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[Abstract] Sepsis-associated encephalopathy (SAE) is a complex disease with high mortality, an urgent clinical problem to be
solved. The mechanism of SAE has not been fully elucidated and there is no effective treatment. Recent study found that high mobility
group box 1 (HMGBI) is a late-stage pro-inflammatory mediator with the effect of activating inflammation, besides, HMGBI plays
important role in tissue repair, as well as in sepsis-induced brain injury. Therefore, In-depth research on the relationship between
HMGBI and SAE is expected to provide a new direction for the diagnosis and treatment of SAE. This review focuses on current status
of SAE, HMGBI and the four aspects of HMGB]I, including impairment of blood-brain barrier, dysregulation of immune response,
oxidative stress and neuronal apoptosis that involved in brain function impairment and SAE.

[Key words] sepsis; sepsis-associated encephalopathy; high mobility group box 1
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