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Abstract: Sepsis is one of the main causes of death in trauma patients, and the treatment options for reducing the mortality of trauma sepsis are
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limited. Studies have shown that metabolic disorders, the host’s hypoxic response and excessive drive of the immune system are the main
characteristics of trauma and sepsis at the molecular level, and there is a strong correlation between immune disorders and metabolic processes in

trauma and sepsis, which seriously affects the prognosis of patients. This article mainly reviews the immune metabolism and potential treatment

measures of traumatic sepsis, in order to help clinical better understand traumatic sepsis.
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