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Discovery of the active ingredients and the mechanism
of action for the effects of Honghe Fujie Lotion
on infection based on network pharmacology methods
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Abstract: The study aimed to explore the mechanism of anti-infection of Honghe Fujie Lotion
(HHFJL) through network pharmacology, and provide a scientific reference for its clinical applica-
tion. 92 compounds in HHFJL were identified by GC-MS in preliminary studies. The action targets
were collected by TCMSP, Toxicogenomics Database (CTD) and SwissTargetPrediction, while the
infection related targets were queried through DisGeNET database , and the “compound-disease”
intersection targets were obtained using Venn Diagram. The herb- active ingredient- intersection
target network was constructed and analysized by Cytoscape. A total of 1 056 targets were collected for
HHFJL, and 143 key targets were selected, such as PARP1, PTGS1, ESR1, IDO1, NOS2, ALOXS,
EGFR, PTGS2, HDAC6, JAK1, and so on. The results from DAVID indicated that lipopolysaccharide-
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mediated signaling pathway, NF-kappa B signaling pathway, Toll-like receptor signaling pathway and

TNF signaling pathway were the key pathways, which were involved in anti-infective therapies. HHFJL

may show therapeutic effects on infection probably through inhibiting pathogenic, regulating immune

function, alleviating inflammation and oxidative damage based on multi-target and multi-pathway.
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Fig. 1 Venn diagram of HHFJL potential targets

and infection disease targets
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The size indicates nodes degree value.
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Fig. 2 The herb-component—key target network
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Fig. 3 Pathway enrichment analysis of the key targets
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