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[Abstract] Over 40% of critically ill patients will develop coagulopathy. Once critically ill patients are complicated with
coagulopathy, the incidence of bleeding and mortality can increase by more than 4 times. Early identification of coagulopathy and

accurate evaluation of coagulation function are essential for correcting coagulopathy as soon as possible. Therefore, Chinese Society

[(E£WHE] HEZREOHAIT(2022YFC2304600)
GEE1EE] K%, E-mail: songjingchun@126.com



IS 20254F9H28 H 45504 ol

of Thrombosis, Hemostasis and Critical Care, Chinese Medicine Education Association, together with Chinese People's Liberation
Army Professional Committee of Critical Care Medicine updated the "Chinese expert consensus on standardized assessment of severe
coagulopathy (2025 Edition)" on the basis of the "Consensus of Chinese experts on standardized evaluation of coagulation
dysfunction in severe patients" formulated in 2022. This consensus includes four parts: classification and typing, etiology and
mechanism, assessment methods, and diagnostic criteria of severe coagulopathy, with a total of 14 recommendations, aiming to
provide corresponding guidance for clinical practice.

[Keywords] critical illness; coagulopathy; coagulation failure; standard; four-step diagnostic approach
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Fig.1 Classification and categorization of coagulopathy
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Tab.3 Laboratory results of coagulation dysfunction in intensive care unit
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Tab.4 Results of mixing test in severe patients with coagulation dysfunction
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1.3~2.5min; MA, fH 7 B # R B4 4 & & W 8 B8 &, IE% (A 4 10.1~25.3 mm; FLEV{H 7] R B 4F 4 2 & 7
BTy fE, IEH 1N 18.43~46.17 mg/L. (4)TEG Feaf A MK 5. F 41 L B F 1  oE A, ¥7 A o o 8% [ 3
2, 5% L diE b E B F (activated clotting time, ACT) X % REF ], IE# {H % 86~118s, =+ Z K B ANF %
e m R AR F T B E M. (S)TEG /MR E AR MK 83516 & I H B (AA) & — 35 B IR 3 (ADP) % (R MR 2
A dll, R AARE K ADP ZARIRAZ B o NAR I, T T H BN R R G RCR . — MR /R
i 2 >509 V0 AL, T A0 R I ) AR i KU

LY30%. 30 min AR s CLEEMAERG MA. FAARER; R RIFA; KK
B 7 A R g A B I AR AR
Fig7 Standard procedure of TEG for evaluating coagulopathy
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Fig.8 Standard procedure of coagulation and platelet function analyzer for evaluating severe coagulopathy
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Fig.9 Standard procedure of routine coagulation test combined with TEG
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Tab.S Performance of novel coagulation molecular markers in severe coagulopathy
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Tab.6 Assessment for thrombotic and hemorrhagic risks in severe coagulopathy

R R H XU I A
SFifes 5 IPHEROFS 3. ool ); prapflens i oooe s IOMEs TR, LM It
(WUF>200 pmol/L s W 7ok F A ) 0L ’
Ey>75 %5 MUACHTIR YL s AREESIR R T AE IR SRR ST, B P
I s R O R BT/ MRS | ERPTEEZ Y PTRER >6s5 BYTRL; LIIREAS; TEG-RMIE<4 min TEEIMLS
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Fig.10 Four-step diagnostic approach to severe coagulopathy
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Tab.7 Diagnostic criteria for Chinese SIC/ISTH-DIC/ coagulation failure
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