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Abstract

Sepsis is a systemic inflammatory response syndrome triggered by infection. In recent years, lac-
tylation modification, as an emerging post-translational modification, has garnered increasing at-
tention from researchers. The onset and progression of sepsis are closely associated with the host’s
immune response and cellular metabolism, and lactylation modification may play a significant role
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in these processes. Existing studies suggest that lactylation not only influences cellular metabolic
pathways but may also be involved in the pathophysiological mechanisms of sepsis by regulating
immune cell functions and cellular signal transduction. However, the specific mechanisms and roles
of lactylation modification in sepsis remain unclear, and related research is still in its early stages.
This article aims to review the latest research progress on lactylation modification in sepsis, ex-
plore its mechanisms in immune response, cellular metabolism, and pathophysiology, and analyze
the potential of lactylation modification as a therapeutic target, thereby providing new perspectives
and insights for further research on sepsis.
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