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Abstract: Objective To explore the mechanism of the intervention of Xinkeshu Tablets (XKST) on atherosclerosis (AS) and provide
reference for the secondary development and clinical application of XKST. Methods The integrated pharmacology platform was used to
predict the key targets and pathways of the intervention of XKST on AS and its molecular mechanism was also explored. Results In the
integrative analysis of heterogeneous network of “TCM-component-target-pathway”, 80 relevant effective ingredients were found, including
B4GALT4, BAGALT2, PRKCD, GCK, GNBI, and other key targets; Endocrine system, thyroid hormone signaling pathway, nervous system,
estrogen signaling pathway, and chemokine signaling pathway were key pathways related with its anti-atherosclerosis. Conclusion

According to the analysis and prediction of the enrichment information, the effect of XKST on common regulating PI3K/Akt/eNOS and
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Raf/MEK/ERK signaling pathway and protecting vascular endothelial cells is first prompted, thus achieving the intervention in AS.

Key words: Xinkeshu Tablets; atherosclerosis; integrated pharmacology platform; molecular mechanism; PI3K/Akt/eNOS signaling

pathway; Raf/MEK/ERK signaling pathway
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