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Sepsis and disseminated bacterial infection is caused by various bacteria and affected
to not only compromised hosts but healthy people without apparent trauma. In this study,
we aim to unveil a novel neutrophil-bacteria interaction which regulates host defense
by analysis of modification of neutrophil defense functions by screening using human
neutrophils and mouse models. Here we show that clinical isolates from severe invasive
streptococcus infection have a license to kill neutrophils by streptolysin 0, a
pore—forming toxin in a contact—depending manner. We demonstrate that clinical isolates
from septic melioidosis could suppress the release of neutrophil extracellular traps
(NETs), which kill bacteria extracellularly. We further identified bacterial virulence
factors responsible to modification of NETs release. These findings are expected to
contribute to understanding pathogenesis of invasive bacteria infections
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