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Immune checkpoint inhibitor related hepatotoxicity
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Abstract: In recent years, immunotherapy has become a major breakthrough in the field of
oncology. Immune checkpoint inhibitors (ICIs) can activate T cells and enhance the anti-
tumor immune response by blocking the inhibitory immune-regulatory effects. With the wide
application of ICIs, immune-related adverse events (irAEs) are increasingly concerned by
multidisciplinary clinicians. The incidence of ICIs induced immune-mediated hepatotoxicity
(IMH) which could lead to liver failure or death has been increasing. This article reviews the
occurrence, possible mechanism, pathology, diagnosis and treatment of IMH.
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