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WFZERC R OMEE (Z30) : The mechanisms of rupture of plaque in acute coronary syndrome
remains unclear, we histopathologically investigated the possible role of neutrophils
resided in atheromatous plaque in the plaque rupture. The fPRL1 intensity of neutrophil
cytoplasm was histologically high when neutrophils were in capillary vessels of the plaque
originating from tunica adventitia. As soon as the activated neutrophils were
extravasated into the plaque, however, the fPRL1 intensity of neutrophil cytoplasm
significantly decreased, followed by exocytosis of fPRL1 on neutrophil surface. These
neutrophils were alive and active in NADPH oxidase activity, followed by generation of
reactive oxygen species (ROS), possibly resulting in plaque vulnerability which may cause
the rupture of the vasculature.
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