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[ Abstract] Researches revealed that coagulopathy was an independent factor of unfavorable outcome in
patients with traumatic brain injury (TBI). The proposed mechanism that trigger hemostatic disorders after
TBI is still complex and controversial, which may be associated with tissue factor,shock,hypotension, platelet
dysfunction. According to coagulation laboratory test and thromboelastogram, we can early identify whether
TBI patients are complicated with coagulopathy and prevent the occurrence of secondary brain injury. This ar-
ticle summarizes the current researches about the mechanism of coagulopathy in TBI patients and its correla-
tion with unfavorable prognosis,hoping to provide guidance for further clinical research.
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