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Effects of 3-BP treatment following TBI

Administration of 3-BP reduces the increased HK2 expression following TBI, thereby attenuating excessive microglial activation. This consequently reduces the release of pro-inflammatory cytokines, leading to decreased neuroinflammation. The reduction in neuroinflammation contributes to neuronal preservation, ultimately resulting in improved neurological and cognitive function.
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SUMMARY / CONCLUSION
9 /. Targeting HK2-mediated immunometabolism after TBI
b ~— with 3-BP preserves neuronal function and ameliorates

neuroinflammation.

HK2 metabolic pathways = therapeutic target.
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