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Abstract The gut microbiota plays a crucial role in maintaining overall health. Dysbiosis of the gut microbiota can
promote the occurrence and progression of tumors, especially hepatobiliary and pancreatic tumors, by
affecting intestinal homeostasis, gut metabolism, and immune function. Therefore, a better understanding
of the role of the gut microbiome in the development and progression of hepatobiliary and pancreatic
tumors may provide opportunities for developing new prevention and treatment strategies for patients
with these malignancies. This article reviews recent research on the role of gut microbiota in the
development and progression of hepatobiliary and pancreatic malignancies, aiming to provide a
reference for future studies.
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