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M E BN ASREAMKHE PG R NS B S T IR B Rk A AR AL S E 9% (coronary
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Abstract: Objective In this study, the molecular mechanism of Bazhen decoction granule formula in the treat-
ment of coronary atherosclerotic heart disease was explored by network pharmacology. Methods Taking oral bioavail-
ability and drug similarity as evaluation indexes,the main active ingredients of Bazhen decoction granule formula were
screened by using the traditional Chinese medicine system pharmacology platform. The CAD target database was built u-
sing the GeneCard,OMIM , PharmGkb , Therapeutic Targets database,and DrugBank database. An interactive " ingredient-
target" active network diagram was constructed using Cytoscape software. The STRING database was used to construct a

protein interaction network and analyze the relevant protein interaction relationships. GO biological function analysis and
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KEGG enrichment analysis were performed on core targets. Finally,the docking of the active ingredient with the target is
carried out. Results 174 active ingredients were isolated from the Bazhen decoction granule formula,and 118 potential
CAD targets were identified. The results of network analysis showed that these targets were mainly involved in regulating
biological processes such as cell metabolism, apoptosis,and cell proliferation. Pathways involved in CAD therapy include
lipid and atherosclerosis, HIF-1 signaling pathway, TNF signaling pathway,1L-17 signaling pathway,and PI3K/AKT sig-
naling pathway. The composition of Bazhen decoction granules has the characteristics of multiple systems, multiple com-
ponents and multiple targets. Possible mechanisms of action include lipid and atherosclerosis, HIF-1 signaling pathway,
TNF signaling pathway,IL-17 signaling pathway,and PI3K/AKT signaling pathway to control disease progression. The
active ingredients in the Bazhen decoction granule formula,such as baicalein, luteolin and quercetin, have shown strong
potential as therapeutic CAD drug candidates. Conclusion Bazhen decoction granules may regulate RELA, TP53,
MYC, STAT3, HSP90AA1, MAPK3, MAPK14, FOS, AKT1 and other targets through baicalin, luteolin and quercetin.

Definitive inhibition of inflammatory responses is regulated by lipid and atherosclerosis, HIF-1 signaling pathway, TNF
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signaling pathway, IL-17 signaling pathway,and PI3K/AKT signaling pathway for the treatment of CAD.
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