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Abstract: Objective To explore the mechanism of Baoyuan Decoction for treatment of dilated cardiomyopathy (DCM)
based on network pharmacology and molecular docking. Methods The components and targets of Baoyuan Decoction
were collected through TCSMP, BATMAN-TCM, Pubchem, SwissTargetPrediction, Uniprot database and literature
retrieval. The related targets of dilated cardiomyopathy were obtained based on GeneCards and OMIM database, and
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the common targets of drugs and disease were obtained. Cytoscape software was used to construct the network graphs
of “Baoyuan Decoction components—targets” and “Baoyuan Decoction— components— disease—targets”. The String
database and Cytoscape software were used to construct PPI network and screen hub genes. GO function and KEGG
pathway enrichment were analyzed by R software. PDB, PubChem database, PyMol., ChemBio3D and AutoDock
Vina software were used for molecular docking. Results A total of 120 active components and 91 potential targets
for treatment of DCM with Baoyuan Decoction were collected. Enrichment analysis showed 102 GO entries and
152 KEGG pathways. The main active components include Schisandrin B, arachidonic acid, deoxyharringtonine,
quercetin, procyanidin B1, etc. The key targets include MAPK3, VEGFA, MAPK1, EGFR, TP53, CASP3,
TNF, and so on. KEGG enrichment involves the MAPK signaling pathway, c¢GMP-PKG signaling pathway,
PI3K- Akt signaling pathway and proteoglycans in cancer, etc. Molecular docking results preliminarily verified that
the main active components of Baoyuan Decoction had high affinity with core targets, which were similar to DCM
recommended drugs. Conclusion Baoyuan Decoction may exert a role in the treatment of DCM by protecting
myocardial mitochondria, regulating myocardial energy metabolism, regulating myocardial cell apoptosis and
autophagy, and inhibiting myocardial fibrosis.

Keywords: Baoyuan Decoction; dilated cardiomyopathy; network pharmacology; molecular docking; mechanisms
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