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[Abstract] Sepsis-induced coagulopathy (SIC), a critical condition stemming from sepsis that leads to endothelial
injury and coagulation dysregulation, is a pivotal determinant in the mortality of sepsis patients. The timely diagnosis
and therapeutic intervention for SIC are anticipated to enhance the clinical outcomes for these patients. In 2019, the
International Society on Thrombosis and Haemostasis (ISTH) introduced the inaugural guidelines for managing SIC,
yet China has not established equivalent protocols. In response, Chinese Society of Thrombosis, Hemostasis and
Critical Care, Chinese Medicine Education Association, in collaboration with Chinese People’s Liberation Army
Professional Committee of Critical Care Medicine, has developed this consensus document. It is comprehensively
structured into five distinct sections: etiology, classification, evaluative approaches, diagnosis and therapeutic
strategies, encompassing a total of 14 evidence-based recommendations aimed at guiding clinical practice.
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4 1L PN kML (disseminated intravascular coagulation, DIC), {if LR m 2 5671,
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Tab. 1 Classification and description of clinical recommendation
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e R I G OB o AR PR 0B B 200 B R Wk 24 i 5 2 1T 35 T I8 & M2 44, 1 Toll
FERZAR. Foy 24K, G EHEMBBZAR. Fib 2 ARG K 1244, PURKIURE ARG . 4
PRI MO FE T FERE I DNA R ZH B 1 45 % P4 48 it B 21175 47 9 (neutrophil extracellular
traps, NETs), NETs 5L/ 254k 8 1 S R 20 il de e ke, S0 os AR AT H2 40 40 B
FHHEFN KR o A7 I R0 g e LA AR A i 1 7 SXHE L B LRI ZR kiR DNA, 25
NETs fIFZ R, NETs 7] A I P 1M A 95 [A -1 (von Willebrand factor, vWF). £f4E% (& .
HEIMLA 7 XIL. HZR[HF(tissue factor, TF)SF{EEEA 7 F4EHT TF 52 &K 1 140 o 4 F2 70
(extracellular vesicles, EV)FMES 4, DA e 2 a1, [ s 20 Ff R P A2 40 At vl i 26
ABL AR 7 40 P A ML A1) R ol 40155 47 WX (extracellular traps, ETs), 758 5% LR 2 R w31,
Y RGP R RF ST, TV TR S B U AR 2 T B AR JORE 4%, DN L4 N R
MO ThRERRAS, RGBT BTN ATEFEMEEE LR, J5% DIC MEZ 8 EIhaeml A 1).

e BELKARGIEMRTERITTE, W68 4MRR MR 5 AT L T2
B s e 5 Ik 4 R R AR AL
Fig.1 Mechanism of immunothrombosis and thromboinflammation development
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SIC BERT R I A LAMLAR T BR300 it i, ST 5300 DA It ) Ay = A48 I e
Y& 2)o M9 JEAAER THLA S, ] i B AH 5 7315 2 (pathogen-associated molecular
patterns, PAMPs)E¢ 45175 #1573 T 45 20 (damage-associated molecular patterns, DAMPs)i i
B AR AT, P IR A 2 B R L AR VRS OR & TF, 38 I IR Bl I3 A7 W0 gt 1 il
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B A 45 MM ¢ B [ 3(nucleotide oligomerization domain-like receptor thermal protein domain
associated protein 3, NLRP3) % 4/ IMAE I TF KEHL, X — i FE IR A TR 1819,

PN B2 40 i 45 47 3 2 401 B0 4% LTI B (antithrombin, AT). #54L 2K H C(activated protein C, APC)&
5 RN A ZA R i 42 31 77 (tissue factor pathway inhibitor, TFPI)EEAE R VEHTEN) 1) & -5 R
T S5 AT I SR B P 4011 771)- 1 (plasminogen activator inhibitor-1, PAI-1). % I BE0E 1) £F
AN (thrombin-activatable fibrinolysis inhibitor, TAFI)i&TE, HEMAEREMAR I R. 2kt
A B AL N RAR BV FE IS, 7T 3 BUR 25 IARBE AL, AR Iy A e 4 22 5 A2 HE
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Fig.2 Phenotype classification of sepsis-induced coagulopathy
3 LR E TG

