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Progress on dyslipidemia in primary biliary cholangitis

Liu Xiao, Liu Yaping, Gao Xuesong, Duan Xuefei (Department of General Medicine, Beijing Ditan Hospital,
Capital Medical University, Beijing 100015, China)

Abstract: Primary biliary cholangitis (PBC) is a complex autoimmune liver disease often accompanied by
dyslipidemia. In this paper, the characteristics and mechanism of dyslipidemia in patients with PBC, the risk
of cardiovascular events and the application of lipid-lowering drugs in PBC were reviewed. Dyslipidemia in
patients with PBC is mostly manifested as elevated cholesterol. In the early histological stage, the levels of
very low density lipoprotein and low density lipoprotein cholesterol (LDL-C) were mainly increased; in the
middle stage, the levels of LDL-C and lipoprotein X were significantly increased; and in the advanced stage
of the disease, the levels of blood lipids were all decreased. The mechanism may be related to the disturbance
of cholesterol metabolism caused by cholestasis and the production of lipoprotein X. For patients with
PBC, dyslipidemia alone does not increase the risk of cardiovascular events, however, lipid-lowering drug
intervention is recommended for PBC patients complicated with metabolic syndrome. Combined use of lipid-
lowering agents can also improve the biochemistry of patients with poor ursodeoxycholic acid response. It
is recommended to pay attention to dyslipidemia in patients with PBC, especially in patients with metabolic
syndrome.

Key words: Primary biliary cholangitis; Dyslipidemia; Metabolic syndrome; Cardiovascular events
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