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Study of Gout from the Perspective of Turbidity and Stasis Retention and the Disharmony of Spleen and Kidney
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ABSTRACT: Professor ZHU Liangchun pointed out that gout is mainly caused by turbidity and stasis retention and the dishar-
mony of spleen and kidney. In the framework of turbidity and stasis theory, this paper focused on the relation between gouty
inflammation and turbidity and stasis retention, immune response and the disharmony of spleen and kidney.
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