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Establishment of Therapy for Traumatic Brain Injury Focused on Superoxide and
HMGB1.
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In this study, HMGB1 translocated from the nucleus to the cytoplasm in neurons
and oligodendrocytes as early as 10 min post injury and such cytoplasmic HMGB1 was associated with
necrosis in the early phases of lateral fluid percussion injury (LFPI). Therefore, cgtoplasmic HMGB1
expression might be a potential marker of necrosis in the acute phases of traumatic brain injury (TBI).
In addition, necrotic changes in oligodendrocytes were associated with the onset diffuse axonal
injury-mediated Wallerian degeneration in the corpus callosum because these necrotic changes in
oligodendrocytes accompanied local axonal damage. Further, hypothermia therapy which suppressed
superoxide generation and HMGB1 suppression therapy with glycyrrhizin (GL) or recombinant human
thrombomodulin (rhTM) revealed protective effects against axonal injury after LFPI. These findings
indicated that HVMGB1 might be one of the therapeutic target of TBI and that these therapies might be
novel therapies of TBI.
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