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Abstract: Objective To analyze the active components of Erwei Duzhong Decoction and its mechanism of action in treatment of
postmenopausal osteoporosis based on network pharmacology and molecular docking technology. Methods The active ingredients
contained in Erwei Duzhong Decoction were obtained by searching literature, and the targets of Erwei Duzhong Decoction were
predicted by Swiss Target Prediction platform. Drugbank, Genecards, OMIM, and DisGeNET databases were used to search for
postmenopausal osteoporosis-related targets. The target of drug action was mapped to the target of disease to obtain the intersection
gene. The protein interaction network was mapped using STRING database to obtain the core target in the network. Metascape platform
was used for enrichment analysis of gene ontology (GO) and Kyoto Encyclopedia of Genes and Genomics (KEGG). A drug composition
- target - pathway network was constructed using Cytoscape 3.8.2 to screen core components, and Vina software was used for molecular

docking of core targets and core components. Results A total of 25 active components were selected, which mainly include vulgarin,
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7-hydroxycoumarin, ferulic acid, isochlorogenic acid C, harpagoside, etc. There are 278 targets of drugs and diseases, and the core

targets are albumin (ALB), tumor necrosis factor-o. (TNF-a)), Serine/threonine kinase 1 (AKT1), epidermal growth factor receptor

(EGFR), and non-receptor tyrosine kinase (SRC). The biological processes involved in Erwei Eucommia Decoction include cell

response to peptides, cell response to hormone stimulation, hormone levels. The main pathways obtained by KEGG enrichment analysis

include cancer pathway, phosphatidylinositol 3-kinase signaling pathway, and steroid hormone biosynthesis. Conclusion Erwei

Duzhong Decoction can interact with ALB, TNF-a, AKT1 and other targets by vulgarin, 7-hydroxycoumarin and ferulic acid, and

adjust PI3K/Akt signaling pathway, EGFR and other pathways to treat postmenopausal osteoporosis.
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Fig. 3 PPI network of Cytoscape 3.8.2 analysis
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Fig. 5 GO enrichment analysis
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