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e oM (J£3C) : In the perioperative period of open-heart surgery under
cardiopulmonary bypass, hemostasis may be difficult due to decreased platelet function.
This study was conducted to study changes over time of intracellular signal transduction
system and its role with a focus on p38MAPK pathway in platelet cells. As a result, we
observed decreased expression of thrombin receptor, such as GPIb and PAR-1 after
withdrawal from cardiopulmonary bypass. Also, we obserbed elevated levels of Bax in the
platelet and the decreased levels of cytochrome C in mitochondria, the migration of Bax to
mitochondria has been associated with decreased platelet function has been suggested. We
thought to maintain the function of platelets, it is important to control of Bax signaling in

the platelet.
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