HERN 3 ARSI FIaARXT SIC 3 Bt T Be AT BN AS PPAl (HE# 5
II, RS C)

AR A I B AR ANTR] Bl I S 6 = F b 1] 23 Dy DAL SRR AR S %o S R H A A0 DL 4 il A
AR GRTRAR o LR AS (B MR BR B AE S e — N al LA Bk I 22 & 1, 4 Il
AR I AR b B 7E S WL I D) RE R BEAAR R o T~ SIC PR B AR BEALA, 5 i 5246 == HR bRk
AR A S I (I AHRRIE (R 3).

R 3 SIC ANIFIRSAHAAIBE I 256 = FR bR 50
Tab.3 Changes in coagulation laboratory indicators at different phases of SIC
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SIC FEE I, L P B2 40t B4 4%5 , - I 3% i 4 8 5 2% 19 (thrombomodulin, TM)7K
B NN e, R ILEE S AL, &E I B - B LB 52 A 4 (thrombin-antithrombin
complex, TAT)ZKFH] LT, &ML 5 N ] (prothrombin time, PT)FIVE A4 53k 1L V% 1
i [i1] (activated partial thromboplastin time, APTT) R 4bT IE % U ELAR 46 0 MR T G
Ak R A TS, JET H I D- SRR AR 4E 5 1 PR A P (fibrin degradation products, FDP)
AT R RERSLRIBCR , 555 B i i /NiorH B0nT G 2 EL 2R AR B D MR R R
PN A R, £F4E R A IR KE R AT TP, 25 /) B (thromboelastograph, TEG)R] H
IR IS [ (FRER BRI A TG M)A, K IR (R LT 4B R DI Re) 4%, o A(IRERL4EE H
JRIDhEE) K, M KPRIE (maximum amplitude, MA, {CERIM/MRINEE)IE A, EEillLfEEL
(coagulation index, CI)}fr, Rk 2 I EBRRAR . EE 5 /MR 88 78 vT A I A0 i
B[] (activated clotting time, ACT, AXZREEIML A FVEPE)4A %, #EMLE % (clotting rate, CR, X
RAYEAIRIIAE)M &, LM/ MR IDBE(platelet function, PF)IE 582, LI 8 2 m] JCHRFE
PERIG AR R, E 0] P28 B Th e 515 ol bt I Th A8 1) SE 06 =48 b 7 o Q0 BB A7 LEWE R
ek L9 55 5 3 SR B ) B0, DU 0 T R 7 A o VR B o i 20 55 R I =24

SIC K &E MURERT, M P B2 g o fafs hn =, St st v 4k, 128 T™M A1 TAT 7K-~F-35 B4
b BRI A, AT R EUL MO EORD>, PT. APTT BIREEK, £P4EiRERK
PN R (R A G B I 2 2 L i )R 05 P (tissue plasminogen activator, t-PA)A PAI-1
KRBT G, 2 PAL-1 THE IR EE 5K, MK t-PA/PAIL-1 PLAE FRAR, ik 2 ILLT N HPIR A
I D-Z AR FDP /KB B It 5, (043 E- P4 % i 2 5 YY) (plasmin-antiplasmin
complex, PIC)/K- Tt AN, HIUREEAEPEAR e by, 2H S il R 4 ag Rl I A P B 44 PR 43
Pt — B INE, AV RO Y- A e R BOE F I H-1 24 ¥ (tissue plasminogen activator-
plasminogen activator inhibitor-1 complex, t-PAIC)/K-F-7] B & F =1, TEG nJ H L R K [E] Al
K IFAIZEK:, o M8/, MA FI1CL RS, Bk 2 HURERIRSECT, B 5 /MR I Re 7 #r ]
RILACT LK. CR FEACAH PF )RG5 MO, FRERAE B ) N2 AR T i 30 2 4 Dl e
v o KA LRI, iR LR T B AR AT S T B VA . A ER AL VAL TE I
PRIE 5 AR, A PIC ZK-~FIR ST &
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HERN 4 AT E SIC W5 R4 2 W SIC, f#H ISTH-DIC ¥4 2 Wi ik 2 he Pk
DICHEFEIRE 11, IEYE%5Z B)

