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Professor Wang Zimin's Experience in Treating Polycystic Kidney Disease by Stages and Types
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(1. Henan University of Chinese Medicine, Zhengzhou, Henan 450046, China;

2. The First Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou, Henan 450099, China)

(Abstract] Polycystic kidney disease (PKD) is an inherited kidney cyst disease. Professor Wang Zimin, a national famous

traditional Chinese medicine doctor, believes that the essence of pathogenesis of PKD is deficiency and excess, based on deficiency

of innate endowment and vital Qi, and marked by stagnation of Qi and blood stasis and turbid phlegm. In the early stage of PKD,

it is mostly liver and kidney deficiency, Qi and blood stasis, damp heat accumulation, Qi stagnation and blood stasis; in the middle

stage, it is mostly kidney deficiency, liver hyperactivity, phlegm and blood stasis internal accumulation; and in the later stage, it

is mostly positive Qi deficiency, phlegm and blood stasis and turbid toxin. The treatment follows the principles of strengthening

body resistance and eliminating pathogenic factors, preventing and treating simultaneously, and prognosis and recurrence prevention.
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