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Abstract: In recent years, immune checkpoint inhibitors have become a hot spot in the im-
munotherapy of malignant tumors; they are widely used in cancer treatment and have benefited
many patients with advanced malignant tumors. At the same time, immune related adverse events
(irAEs) during the treatment process also increase significantly, the gastrointestinal irAEs are the
most common ones. Due to the lack of clinical knowledge or attention to gastrointestinal irAEs,
the related death events occurr. This article reviews the clinical manifestations, the mechanisms,
diagnosis and therapeutic strategy of gastrointestinal irAEs, in order to provide information for
clinical treatment and research.
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Table 1 The National Cancer Institute’s common terminology criteria for adverse events grading for gastrointestinal toxicity

Index Grade 1 Grade 2

Grade 3 Grade 4 Grade 5

Diarrhoea Increase of <4 stools per day Increase of 4~6 stools per
over baseline;mild increase day over baseline; mod-
in ostomy output compared to erate increase in ostomy

output compared to base-

line ; limiting instrumental
activities of daily living

baseline

Increase of =7 stools per Life -threatening con-  Death
day over baseline; severe sequences;urgent in-
increase in ostomy output tervention indicated

compared to baseline ;hos-

pitalization indicated;lim-

iting self-care activities of

daily living

Colitis Asymptomatic ;clinical or di- Abdominal pain;mucus Sever abdominal pain; Life -threatening con-  Death
agnostic observations only; or blood in stool peritoneal signs sequences;urgent in-
intervention not indicated tervention indicated
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