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Research progress of sepsis-associated encephalopathy

LEI Zihan, WU Xiaojing
Dept. of Anaesthesiology, Renmin Hospital of Wuhan University, Wuhan 430060, Hubei, China

Abstract

Sepsis-associated encephalopathy (SAE) is a sepsis-induced diffuse brain dysfunction that is
highly associated with prolonged hospital stay and increased mortality in patients, and may result in
permanent neurological sequelae. The pathophysiology of SAE is complex and may include
neuroinflammation,  blood-brain  barrier =~ dysfunction, cerebral microcirculatory  disorders,
neurotransmitter dysfunction, and oxidative stress. The specific diagnosis and treatment measures for
SAE are still lacking, and mainly rely on the assessment of conscious state, early prevention, and
symptomatic treatment. Though many specific treatments have emerged recently, they are still in the
research phase and will not be used in a clinic immediately. Therefore, it is important to further
research the pathophysiology of SAE and to explore reliable diagnostic and treatment measures.
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