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Analysis on the Mechanism of Damp Heat on Chronic Kidney Disease

JIN Chang

(Chengdu University of TCM, Chengdu Sichuan 610075)

ABSTRACT: Damp-heat syndrome is a common symptom of chronic kidney disease. By sorting out
literature, the mechanism of damp-heat on chronic kidney disease is analyzed from four aspects:
TCM theory, metabolic abnormalities, micro-inflammatory state, and vascular calcification. The

academic foundation provides a certain theoretical reference basis.
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