4. TLRY, DA K % 7 41 il filh & 2Z 1K 1 (triggering receptor
expressed on myeloid cells 1, TREM1 ) ) EEA IO B A i
TP B 2 M, SRR R A PR | 4 L DAL= R A B e B 43
T TR R AR SR T s 0 Y 2 T A2 AR
VEFH A [RI s, ) 35 0 20 2R A 27 15 i R0 W) 19 2235 . Wang
s 2t R RE /N BB TFSE & B, HMGB-1 K7 53615
HIOG, H HMGB-1 7K -7 A 25 3 IfiLAE % A )5 29 16 ~32 h
SRS T
3.3 UKL TORE R A0 R BE VR T Y /0N 2 3, ROk I
T /NBT A A AL P R A A 2 D A i, O
#5476 1 2R T B S S 5 MUK ) RE 0 B IR It 22 A R
(phnsphatidylserine, PS) Al 5 TF 254 2620 H 4 v B9 fE e
F2 i 70% ~ 90% MBORIK F B AL IIL/IVR 1% 2%
THORELAE R B[R] IR #5217 1L/ NI A R 7, 5 1L/ M )
I st 52 24 A/ 1 1 5 o G B, Sk o S > it
b, Wang 25 2 HIBEFE S 0, Ras HI5E C3 NTEHREZEY) 1
(Ras-related C3 botulinum toxin substrate 1 protein, Racl V&5
A R EAE T M/ ARIRAA SUORE (platelet microparticle, PMP)
FNEE NG AL L L1 A0 M PP oL ] 4 2 FXDVE 2 5 1l
RRTE A, v P S Ok, S5 NET (st i A e
34 PRI A TE AL B NET < MLIRb A v 40 i 2 HL
PAHRARE [SUA Y 5 — T Bl 2k , 40 A Bz B At i T B s/ N oy
WO TP PRI, Massberg 452 WG 22 W1, 0 (4 rh Mk
I T R P B U B TFPL, 2 S5 8EIM R . I s 1Y)
PRI AN S 5 NET BT, 38 ol il e sUoks , 520
I HA BUR RSS2 SRR

NET &4 K DNA | 2 FURST R 1 5F 5T, ol il
ARIF R FIAH B , A 3 0 A AT R R 3l FXT 2 5 6E
Lo [AI, NET S52F4E8 456 , B2 23R 21V i I
Yy (tissue—lype plasminogen activator, tPA) FILF IR 25 A 10
2T 2 26 {240 S T A B R . MeDonald 4511
AIRF AL I, NET- Ifil/MR - Bl B A BA (2 o e 22 A 1L
ENBEEILAIVERT 5 LAk, Wang 5517 BOBFFLIER, NET A]
VI B VA LRG0 2.4 435, Bk 1 B 1) A2 i (thrombin generation,

TG) AR 2.5 4% 7 e REAE 1 A 4 7 DNA i n] 3 i
i) NET 980/ 138 A BEINLAY KA, G UL HE T, D4
EE /TR
3.5 I FE DNA (circulating free DNA, ¢fDNA) : ¢fDNA
A T PR A IR I A I I R A A e A e L B
B ANBE R R M L O A A e 4
TR ofDNA W38 5 0 FXIDRT XTI s i 1 2 5
BEIML, T CfDNA AT 3 i TLRO 2 5 %k i i F2 2, i
TLR9-Cav-1 %l € $IE 52 -5 v R 240 B A 61 17 B R 1 A
(monophnsphoryl lipid A, MPLA VA S SIE AL PR R A E
IR FEAA O, MIBE TLRO PR 3A 114 v 4 it T4 Ry 3
At 40 TR IR e R U AR , A B R I RERE (4 T AE
AT, AN A S I /K i e 7 A R
W RIT, NI fDNA 555l B A= L2 [ A7 FE TEAR DG, T
T SR W A% R T ( deoxyribonuclease, DNase) t 23 {# 41
RBE M LE OB/ L T ofDNA W REIESE R 2 SR 2F i
R
4 WEZE5MENEBIRG

