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[Abstract] “Deficiency qi retention” refers to pathological state caused by deficiency of primordial qi, abnormal circula-
tion of qi, blood, and body fluids, resulting in formation of pathological products, and blockage of meridians. Deficiency
of primordial qi leads to dysfunction of spleen and kidney function, as well as formation of pathological products such as
turbidity and toxicity, in addition, external factors such as external infections, and dietary fatigue further damage primor-
dial qgi, and turbidity and toxicity stagnation can cause gouty arthritis (GA). Pyroptosis can release a large amount of in-
flammatory factors to trigger inflammatory response, which is similar to the process of pathogenic heat transformation.
Based on the theory of “deficiency qi retention”, method of supplementing gi and eliminating stagnation should be inte-
grated throughout entire treatment process of GA; according to staging of clinical evidence, resolving turbid toxins and
eliminating stagnation in acute stage, and benefiting primordial qi to open up veins in relieving stage, so as to alleviate
progression of the disease of GA.
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