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Application Studies and Theoretical Foundation of "Shenfukang 11 Capsules" Treatment
for Arteriolar Lesions in IgAN

WANG Ruigi, TIAN Yun®
Shaanxi Provincial TCM Hospital, Xi'an 710003, China

Abgtraot Based on the understanding that arteriolar lesions are an important pathological factor in the
progression of IgAN, integrating modern microscopic pathology with "inspecting" in TCM theory, the study aims
to investigate TCM pathogenesis and therapeutic method of IgAN and arteriolar lesions, and to evaluate the basis
for clinical application and potential values of hospital preparation "Shenfukang 1l capsules". The study suggests
that arteriolar lesions including wall thickening and hyaline degeneration are observed under microscopy,
characterized by its "immobility" and "resistance to resolution", belonging to microscopic "abdominal masses" of
the kidney locally, and its core pathogenesis lies in the depletion of renal Qi, intermingled phlegm and blood stasis,
accordingly, to establish therapeutic method of "benefiting kidney, resolving stasis and dispersing masses", and to
develop "Shenfukang 11 capsules". Clinical observation and experimental studies primarily demonstrate that the
prescription could improve renal pathology, delay the progression of glomerulosclerosis and interstitial fibrosis,
and its mechanism might be related to the regulation of renin-angiotensin-aldosterone system (RAAS), the
inhibition of oxidative stress and inflammatory reaction.
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