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[Abstract] Objective: To explore the mechanism of action of ShenGe YiFei capsule in treating COPD by network pharmacology.
Methods: Network pharmacology analysis was performed through tcmsp, genecards, string, UniProt, David and other databases. Results: 118
components and 929 targets of ShenGe YiFei capsule were screened out, 467 targets of COPD were obtained, 150 intersection targets of
diseases and drugs were obtained, and 134 and 103 entries were obtained by GO and KEGG enrichment analysis. Treatment of COPD by
ShenGe YiFei capsule mainly works through core targets such as IL1B, IL4, IL2, Myc, IL10, and CCL2 and JAK—STAT signaling pathway,
cytokine cytokine receptor interaction, T cell receptor signaling pathway, PI3K Akt signaling pathway, and IL—17 signaling pathway.
Conclusion: In this study, the possible mechanism of action of ShenGe YiFei capsule in treating COPD was predicted, which may provide a
theoretical basis for scientific research.
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