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inflammatory, or thrombotic diseases
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Neutrophil extracellular traps (NETS%, a novel extracellular killing
mechanism of neutrophils, are profoundly involved in the pathogenesis of immunological,
inflammatory, or thrombotic diseases, due to harmful histons and anti-microbial proteins
extracellularly released, although NETs contribute to host defense against microbial pathogens. In
this study, we reported that NETs play an important role in the pathogenesis of autoimmune
pancreatitis, one of the phenotypes of 1gG4 disease, and pregnancy loss due to the disrupt of
feto-maternal tolerance by abnormal sphingolipid metabolisms, such as defect of sphingosine kinases.
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