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Abstract: Autoimmune liver diseases (AILD) are a group of chronic liver diseases caused by abnormal activation of the immune
system, mainly including autoimmune hepatitis, primary biliary cholangitis, primary sclerosing cholangitis, IgG4-related
sclerosing cholangitis, and overlap syndrome. Clinical studies have shown that patients with AILD are often comorbid with thyroid
diseases, especially autoimmune thyroid diseases (AITD) , such as Graves’ disease and Hashimoto’ s thyroiditis. This article
systematically reviews the epidemiological association, potential shared pathogenesis, and overlapping features between AILD and
thyroid diseases. A deeper understanding of the immunological links between AILD and AITD may provide a theoretical basis for
precision medicine and future research.
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Figure 1 Schematic diagram of the mechanisms underlying the comorbidity of autoimmune liver diseases and autoimmune
thyroid diseases
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