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(Abstract] Objective To explore the mechanism of Danggui Shaoyao Powder in chronic pelvic inflammatory based
on network pharmacology. Methods TCMSP database was used for screening effective components of Danggui Shaoyao Powder
and related target genes; target genes for chronic pelvic inflammatory were screened by using Genecards database; interaction
relationship of target genes was acquired by STRING online database; David database was used for GO biological progress
analysis and pathway enrichment analysis of KEGG; active component—target—pathway network of Danggui Shaoyao Powder in
chronic pelvic inflammatory was structured by Cytoscape software. Results The core active components of Danggui Shaoyao
Powder were kaempferol, B—sitosterol, etc. and the core targets were PTGS2, TNF, JUN, etc. GO biological progress analysis
showed that the gene functions of active components of Danggui Shaoyao Powder mainly manifested in biological progresses

like drug reaction, positive regulation in transcription of RNA polymerase Il promoter, negative regulation in apoptotic process,
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signal transduction and so on; KEGG results showed that the main function of Danggui Shaoyao Powder was related to

signaling pathways like TNF signaling pathway, Toll-like receptor signaling pathway and so on. Conclusion Kaempferol, -

sitosterol and other active components of Danggui Shaoyao Powder may act on PTGS2, TNF-a, JUN, IL-6 and other key

target genes through signaling pathways like TNF signaling pathway and Toll-like receptor signaling pathway, thus exerting its

clinical efficacy, so as to achieve the goal of treating chronic pelvic inflammation and other diseases.
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