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Pharmacology Analysis

YANG Yanhong ', HE Juan?, JIN Shan?, YE Piaopiao?, LIXin?, QIAO Li?
(1) School of Pharmacy, Haiyuan College, Kunming Medical University, Kunming Yunnan
650106; 2) Pharmacy Department, No. 920 Hospital of Joint Logistics Support Force,
Kunming Yunnan 650200, China)

[ Abstract] Objective  To study the pathogenesis of psoriasisand and to provide new research ideas and
directions for the prevention and treatment of psoriasis. Methods  Psoriasis—related genes were obtained from
genecards and NCBI databases, and intersection genes were obtained. After PPI network constructed, core
differential genes were determined. Based on GO and KEGG enrichment analysis, a target gene—signaling pathway
network diagram was constructed. The TCMSP and symmap platforms were used to reversely collect potential
therapeutic Chinese medicines and related active ingredients, construct a predicted drug-active ingredient network
diagram, and screen core targets and core ingredients for molecular docking verification. Results 262 psoriasis
genes were obtained, and multiple biological entries and pathways were analyzed by GO and KEGG. Combined with
the PPI network, 7 key genes were identified. 20 kinds of traditional Chinese medicine and 264 kinds of ingredients
were collected through reverse engineering to construct a network diagram. Molecular docking verified 7 genes and
the first 5 components. Conclusion  This study discovered potential drugs for the treatment of psoriasis, and

verified, through molecular docking, that traditional Chinese medicines and ingredients such as Hedyotis diffusa
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and Polygonum cuspidatum can regulate 1L1B, CXCL8 and other targets, providing a reference for traditional

Chinese medicine components in the treatment of psoriasis.

[ Key words] Psoriasis; Reverse network pharmacology; Molecular docking
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Tab.3 Molecular docking binding energy of core targets and core active ingredients (kcal/mol)
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