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[Abstract] Pregnane X receptor (PXR) is a member of the nuclear receptor superfamily,which is widely
expressed in intestine and liver,and can be activated by a variety of endogenous and exogenous chemicals. The
cellular function of PXR is mostly exerted by its binding to the regulatory gene sequences in a ligand— depend-
ent manner. Not only does PXR play a role in drug metabolism and toxic reactions, more and more studies
have shown that PXR can regulate the occurrence, metastasis,apoptosis,drug resistance and prognosis of canc-

er. This article reviews the research advances in PXR structural characteristics, biological functions,and the

mechanisms in colorectal cancer (CRC).
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