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Platelets play crucial role in the onset of acute myocardial infarction. Platelets are
active cells in view of energetic metabolism with several mitochondria. This study attempts
to clarify the role of mitochondria in platelet cells for the onset of acute myocardial
infarction.

Mitochondria need oxygen to express their physiological function. Platelets in
arterial blood containing high oxygen concentration have higher thrombogenicity than
those in venous blood. The number and localization of mitochondria was not influenced by
platelet activation. Cyclic increase in intracellular concentration of calcium ion induced by
platelet activation was inhibited when the function of mitochondria was blocked.
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