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Abstract: ATP binding cassette subfamily B member 4 (ABCB4), also known as multidrug resistance protein
3 (MDR3), is encoded by the ABCB4 gene and mainly expressed on canalicular membrane of hepatocytes as a lipid
translocator that exports phosphatidylcholine from the inner of the canalicular membrane of the hepatocytes into the
bile. Mutations in the ABCB4 gene may cause the decreased expression and/or functional defects of MDR3, leading
to a group of liver diseases called ABCB4 deficiency. With the popularization of gene sequencing and the increasing
public demand for precision medicine, the in-depth study of this gene may provide insights into novel treatment
regimens based on the genotypes. In this review, we aim to deepen the understanding of ABCB4 gene-related
diseases among clinicians by summarizing the research progress of the function of ABCB4 gene and the related
diseases.
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