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Immunotherapy strategies for acute liver failure based on monocyte/

macrophage function regulation”
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[Abstract] Acute liver failure (ALF) is a clinical syndrome with extremely high mortality. It occurs
suddenly,develops rapidly and the disease condition is complex and changeable. ALF is the result of combina-
tion action of multiple factors, but its core link is massive hepatocytes necrosis, moreover the secondary im-
mune-mediated liver injury is one of important mechanisms in the occurrence of ALF. The monocyte/macro-
phage dysfunction is the key to the development of ALF. Macrophages are also involved in the processes of oc-
currence, transmission and regression of driving injury and related inflammation. Better understanding of the
role of monocytes / macrophages in ALF and the mechanisms of regulating macrophage plasticity will provide

new theoretical support for the immunotherapy strategies of ALF.
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