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Neutrophil extracellular traps (NETs) are induced by activation of
neutrophils, and citrullination of histone proteins in neutrophil that occurs during NETs formation
were observed in LDL receptor null mice fed high-fat diet which are atherosclerosis model mice.
Furthermore, it activated 3 2 integrin expressed in neutrophils by elevation of blood CXCL1. The
expression and secretion of CCL2 significantly increased in activated neutrophils, and it caused
monocyte migration. These results suggested that NET may be involved in the initiation and
progression of atherosclerosis.
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