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Abstract: Metabolic reprogramming is a prerequisite and important marker for macrophage phenotypic transition, and different
macrophage phenotypes are involved in the pathogenesis of acute-on-chronic liver failure (ACLF) by regulating the balance of
inflammatory responses, thereby becoming the potential targets for ACLF treatment. This article focuses on the changes in
macrophage metabolic reprogramming during ACLF and its mechanism in mediating ACLF severity and prognosis by regulating
energy metabolism and immune inflammation, in order to provide new ideas and directions for developing prevention and control

strategies for ACLF based on macrophage metabolic reprogramming.
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Figure 1 Metabolic reprogramming flow chart of macrophages in inflammatory response
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