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Abstract: Objective: To analyze the potential mechanism of action of the Chinese medicine compound Luoshi
Shenbing No.3 Prescription in the treatment of non—dialysis chronic kidney disease (ND-CKD) based on network
pharmacology and molecular docking technology. Methods: The primary active components and their potential targets
of Luoshi Shenbing No.3 Prescription were screened using the Traditional Chinese Medicine Systems Pharmacology
Database and Analysis Platform (TCMSP). ND-CKD-related expression data were obtained from the Gene Expression
Omnibus (GEO) database (accession number: GSE93798). Differentially expressed genes (DEGs) were identified and
intersected with drug targets. A protein—protein interaction (PPI) network was constructed using the Search Tool for the
Retrieval of Interacting Genes/Proteins (STRING) database. Network visualization and module analysis were performed
using Cytoscape to identify core targets. Gene Ontology (GO) functional annotation and Kyoto Encyclopedia of Genes
and Genomes (KEGG) pathway enrichment analysis were conducted using the clusterProfiler package to elucidate
biological functions and signaling pathways. Finally, molecular docking validation between core components and targets
was performed using AutoDockTools and AutoDock Vina. Results: A total of 93 active components and 209 potential
targets were screened, and 19 key targets were obtained after intersection with DEGs. PPI network analysis identified
epidermal growth factor (EGF), selectin E (SELE), matrix metalloproteinase 2 (MMP2), matrix metalloproteinase
1 (MMP1), and collagen type | alpha 1 chain (COLI1A1) as core targets. The main active components were quercetin,
kaempferol, and luteolin. GO analysis showed enrichment in functions related to inflammatory response, immune
regulation, and extracellular matrix remodeling, primarily involving processes such as leukocyte migration and
extracellular matrix organization. KEGG analysis primarily involved the advanced glycation end product-receptor for
advanced glycation end product (AGE-RAGE) signaling pathway in diabetic complications, the hypoxia—inducible
factor—1 (HIF-1) signaling pathway, and the estrogen signaling pathway. Molecular docking results showed that the
binding energies of the main active components with core targets were all less than —5.0 kcal/mol, with the lowest
binding energy of —8.82 kcal/mol observed between MMP2 and kaempferol and luteolin. Conclusion: Luoshi Shenbing
No.3 Prescription may act synergistically through active components such as quercetin, kaempferol, and luteolin on
core largets including EGF, SELE, and MMP2, thereby regulating key pathways such as inflammation, oxidative
stress, and matrix remodeling, thus exerting preventive and therapeutic effects against ND-CKD.
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