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[Abstract] Acute traumatic coagulopathy is a common complication in patients with severe trauma. It is the
result of an interaction of multiple factors, with poor prognosis. The main pathogenesis is not yet fully clear. Previous
understanding of its pathogenesis is mainly focus on the consumption or dilution of coagulation factors, hypothermia
or metabolic acidosis. Although so far this "deadly triad" is still the important factor of the pathophysiology of acute
traumatic coagulopathy, recent studies revealed more complex and diverse mechanisms, including endothelial dysfunc-
tion, activated protein C, fibrinolysis, platelet dysfunction, and oxidative modification. More in-depth studies focusing
on the pathogenesis of acute traumatic coagulopathy are still needed in order to further improve the recovery strate-

gies, the survival rate of patients with trauma, and the prognosis.
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