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[ Abstract] Immune checkpoint inhibitors (ICPi) have now become one of the most successful
therapies in the field of cancer after decades. ICPi enhances the anti-tumor immune response by
targeting T cell regulatory pathways, rather than producing cytotoxicity directly on tumor cells,
which improves the survival rate of many refractory tumors and improves the quality of life for
patients with advanced cancer. These monoclonal antibodies have the ability to reactivate the
immune system, but may also cause various autoimmune side effects, called immune-related adverse
events (irAEs). IrAEs can affect almost all organs and its characteristics are different from
conventional chemotherapy and targeted therapy. This article review the incidence, clinical
presentation and management of irAEs in the lung, liver, kidney, gastrointestinal system, endocrine
system, skin against Ipilimumab, Nivolumab and Pembrolizumab.
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