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Abstract: Primary biliary cholangitis (PBC) is an autoimmune liver disease characterized by progressive and non-purulent inflammation
of small- and medium-sized bile ducts in the liver. Recent studies have shown that abnormal lipid metabolism is relatively common in
patients with PBC, and 76% of PBC patients have dyslipidemia. The effects and harms of dyslipidemia have attracted much attention.
Lipid metabolism disorders play an important role in the progression of PBC. This article mainly reviews the research advances in the

manifestation, role, diagnosis, and treatment of lipid metabolism disorders in PBC, so as to provide new ideas for the treatment of PBC.
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