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Review on the pathogenesis and treatment of cholesterol stones
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Summary Cholecystolithiasis is one of the common gastrointestinal diseases in the world, but once there are
complications, it will produce a significant economic and social burden. Most of them were cholesterol stones. The
author analyzed the pathogenesis of cholesterol stones in western medicine and the etiology and pathogenesis of
cholesterol stones in Traditional Chinese Medicine. At the same time, the treatment methods of cholesterol stones

were further summarized. From the different angles of modern medicine and Traditional Chinese Medicine, this

paper provides the diagnosis and treatment ideas for the treatment of cholesterol stones.
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