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ABSTRACT Objective To investigate the intervention effect of Ginseng and Polygonum cuspidatum
compound in atherosclerosis mice. Methods Based on the network pharmacology method, TCMSP, Gene
cards, David and other databases and the software of CytoScape 3.6.1 were used to successively retrieve
and analyze the potential effective components, targets, GO biological function and KEGG disease signal
pathway of Ginseng and Polygonum cuspidatum compound on atherosclerosis, and then visualized them.
Experimental verification: ApoE” mice were continuously fed with high-fat diet for 2 months to establish
atherosclerosis model in mice. After successful modeling, the rats were divided into model group and Ginseng
and Polygonum cuspidatum compound decoction group according to random number table, with 6 rats in each
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group. Meanwhile, C57/BL6J mice fed at the same time were selected as the control group. The compound
water decoction was prepared with 10 g Ginseng and 12 g Polygonum cuspidatum as clinical equivalent dose
by gavage for 12 weeks. The content of serum interleukin-1 g (IL-13 ) was detected by ELISA, pathological
staining was used to observe its intervention effect on atherosclerosis in mice. Results Ginseng and
Polygonum cuspidatum compound could act on 141 targets in atherosclerosis, and there were 120 potential
effective components can act on 28 core targets, mainly including IL-1 8, IL-6, AP-1 transcription factor subunit
(JUN ), mitogen-activated protein kinase 1, 3, 8, 14 (MAPK1, MAPK3, MAPK8, MAPK14 ), monocyte
chemokine 1 ( MCP-1/CCL2 ), epidermal growth factor ( EGF ) and epidermal growth factor receptors ( EGFR ),
which maybe the important targets for the treatment of atherosclerosis with Ginseng and Polygonum cuspidatum
compound. The biological processes involved in the 28 core targets mainly include regulatory sequence specific
DNA binding transcription factor activity, cell response to vascular endothelial growth factor stimulation,
positive regulation of nitric oxide biosynthesis process, positive regulation of smooth muscle cell proliferation.
The signal pathways involved include nod like receptor signaling pathway, tumor necrosis factor ( TNF )
signaling pathway, hypoxia inducible factor 1 ( HIF-1) signaling pathway, Toll like receptor signaling pathway,
phosphatidylinositol 3-kinase ( PI3K) -protein kinase B ( Akt) signaling pathway, vascular endothelial growth
factor ( VEGF ) signaling pathway, MAPK signaling pathway, etc. Animal experiments preliminarily showed that
the decoction of Ginseng and Polygonum cuspidatum compound can significantly reduce the serum IL- 3 content
of atherosclerotic mice (P<0.01) . It could reduce the adhesion of inflammatory cells in the aortic plaque of
atherosclerosis mice, increase the stability of collagen fibers in the plaque and the continuity of vascular media.
Conclusion Ginseng and Polygonum cuspidatum compound can intervene atherosclerosis mainly by acting on
inflammation target and regulating inflammation related signal pathway.
KEYWORDS Ginseng; Polygonum cuspidatum; atherosclerosis; network pharmacology; inflammation
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