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(Abstract] Objective To investigate the mechanism of Bazhen Decotion in the treatment of pressure ulcer by using network
pharmacology and molecular docking technology. Methods Through traditional Chinese medicine system pharmacology (TCMSP),
UniProt database and DrugBank database, the active ingredients and possible targets of Bazhen Decotion were obtained. Relevant
targets for pressure ulcer were retrieved by using OMIM and GeneCards databases. The common targets of drugs and disease were

obtained and imported into the STRING database to make protein interaction analysis. The interaction result was visualized by
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Cytoscape 3.7.2 software. GO and KEGG enrichment analysis were performed on the common targets in the DAVID database to
predict the possible mechanism and pathway of Bazhen Decotion in treating pressure ulcer. The molecular docking analysis of core
active components and core targets was carried out by using AutoDock Vina software. Results A total of 150 effective active
components combined with 230 potential targets were searched from Bazhen Decotion, of which 131 targets involved in pressure
ulcer. The core components were quercetin, naringenin, kaempferol, etc. The key targets were AKT1, 11-6, MAPK1, MAPKS, STAT3,
VEGFA, EGF, IL-1B, etc. There were 345 GO entries, including 256 items of biological process, 38 items of cell composition, and 51
items of molecular function, and 116 KEGG pathways were enriched and screened. PI3K/Akt, HIF-1, VEGF, MAPK, TNF and other
signaling pathways were important potential pathways of Bazhen Decotion in the treatment of pressure ulcer. At the same time,
the molecular docking results showed that quercetin, kaempferol, licochalcone A, naringenin, formononetin had good binding ability
with AKT1, IL-6, MAPK1, MAPK8, STAT3, VEGFA, EGF, and IL-1B. Conclusion The mechanism of Bazhen Decotion in the
treatment of pressure ulcer involves multiple components, multiple targets and multiple pathways. It can promote the healing of
pressure ulcer by regulating inflammatory response, promoting angiogenesis and inhibiting apoptosis.

(Keywords) Bazhen Decotion; pressure ulcer; network pharmacology; molecular docking; mechanism; signal pathway
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