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Research progress on sepsis—associated liver injury
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Abstract: Sepsis is an inflammatory disorder syndrome caused by the infection of pathogenic microorganisms, which
organ dysfunction due to the dysregulated response of the body to the infection. Sepsis is a dangerous disease with a high
fatality rate. The liver, an important organ involved in human biological transformation, energy metabolism, and cytokine
production. Its role in sepsis is like a "double—edged sword" because the liver acts as not only an important defense line of the
body against microorganisms but also a common target of inflammatory disorders and damage, making it one of the most
vulnerable organs in sepsis. The liver contributes to pathogen clearance through immune responses, but the resulting
inflammatory reactions can also lead to tissue and organ damage. Sepsis liver injury is an independent risk factor for poor
prognosis in sepsis patients, and preventing its occurrence and promoting early recovery can partially inhibit disease
progression and reduce mortality rates. However, the pathogenesis of sepsis liver injury is not yet fully understood, and there is
a lack of early and effective means of diagnosis and treatment. In—depth research on its pathogenesis will provide a better
understanding of its occurrence and development, further supporting the theoretical basis for the treatment of sepsis liver injury
and identifying some new targets for sepsis treatment, ultimately reducing the mortality of sepsis.
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Fig. 1 Schematic diagram of liver inflammation injury

mechanism
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Fig. 2 Treatment of liver injury in sepsis
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