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[ Abstract ] Atherosclerosis is a chronic inflammatory disease of the vasculature that causes myocardial infarction, stroke and peripher-
al vascular disease. Necroptosis is a newly identified type of cell death that has been considered as a form of programmed necrosis or regula-
ted nonapoptotic cell death which may trigger inflammation and is involved in many inflammatory diseases. Researches have shown that nec-

roptosis contributes to the formation and development of atherosclerosis.
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[ Abstract ] Atrial fibrillation is one of the commonest arrhythmia in clinical practice with high mortality, disability and morbidity due

to its thromboembolic potential. Nowadays anticoagulant therapy has become the primary treatment in patients with atrial fibrillation. The most
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