VAR 200 AR Ao 08 B ML YR R ) T 2 0 e ik Y R T
A T o 2 A R LA R R I A 1 S S PR i B
WAL, 5 L 240 B R a4 A A 2 AR ELAE T H T
BN R TENUA A e 25 o i 2R . 7EIRERAE T,
PN B A0 LTI R LPS | N AR R SR W 1 B R O
[ I, A S A 28 B G0 2 A0, N B A P 33K (1 2 b 752
A (40 TLR . NOD A 32 (A F1 40 8 2 15 3 3L B 1 (retinoic acid
inducible genel, RIG1) FESZIREE ) 55 40 0 32 1 32 1k 1
A GPES T2 ARARL, P SSe R A BRI R Ge b 1 2 Fh
LR OB T BB oA S A BT A R
Ji /DA At 200 i 9 #5032 7% (40 TLR2 ., TLR4., TLR9
A5 ) ARELAE T, M el P B 240 L 5 2 R S e B Il R 42
B Z R R B AR, R 4eRe s S PAPIR S M 2 5
Bi Rt GRS S AR <3/ (U R N i s o
Al 28 M G S A, 3k 22D R A 5T 32 IR B Ak 1
240 D /0 A R HG At 240 £ 4 5 32 4 (B TLR2., TLR4
TLRO 45 ), i 2 S8 I SN 3 2 384 1 o g il i 17 it 1
MR, R S AR D I L2 B i e Rt 25 3 Bl 45
PRI AN, A P R T 35 A SRR N
G A A Z R AR DR A2 AR S S AR - P R AR LA
FH AT S0 1A 308 325 25 25 R R R A DG U1 A i
Jo TEGE (RT3 B . 2012 4, Schmidt 251 i i A7
R I3 V2 00 PR FE e A/ N B 2l Dk S, 528 s, ik
FERE AR DG 2R3 (14 2 L5 R R FE IR T - o (tumor
necrosis factor- o , TNF- o ) FH 5G4 Jili PN Bz 3% BH M 228 % A A7
. Beurskens 25 5 A8 O 3 55 37 1 14 v D) e 2 R
T O R T o AL X (perfused boundary region, PBR ),
S5REW], PBR 5 2 A2 R BN L, 5 AT Bk R -2
(angiopoietin-2, Ang-2) 7% & L IE o, ABE 24 h N PBR B F+
1o SUBIESE S R PE A4 O TERIE AR T GRS



° 1522 -

rhARfs E A EE S 2021 4F 12 45 33 445 12 ] Chin Crit Care Med, December 2021, Vol.33, No.12

JHF 2R R HC A 2 1 2 M2, 1 2 e D g I 55 DR 2R 0
PES A VR — BB R AR Y P9 S 4T T
1 E PR | ICAM-1 45 R E7E /B N B b, T4 55 1L/
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ek A0 5 A PR, B A SO L 5 A Ll ) e
R, A E DI RE R . I P A 5 DR A AN
TR R AR R A ST R A R
P RIS FE M REAE 2 2B R SR A v R A Lo AL, P B AL
TG AR I 77 A 1) A 0 b 75 A T DA RE i R L 93
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PRV REAE 19 & A= AL BAIE TR A S 1 o T DB 1l B fie
P2 ) PR RTINSO R R S B e AR AR i
H a7 59— A8 B, i 4l i £ & -6 (interleukin-6, 11-6 ),
TLR4 . TLR2 . T Z 457 KT 4(interferon regulatory factor 4,
IRF4), 2 k&4 & #6898 3L A 1 (multiple myeloma oncogene 1,
MUM1), HMGB-1. J[F £ 4545 & 1 (heparin—hinding protein,
HBP). P ks 40 B B i i AH G IR B2 iz 28 2 1 (neutropil
gelatinase-associated lipocalin, NGAL). AJM: TREM1 (soluble
TREM1, sTREM1), Ang-2 B2 ¥ 1A 1 6 v £ U /N RNA
(microRNA, miRNA) ZE 58 T HE KA 1. IR REIE
KW, HBP 12 W A8 e R 1 PR 5 4 B0 B2 RS e JEE 2
MR TRRBRR (procalcitonin, PCT), HA C- SO B H
(hypersensitive C-reactive protein, hs-CRP), FI T4 (white
blood cell count, WBC)H”O WA, 38 X AR YL R dn i
Ja L RIR S Ve AE AL GEBER PPN R b, (EA T 98 RE K i 4578
PR OGRS e Sl B 1 73 R , IR AR e e
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