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Mechanism of “ Homotherapy of Different Diseases” by Buzhong Yiqi Decoction for Chronic
Urinary Tract Infections, Renal Hematuria and Renal Albuminuria Based on Network
Pharmacology and Molecular Docking*

HUANG Yiwei', ZHU Ling', LU Ziting', WANG Weiting', LIU Chengsheng', WU Guoqing””
(1. School of Clinical Medicine, Jiangxi University of Chinese Medicine, Nanchang 330000, China;
2. Dept. of Nephrology, Affiliated Hospital of Jiangxi University of Chinese Medicine, Nanchang
330000, China; 3. Jiangxi Provincial Key Research Laboratory of Traditional Chinese Medicine-Chronic
Kidney Failure Disease Key Research Laboratory, Nanchang 330000, China)

ABSTRACT OBJECTIVE: To probe into the mechanism of Buzhong Yiqi decoction in the treatment of chronic
urinary tract infection ( CUTI) , renal hematuria (RH) and renal proteinuria (RA). METHODS: Common targets of
Buzhong Yiqi decoction related to CUTI, RH and RA were obtained. Drug-active component-intersection target
network diagram was designed by using Cytoscape software. Common targets were imported into STRING database for
protein-protein interaction analysis, and core targets were screened out. Gene Ontology function enrichment analysis
and Kyoto Encyclopedia of Genes and Genomes Pathway enrichment analysis were performed for intersection targets by
using DAVID database. Molecular docking of major active components to core targets was performed by using
AutoDock software. RESULTS: The treatment of three kinds of diseases by Buzhong Yiqi decoction involved in a
variety of compounds such as flavonoids, phytosterols, glycosides and pentacyclic triterpenoids, its therapeutic
mechanism may be involved in the regulation of cancer pathway, phosphatidylinositol 3 kinase-protein kinase B
signaling pathway, mitogen activated protein kinase signaling pathway, Ras signaling pathway, Rapl signaling pathway

and hypoxia-inducible factor-1 signaling pathway to regulate cell apoptosis and immune inflammation, so as to achieve
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the role of homotherapy of three kinds of diseases. Results of molecular docking showed that the main active

components were bound to the core target respectively and had relatively stable molecular conformation.

CONCLUSIONS; By linking multiple-components , multiple-targets and multiple-pathways , Buzhong Yiqi decoction can
achieve the therapeutic effect of CUTI, RH and RA by “homotherapy of different diseases”.
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