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[Abstract] Coagulation dysfunction occurs in more than 40% of severe patients. The adverse
bleeding events, blood transfusion volume and mortality of severe patients with coagulation
dysfunction can be increased by more than 4 times. However, there is still a lack of standards for
rapid, accurate and standardized evaluation of coagulation dysfunction in severe patients at home
and abroad. Therefore, the People’s Liberation Army Professional Committee of Critical Care
Medicine and Chinese Society on Thrombosis, Hemostasis and Critical Care, jointly formulate
this consensus in order to provide corresponding guidance for clinical work.
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Tab.l1 Recommended clinical classification
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Tab.2 Evidence-based level
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Fig.1 Concepts of coagulation function
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Fig.2 Peripheral blood morphological examination procedure of coagulation dysfunction in
severe patients
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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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Fig.3 Standard procedure of thromboelastograph for evaluating coagulation dysfunction
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Fig.4  Standard procedure of coagulation and platelet function analyzer for evaluating

coagulation dysfunction
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Fig.5 Standard procedure of routine coagulation test combined with thromboelastograph to
evaluate coagulation dysfunction
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Tab.5 Performance of novel coagulation molecular markers in severe patients with coagulation

dysfunction
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Tab.6 Diagnostic criteria for DIC/SIC
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