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Mechanism of Huanglian Wendan Decoction in treatment of pelvic inflammatory disease

based on network pharmacology and molecular docking technology

LIU Yu', QIAN Yuxing’, ZHAO Minhong', ZENG Meiling', GAO Xiuan'. (1. Department of Traditional Chinese
Medicine, Foshan Women and Children Hospital, Guangdong Province, Foshan 528000, China; 2. The Second
Clinical School of Medicine, Southern Medical University, Guangzhou 510515, China)

Abstract Objective: To explore the mechanism of Huanglian Wendan Decoction in the treatment of pelvic in-
flammatory disease using network pharmacology and molecular docking technology. Methods: The main active
components and targets of Huanglian Wendan Decoction were identified using the Traditional Chinese Medicine
Systems Pharmacology Database and Analysis Platform (TCMSP). Relevant target genes for pelvic inflammatory
disease were then obtained from the GeneCards, Online Mendelian Inheritance in Man (OMIM), and DisGeNET
databases. Taking the intersection target of the two, the “traditional Chinese medicine-active ingredient-target-dis-
ease” network was identified by Cytoscape software, and the core targets were obtained by network topology
analysis. R language and Metascape database were used to conduct Gene Ontology (GO) enrichment analysis and
Kyoto Encyclopedia of Genes and Genomes (KEGG) pathway enrichment analysis for core targets. On this basis,
molecular docking technology was applied to verify the binding ability between active components and core tar-
gets. Results: A total of 161 main active components and 695 targets of Huanglian Wendan Decoction for treat-

ing pelvic inflammatory disease were identified. Network and enrichment analyses suggested that quercetin,
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kaempferol, isorhamnetin, and formononetin were the key active components in Huanglian Wendan Decoction for
treating pelvic inflammatory disease. The genes NOS3, MAPK 14, F2, NOS2, and ESRI were identified as poten-
tial core targets for the treatment of pelvic inflammatory disease. The screened targets were significantly enriched
in advanced glycation end products-receptor for advanced glycation end-products (AGE-RAGE), interleukin-17
(IL-17), tumor necrosis factor (TNF) and other signaling pathways. Conclusion: Huanglian Wendan Decoction
mainly exerts its therapeutic effect on pelvic inflammatory disease by acting on target genes such as NOS3,

MAPKI4, F2, NOS2, and ESRI through active ingredients such asquercetin, kaempferol, isorhamnetin and for-

mononetin, and mediating signaling pathways such as AGE-RAGE, IL-17 and TNF.
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