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Research advances in immunometabolic regulation of cytokine storm
in sepsis
Lu Yongling , Liv Xin
(Clinical Medical Research Center ,The First Affiliated Hospital of Army Medical University )

[ Abstract] Sepsis refers to life—threatening organ dysfunction resulting from dysregulated host response to infection, with the main

early manifestation of cytokine storm mediated by hyperactivated innate immune cells, which is a core pathophysiological mechanism

for tissue injury and organ failure. Recent studies have shown that immunometabolic reprogramming plays a crucial role in the develop-

ment and progression of uncontrolled inflammation and cytokine storm in sepsis. This article introduces the features and mechanisms of

cytokine storm in sepsis and summarizes the research advances in the characteristics and mechanisms of metabolic reprogramming of

innate immune cells during cytokine storm, the dynamic interplay between metabolic remodeling and inflammatory cascades , the asso-

ciation between metabolism and sepsis—induced organ damage, and the potential diagnostic and therapeutic implications of targeting

critical metabolic nodes, in order to provide a reference for developing precise intervention strategies for sepsis based on immunometa-

bolic regulation.
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