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[Abstract]

to prevent pathogen invasion, and neutrophils, macrophages, dendritic cells and natural killer cells (NK cells) are closely

Immunosuppression plays a critical role in death of sepsis. Innate immunity is the first line defense

involved in the process of the immune-regulation during sepsis. Recently, metabolic reprogramming in immune cells
is known as a keystone for immune intervention therapy in sepsis. Here, we focus on the recent advances in metabolic
regulation in neutrophils, macrophages, dendritic cells and NK cells including glycolysis, fatty acid synthesis, fatty acid
oxidation and arginine metabolism involved in the immune-regulation of sepsis. This review will be helpful to summarize

the mechanisms underlying sepsis-induced immunosuppression.
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