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Abstract

Bile acids (BAs) have an important impact on the occurrence and development of digestive system
tumors. Current studies have confirmed that bile acids and their receptors, such as farnesol X re-
ceptor (FXR) and G protein-coupled receptor TGR5, play a key role in the development and progres-
sion of different tumors. In addition, bile acids further influence tumor progression by modulating
inflammatory and immune responses in the tumor microenvironment. The purpose of this paper is
to elucidate the relationship between bile acids and the development and mechanism of different
digestive system tumors, which can promote or inhibit the development of tumors through oxida-
tive stress, DNA damage, inflammatory response, activation of signaling pathways, and change of
tumor microenvironment. We summarize the limitations of current research in this area, and pro-
vide new ideas for the future treatment of tumor diagnostic markers and therapeutic targets.
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