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Research progress on action mechanism of hydrophilic bile acids in prevention and
treatment of cholesterol gallstone
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Abstract: Bile acids are synthesized from cholesterol in the liver. It’s one of the main components of bile, and the change of its content
and composition is closely related to the formation of cholesterol gallstones. Hydrophilic bile acids play an important role in cholesterol
gallstones’ formation and treatment, which have an important role in dissolving cholesterol and regulating the saturation of cholesterol,
reducing the abnormal nucleation, protecting and improving the contraction function of the gallbladder. In this paper, the action
mechanism of hydrophilic bile acids in prevention and treatment of cholesterol gallstone are reviewed.
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