©
2018 2020

Pathogenesis of hyperfibrinolysis to fibrinolytic suppression in acute phase of
trauma
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Immediately after trauma, the total tissue-plasminogen activator (tPA) level
significantly increased in plasma, and the balance of active tPA and active plasminogen activator
inhibitor-1 (PAI-1) in plasma significantly tipped toward fibrinolytic activation. After trauma,
both tPA and PAI-1 levels increased gradually in various organs and active and total PAI-1 levels
increased exponentially in the plasma. Total plasma tPA levels 60 minutes after trauma returned
quickly to levels comparable to those in the control group.
in conclusions, fibrinolytic activation was observed only immediately after trauma. After trauma,
production of both of t-PA and PAI-1 increased gradually in various organs. However, only plasma
PAI-1 levels increased exponentially, and plasma tPA levels 60 and 180 minutes after trauma were the
same as those before the trauma. Therefore, immediately after trauma, the fibrinolytic system was

activated, but its activation was quickly and intensely suppressed.
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