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Abstract

In the work of acute and critical illness, sepsis is a high mortality disease we often encounter, but the treatment of sepsis is still
limited to symptomatic and supportive treatment, which also leads to a high mortality rate of sepsis and becomes one of the
important diseases that seriously threaten human life and health. Sepsis is defined as life-threatening organ dysfunction caused by
dysregulation of the body’s abnormal response to infection, and sepsis refers to a general term for a series of organ dysfunctions. As
the central nervous system of the human body, brain dysfunction often occurs in the early stage of sepsis, known as sepsis-associated
encephalopathy, but the clear mechanism of occurrence and development is not clear. This review focuses on the mechanisms
involved in the development of sepsis-associated encephalopathy and provides new ideas for the treatment of sepsis.
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