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Preliminary Exploration on the Method of Invigorating Qi, Nourishing Yin and
Resolving Stasis for IgA Nephropathy
SHI Chenggian, LU Keda

Abstract: IgA nephropathy, the most common primary glomerular disease worldwide, is one of the main factors leading
to end-stage renal disease. According to Chinese medicine, the core pathogenesis of IgA nephropathy is vital gi—deficiency
and evil-excess, the former often manifests as gi-yin deficiency while the latter as blood stasis and dampness—heat, and
the main method of treatment for IgA nephropathy was the method of invigorating gi, nourishing yin and resolving stasis. The
author discussed and analyzed the theoretical basis in Chinese medicine and modern laboratory mechanism in terms of the
method of invigorating gi, nourishing yin and resolving stasis for IgA nephropathy, thus to provide reference for the clinical
treatment for this disease.
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