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Research advances in animal models of cholestatic liver disease
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Abstract ; Cholestatic liver diseases (CLD) are a series of diseases due to impaired bile flow and accumulation of bile acid in
the liver and/or systemic circulation caused by immune, genetic, and environmental factors. The pathogenesis of CLD remains
unclear and CLD is difficult to treat. As a substitute for human diseases, animal models can provide a platform for exploring the

etiology and pathogenesis of the disease and finding appropriate therapeutic targets. This article reviews the current research

advances in the animal models of CLD.
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