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[Abstract] Phosphatidylinositol 3 kinase/serine/threonine kinase B (PI3K/Akt) signaling pathway plays a key
role in regulating immune response and inflammatory factor release in vitro and in vivo by regulating the activation of
downstream signaling molecules, and is closely related to the occurrence and development of sepsis. Innate immune cells
play important roles in maintaining the stability of the environment and regulating the immune response during sepsis.
This review summarized the PI3K/Akt signaling pathway and its regulation in the sepsis of different types of immune
cells in the inflammatory response, apoptosis and other aspects to provide clues and pathways for the prevention and

treatment of sepsis.
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