DIC & BRI B0 K 2175 KA ™ A (R BV SUB0E & LB, 3350 V2 TR B, eI 81
KETHFEI IR R L TCE, 54 5 H ISP i I 255 AEP, 2001 4, ISTH ¥ DIC
532 DIC(EI R AR DIC) 53R B4 DIC(RIRAE£ DIC), ##iM7E DIC A & H T
il DIC A& B BRI, JFHEFER A DIC 2Wif 5 RS2 W7 5% DIC, In4m 5k
B, 1E DIC ARAEHARIFF 465X DIC HEATIR YT vT Bl i 3R 2500, DRIk, ISTH Bl#Epr b2
4T 2019 E3RHAEH SIC 2 Wil =g 4 DIC ALY,

ISTH #E#E/) SIC P43 RGN T PT 1 E brbr 4k L AE (international normalized ratio,



INR). /AR TH ORI BEE AR O M 28 B D) BE 32 35 TF A (sepsis-related organ failure assessment,
SOFA)3 Tifehr, 1F5>4 4rBIR[2HT SIC(F 4B, ISTH 41 DIC B RAHANT PT.
MLNRTEE R4 A D- SRR SRR AT R 5y, VRS S BD A2 i B0 DICL. 4
ISTH-DIC R4 25 mi i) 8 43 HAMFLER /K F>2 mmol/L B, Wikt iz gt AT
IR, SIC 1ZWbRAExT 6 T A TN B5UER B2 2 15 T ISTH-DIC 2 WikrifERs]. ¥ /&, ISTH-
SIC & Wi 7 Z /MR TE B PL<150>10%L FFUa AR 40 19, 735 A BR 95 N BE it /N ok i DA
<150>10°%/L AE ML MR I B2 Wrbs e, T o BN DAL /MR T 8<100<10%/L 1A L/ M
Wb s WibRdE . L, EEAEH ISTH-SIC i2Wibrifi 2 5 80 B B2 SIC (B P 12
Wi, RG-SR (100~150) <10%/L JE I PN SIC B 32 A L BE PTG T
B4, fcdls CEBEMLBRAFZWTRGGEY , AL BH P E SIC 2 WiksifE 2 SIC, ] ISTH-
DIC P42 Wilik #E I DICB2,
% 4 SIC 5 ISTH-DIC £ WitxiE
Tab.4 Diagnostic criteria for SIC and ISTH-DIC

fekr ISTH-SIC i SIC ISTH-DIC Yot 11 3% 35 VP4
1 1 1
SOFA(%})
>2 >2 2
<150 <100 <100 1
IR (<L0%/L)
<100 <50 <50 <50 2
(1.2, 1.4] (1.2, 1.4] [3, 6) 1
PT ZEKAH (s)/INR
>1.4 >1.4 >6 >6 2
- [2.5,5.0) 2
D-— R4 (ug/mL)
} >5.0 >5.0 3
AEEAE(@IL) ‘ 3 <1.0 <1.0 1
LB (mmol/L) - - - >2
55 047) >4 >4 >5

vE: ISTH EFrifuA ik i 4y; SIC. MKEEMEEIMF; DIC. JREUCHE M WEEIN; SOFA. FREFREARCHERS B
DhEe Y, PT. St AgJR AT [A]; INR. E Brbs il Lb1g

