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The unbalance between post-inflammatory apoptosis and NETosis possibly effects
on the phagocyte which accelerate interstitial fibrosis in kidney
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In this research, we analyzed the interaction between function-specific
macrophages (SatM) isolated from the site of inflammation in the kidney and neutrophils which
underwent Apoptosis / NETosis. In order to analyze NOX2 sufficient/deficient cell death, several
patterns of neutrophil cell death were quantified by measurement of the intensity of fluorescence
of engulfed Zymosan or cleaved Caspase3 over 24 hours. As the results, NOX2 sufficient neutrophils,
which engulfed Zymosan, die by apoptosis rather than NETosis. NETosis is thought to be strategy to
kill extracellular pathogens, however, The inhibition of apoptosis made delay on clearance of fungal

antigen. This is indicated that NETs may just trap pathogen but not kill them.
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