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To establish new methods to prevent and to treat organ dysfunction caused by the
relationships between body insults and body responses, we have investigated pathogenesis
of the interaction among three representative body insults, namely inflammation, tissue
injury, and ischemia and reperfusion, and body responses to the insults. We specified
to elucidate hypothesis that control of neuroendocrine responses could prevent organ
dysfunction through the improvement of changes in coagulation and fibrinolytic response
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