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ABSTRACT Objective To explore the mechanism of astragalus membranaceus in the treatment of
coronary heart disease( CHD) based on network pharmacology. Method By means of TCMASP, DRAR-
CPI,UniproKB,and GeneCards database,the main active components of astragalus membranaceus and
the target of the treatment of coronary heart disease were predicted. The target group network of astraga-
lus membranaceus and coronary heart disease was constructed by Cytoscape software. Finally,the target
GO enrichment analysis and the KEGG signal path were analyzed. Result There were 19 active compo-
nents and 107 potential targets in astragalus membranaceus for CHD,which mainly involved regulating co-
agulation process (PROC VDR .F9 ITGAL ), lipid metabolism ( RXRA ,PLA2G2A ,PPARD ,PPARA .NR1H4) ,
and anti-oxidative damage (GSTT1,SOD1). GO analysis showed that astragalus membranaceus was in-
volved in the regulation of steroid hormone mediated, cell response to lipopolysaccharide, positive regu-
lation of vasodilation and so on. KEGG analysis showed that astragalus membranaceus was involved in
the regulation of complement and coagulation cascade reaction, insulin resistance, hypoxia-inducing
factor 1 signaling pathway, cytochrome P450 drug metabolic pathway and so on. Conclusion The mecha-
nism of astragalus membranaceus in treating CHD mainly includes coagulation, lipid regulation and anti-
oxygen injury process.This study provides references for the treatment of coronary heart disease with as-
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tragalus membranaceus.
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