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Research on New Clinical Application Progress of Berberine
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Abstract; Berberine, an isoquinoline alkaloid extracted from Rhizoma Coptidis, has been used as a traditional medicine for heat-clear-

ing, detoxifying and antienterobacterial infection. But recently new clinical applications have been found in the treatment of type Il dia-

betes, nonalcoholic fatty liver disease, abnormal blood lipid, hyperuricemia and polycystic ovary syndrome. However, its application

mechanism has not been discovered clearly. Therefore, further researches on its mechanism, target, effective threshold dose, safety and

the coordination mechanism with other drugs are of great importance for further development and application.
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