ZE Wi %R SIC R S W R BLEE VA T B AL G B AL TR IE, AR T IR R SEit . =
PIEAELL I RBR: (1)SIC Wikt R ZH T2 Wik T e DIC REAIE#E, AR
[X 43 SIC 83 [ M BB AR BRIR &S s (2)ISTH-DIC HBE R mflioN 8 70, RNAEERX 2
DIC 35 il FEAS i) ™ B AR . Rk, ARILRRE CEEILBERS S W Rie) , #E R E SIC
ZWibRiE 2 SIC, f#iH] ISTH-DIC P42 Wi #EE 1 DIC, 5 FH 5k I 5 35 12 Wibn k12 Wi ks
F A DIC( 3)27,

e SIC. MREPEVEREIF; DIC. FRECHE ML A K
B3 SIC izl RE
Fig.3 Diagnostic diagram of SIC
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Fig.4 Timing of 'three antis and one prevention' treatment for SIC
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PEPEHI B, FEHHAT A O QR RT, IR EEXS SIC &35 i H i KU AT 1A ),

Ubah, RS ERE PR RATPURGIBITIY, 75 IR PuAE B Ih A 2
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PR K AR, FEYEAR K ARSI T6 2, S sei =4 RN PT f APTT
FELKBOR] — B R AP ER SEYEE R K AHXRE I =, BRI R,
WG TR FR4E A 3R K, GnG I 75 4 P 4t I R 52 6 B DDA 2 AH DG 1) et i P
AR PT A APTT #EK . ZF4E 8 A F/KFREAR . /s s ORI R T #0il4E4E = K
AL, R FE RS R D RERNEE I R A Rk, RIS B B IR R S R e AR R K e PAER
S MARAR, 1805 I 75 4 ] 430 3P A: 2R RE M F ) B Bl A BRI /SR T 5 350 /N 98
A, R MERE, FHRLYE YT i P UAE A R /N AR R 2. kA, PR
51 D ) G P IR D A A B R, T /N AT <10x 10/, B F i ™ Y
L. A HRIE AT 5] S S 1 MR A R AR R M R T R IRKLVEAR . AR
T HASE - R RO R AR YR YT R R A AR SSPT A AN, TR R BN
FiEREE A ppayaTT, B AT I B ),

HERN 6 HEFEX SIC BFEMATHRIGIT EFEMRELLL, FEE 52 C)

R BEIE AR T bR idi 2 —Fh el 15 32 S RS 3 B SORE PR, SIC IRAE KRS R4t
PERE R B DI BRI, PURIGIT A IR T M ERE ok e B 1 5 AL e L FE . M B
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Fig.5 Anti-inflammatory Treatment for SIC

R R R 2 H AT IR B R ) 2 I % 2. 1960 4, Bennett EUSIEEAT T 85— A
SR PR B TR 2R TR T e FEE 1A PRASRG: o SEE AR A2, IR TR I6 I AR o Wl 2 TR 2
2018 4, Rochwerg Y045 10 194 5] &35 1) 42 TBE LA RIS AT 28041, 45 R
AR R0 B R R AT BE A 25 . [FJ4FE, Venkatesh 25005t 3800 451 5 2 2047 A BE LA R 56
SER IR, LR S IR RE AR b AT ST IR R YR T, S R R AN
S 90 d WAEER . R, 2021 Wi bRk B30 45 FE AN 37 Ik B hE AR o FL 7% U380 0 e R 4k 5
I 1 R R T 3 AR R R A T AR B, 2024 453 [E RN RK P S 2 2 L R R AT 1)
I FHRRE S B0 3 V0 TT IR EERE 4R mE 48 tH L /N7 B A OB B Joi U8 3 T /N i P2 PR A
R, AR B D ReREAT I,

