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Abstract: Objective To explore the rules and mechanism of action of Chinese medicine in the treatment of carotid
atherosclerosis (CAS) by using data mining and network pharmacology methods. Methods The relevant literatures on
the treatment of CAS with Chinese medicine were collected from CNKI. Medication rules were also explored by the
traditional Chinese medicine inheritance auxiliary platform V2.5 and core drug compatibility and new prescriptions
were obtained. The main targets of the core drug compatibility group for the treatment of CAS were obtained through
the "Traditional Chinese Medicine System Pharmacology Analysis Platform" (TCMSP) and genecards database, and
then the Cluego plug—in in the Cytoscape software was used to perform KEGG pathway enrichment analysis on the
main targets. Our study aims to reveal the potential pathways of core drug compatibility in the treatment of CAS.
Results A total of 47 prescriptions were screened in CNKI, along with 14 core drug compatibility and 7 new
prescriptions. Red peony root, Chuanxiong rhizome, Chinese angelica and Safflower were used as the core drug
compatibility group. The inflammatory pathways (IL—17 signaling pathway, HIF —1 signaling pathway, MAPK signaling
pathway, etc.) , vascular endothelial growth factor signaling pathways, fluid shear stress and atherosclerosis

pathways involved in the treatment of CAS. Conclusion The treatment of CAS by Chinese medicine is mainly to
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promote qi, activate blood circulation and remove blood stasis. The therapeutic effect of the core drug compatibility

group may be achieved by the intervention of IL-17 signaling pathway, HIF-1 signaling pathway, MAPK signaling

pathway and other inflammatory pathways,

atherosclerosis pathways.

as well as VEGF signaling pathway, fluid shear stress and

Keywords: Data mining; network pharmacology; carotid atherosclerosis; mechanism; promoting ¢i to activate

blood and removing blood stasis
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Figure 5 PPI network for CAS
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