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Network Pharmacology-based Discussion on the Mechanism of Yupingfeng Powder

in the Treatment of Oral Lichen Planus

TANG Weili', LU Yi'®, HAN Xinyan', LI Chong', ZHAO Fang’, GUO Pengqi’
1 Key laboratory of Shaanxi Province for Craniofacial Precision Medicine Research, Hospital of Stomatology,
Xi'an Jiaotong University, Xi'an 710004, China;
2 Department of Pharmacy, Northwest Women's and Children's Hospital, Xi'an 710061, China;
3 School of Chemical Engineering, Northwest University, Xi'an 710069, China

Abstract Objective: To discuss the main active ingredients and mechanism of Yupingfeng powder in the
treatment of oral lichen planus (OLP) using network pharmacology. Methods: TCMSP and GeneCards were
applied to obtain the active ingredients, targets of action of Yupingfeng powder and OLP - related targets, Venn
diagram was utilized to analyze and gain shared targets between medicine and disease. STRING software was
used to construct PPI of the shared targets between medicine and disease for the screening of key targets. Go and
KEGG of the key targets and core target genes were conducted using DAVID. The network of "medicine-
ingredient-target-pathway" was built to obtain the main active ingredients, and to perform molecular docking of
the main active ingredients and key targets. Results: All 11 key targets were screened and obtained in the study,
the main active ingredients were quercetin, baicalin, kaempferol, flavanthone and B-glucosinolide. The results of
enrichment analysis showed that these factors including the transcription of positive regulation of RNA
polymerase II promoter, promoting nitric oxide biosynthesis, toll-like receptor, MAPK and T cell receptor
mediated signaling pathways, were closely related to OLP. The results of molecular docking demonstrated that
there was a certain interaction between the main active ingredients and key targets. Conclusion: Yupingfeng
powder in treating OLP, possessing the characteristics of multiple targets and multiple pathways, could exert
therapeutic effects of OLP possibly through inhibiting inflammatory reaction, improving immunologic function
and restraining OLP carcinogenesis.

Keywords oral lichen planus; network pharmacology; mechanism; Yupingfeng powder; ingredients
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