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The clinical values of coagulation function test in diagnosis and disease severity evaluation of acute
traumatic coagulopathy

SUN Rong reviewing, WANG Qin checking
(Department of Intensive Care Unit, General Hospital of Eastern Theater Command , PLA,Nanjing 210002, Jiangsu,
China)

[Abstract] Acute traumatic coagulopathy induced by severe issue injury and hypoperfusion has high mortality. It is a dynamic
and unpredictable entity progression including hypercoagulable, hypocoagulable and hyperfibrinolytic states. Clinicians are always dis-
turbed with how to monitor the coagulation state of patients accurately and timely. So we reviewed previous literatures to illustrate the
clinical values of coagulation function tests consist of platelet count, coagulation function indexes and thromboelastometry in diagnosis
and disease severity evaluation of acute traumatic coagulopathy.
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