G2 BRE A I PR B A S e R 15 2454, LA 0TI A B 4t i S TR 8% B 43 A A R 1
FEEMAE BV A . AR R R B A I BB AR YT I Y R AR, 2015 4,
Ishikura 25554 TE 7 — T8, FH A FPER B2 (VAT 41 B BEEERE A I I F 15 58 35 140 ] oo Pk A 7
R RN MEREE 1T (5.0 g/d, 3t 3 d)FIRREEE B Bt FE FR(PT-INR FF%. APTT
ik PAI-1 7KPBRAR) . RIEFRAR(C S8 AT R4S 28 R /KT BRI 3 B R 2, g3
B S B AR(5.3% vs. 18.2%). 2016 4, Wand ZFPSHRIE N FH 1gM Fufe Bk & (IR YT ™ B IR EE
FEE AT O I/ INBR D SR AT 4 B 1 R IUE » 5 2R 25 AR i 5 B, 1gG Al IgM(RR=0.69,
95% CI 0.55~0.85) R AR A s, (HPRUEHR R EHK, FHR1FE] 2021 f B bRk #EaE
i R ) BB AR 78 SR B A, 4 R 254U B P 4R B S s Bk A o] g 3
AR AR ZE, ML 24 i A P i R TR A I R A O,

YR C NRPUIR IR, & —MoKEHE4EA R BN AR TS iR C, FTLAEER
B EBERFERERAN . 455 ¢ B PiAl. BB & EmiENE . R B0 5105 bt
W 22 OO, R R, FEEEE MK AEL R C /KPR TR, MfA%E
NN FEANE M 4EA R C A IR IERES>S), 2017 4F, —TEA GO EEPERT RS, 7
X ERRE MR ERE AR e B F A A AR 4R &R ¢ AT B IZ R G, EMER
VRIT IR 455, 5 A0 B 5 FAA(8.5% vs. 40.4%)04, {HZ T RCT W 57 Je 53 M1 45 S 35 B
s EYEAEZR CL AT B R I 25 I 4G V0 T 598 AE 26 1 J0 I S5 g 65681, [Tt 2021
hi ] B Bk B3 48 7 BT AR HEFd e F kR S 4R AR 3R C VR YT ERRER

L FA T e — b AR A A AR T NSRRI B 1 JR 2 1 A i 7R o
FA T AT IE R PR p38 22 2RI AL R (1 B (p38-MAPK) (1 i B2 14 A iZ [Rl T« B(NF-xB)i& 1L
RIFPURAER,  FFReAM ) Hh P 24 B RE TSt B AN 2 A 707 — TN 13 T
oML HR RS (1) 25 20 M B, 5wt T nT B ARG i Bhe 28 5 T3 1 40 M A 35 -6(IL-6) 7K T,



IO B PR B R A TRBE TR, (HIEA W IE 2 T BEHLG BB 7T AE SRR,

' # ARIG YT (renal replacement therapy, RRT) CL 4% )72 B Tk BRE & FH 2k B 40145 16
HIRYT, TR AN R HIE B A PR BT I E AT BAARNLHHE: ()G R E
T CAEBFARIESE, SR P40 MR 75 MR EEAE A DG 88 B 4 40 7™ 5 A B R AE e 30 A o7,
FrifE RRT J097 Refs A HUE R 7> T8 7E 40 kD LU N4 7, B MK IL-18. IL-1a. IL-
2. IL-4. IL-6. IL-8. IL-10. y T Z (interferon-y, IFN-y)FIfi IS R 12605761, ()%
HLUKM: Y RRT 1697 AT SLBURE A R B, MIRAR UK, o5 i 5 JmiE
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Fig.6 Selection of anticoagulant drugs for SIC treatment
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Tab.5 Characteristics of anticoagulant for SIC patients
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Fig.7 Heparinase-modified thromboelastography
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Fig.8 Anticoagulation monitoring of nafamostat mesilate in patients at high risk of bleeding
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Tab.6 Alternative treatments for SIC patients with high bleeding risk or active bleeding
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