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Abstract: Liver failure (LF) is a severe clinical syndrome characterized by severe impairment or decompensation of liver function.
At present, the key role of immune molecules in the pathogenesis of LF has been well established. These molecules not only directly
participate in the pathological process of LF, but also influence the course of LF by modulating the behavior of immune cells. In
addition, immune molecules can be used as potential biomarkers for evaluating the prognosis of LF. This article summarizes the role
of immune molecules in LF and explores the therapeutic strategies based on these immune molecules, in order to provide new

directions for the diagnosis and treatment of LF.
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Figure 1 Regulatory mechanisms of immune molecules and related immune cells in LF
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