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[Abstract] Primary biliary cholangitis (PBC) is an organ-specific autoimmune disease characterized by
non-suppurative inflammation of the small bile ducts in the liver. Early intervention therapy is of great impor-
tance to the prognosis and quality of life in the PBC patients. However,due to the atypical clinical manifesta-
tions of the disease itself and the interference of various common intrahepatic and extrahepatic complications,
how to make early diagnosis of PBC patients is still an urgent clinical problem to be solved. This review com-
bines the latest research progress to summarize the clinical manifestations and symptomatic treatment of clas-
sic PBC,focusing on how to diagnose and treat the patients with "subclinical" PBC, hoping to provide a basis
for the early identification and treatment of the disease.
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