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Inflammation plays a key role in the pathophysiology of cardiovascular diseases. In

ST BT R R

particular, recent studies suggest that a sterile inflammatory response is mediated through

a multiple-protein complex called the inflammasomes. The purpose of this study is to

investigate the role of inflammasomes in the pathogenesis of cardiovascular diseases and

explore a therapeutic potential of regulating inflammasomes for cardiovascular diseases

using a murine model of myocardial ischemia-reperfusion (I/R) injury. Our results

demonstrate the importance of inflammasomes for the initial inflammatory response after

myocardial I/R and suggest that the inflammasome is a potential novel therapeutic target

for preventing myocardial I/R injury.
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