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Research progress on the pathogenesis of sepsis—associated encephalopathy
Chen Zhang Guoging Xu Xiang Cao’
Jiamusi University
[Abstract] Sepsis—associated encephalopathy (SAE)is a common complication of sepsis. It is secondary to
abnormal brain function caused by sepsis. The main symptoms are delirium, coma and other changes in
consciousness. The pathogenesis is complex. There is no uniform and definite diagnostic criteria and no targeted
treatment plan. Further research on the pathophysiological mechanism of SAE and the search for more effective
interventions and treatment options are still the top priority in the current SAE—related fields. This article

reviews the current known pathogenesis.
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