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The establishment of a control system for HIFlalpha activation pathway in
post-cardiac arrest syndrome.
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I investigated the important role of fibrinolysis which are involved in
neutrophil elastase and plasmin, which is affected by plasminogen activator inhibitor-1 (PAlI-1), which is
induced by Hypoxia inducible factor-la (HIFla ) in post-cardiac arrest syndrome (PCAS). The results
indicated that fibrinolytic shutdown plays important roles in the development of organ dysfunction in
PCAS patients. Neutrophil elastase-mediated fibrinolysis cannot overcome the fibrinolytic shutdown that
occurs in DIC patients with PCAS, thus resulting in the development of multiple organ dysfunction.

In addition, | studied the relationship between the serum levels of HIFla and the development of DIC or
organ dysfunction in sepsis, severe trauma, and PCAS patients. These studies showed no significant
results. This can be explained by the fact that HIFla acts inside the cell.
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