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[Abstract] Sepsis associated encephalopathy (SAE) is a severe disease secondary to sepsis, which is associated
with increased mortality and causes long-term cognitive deficits in survivors. Recently, an increasing body of evidence
has shown that gut microbiota is closely related to the central nervous system, and could influence brain function
via microbiota-gut-brain axis. Therefore, in the occurrence and development of SAE, cholinergic anti-inflammatory
pathway is one of the mechanisms by which gut microbiota could improve cognitive function. Efferocytosis, a process
of eliminating apoptotic cells in the body, has anti-inflammatory effects and provides organ protection in sepsis. On the
other hand, it could be enhanced by some metabolites of gut microbiota, making it another potential mechanism for gut
microbiota regulating SAE. This review summarizes the mutual regulation of gut microbiota, efferocytosis and SAE, to
explore potential mechanisms and therapeutic targets of SAE.
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