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Progress on the anti-gout effect and action mechanism of alkaloid natural drugs
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(1. Department of Rheumatism , First Teaching Hospital of Tianjin University of Traditional Chinese Medicine , Tianjin 300381 , China;
2. National Clinical Research Center for Chinese Medicine A cupunciure and Moxibustion , Tianjin 300381, China; 3. Graduate School ,
Tianjin University of Traditional Chinese Medicine , Tianjin 301617, China;4. Department of Rheumatism and Immunity , Hospital of
Chengdu University of Traditional Chinese Medicine ,Chengdu 610072, China)

Abstract: Gout is a heterogeneous group of diseases caused by abnormal purine metabolism and (or) impaired excretion of uric acid.
Alkaloids are a class of organic compounds containing nitrogen that are widely found in plants and used for inflammatory reactions caused
by many diseases such as gout. By consulting the latest relevant literature reports at home and abroad, this paper summarizes the research
progress of the effect and mechanism of alkaloids against gout,in order to provide scientific basis and theoretical guidance for further

research and clinical application of alkaloids.
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