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Neutrophil extracellular traps contribute multiple organ failure after traumatic
brain injury

Kawai, Chihiro
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The mechanism through which traumatic brain injury (TBI) results in multiple
organ injuries remains unclear. In this study, we used mouse models to investigate the pathological
changes that occur in various organs following life-threatening TBI, with a focus on the role of

damage-associated molecular patterns (DAMPS) such as neutrophil extracellular traps (NETs) and
high-mobility group box 1 (HMGB1) in peripheral organs. Our findings suggest that during the acute
phase following TBI, inflammation spreads to peripheral organs, while the disruption of
neuromodulatory mechanisms contributes to organ damage in the subacute phase. Although NETs were
observed in the brain-injured area, no systemic effects were detected. Conversely, HWGB1 displayed
opposing_functions in_the central and peripheral regions, exacerbating inflammation in the
brain-injured area while acting as an inflammation suppressor in other organs during the acute
phase.
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