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Mechanism of Hedyotis Diffusae Herba in the Treatment of Psoriasis Based on Network
Pharmacology and Molecular Docking*

YANG Yajin', XIE Caili*, XIAO Binlong’, QIAN Xiaorong', JIANG Yuwei', JIANG Changming’
(1. Dept. of Pharmacy, the 909th Hospital/Dongnan Hospital of Xiamen University, Fujian Zhangzhou
363000, Chinaj 2. Dept. of Dermatology, the 909th Hospital/Dongnan Hospital of Xiamen University,
Fujian Zhangzhou 363000, China; 3. Dept. of Laboratory Medicine, the 909th Hospital/Dongnan
Hospital of Xiamen University, Fujian Zhangzhou 363000, Chinaj; 4. Dept. of Information Technology ,
the 909th Hospital/Dongnan Hospital of Xiamen University, Fujian Zhangzhou 363000, China;
5. Dept. of Publicity, Xiamen Hospital of Traditional Chinese Medicine, Fujian Xiamen 361009,
China)

ABSTRACT OBJECTIVE: To predict the potential mechanism of Hedyotis diffusae herba in the treatment of psoriasis
based on network pharmacology and molecular docking. METHODS; The active components and specific targets of
Hedyotis diffusae herba were screened in Traditional Chinese Medicine Pharmacology database, and the related targets
of psoriasis were screened in OMIM, DrugBank, GeneCards and DisGeNET databases. The jvenn web tool, Cytoscape
3.9. 1 software and STRING database were used to screen the key active components and targets. The enrichment
analysis of gene ontology and Kyoto encyclopedia of genes and genomes was completed by using the Microbelnfo
web tool to identify the activating enzymes of key targets. The docking analysis of key active components and
activated enzymes was completed by using the PDB database and the molecular docking web tool. RESULTS: The
key active component of Hedyotis diffusae herba was quercetin, and its key target for psoriasis was epidermal growth
factor receptor (EGFR). The activating enzyme of key target was EGFR-tyrosine kinase ( EGFR-TK). Quercetin had
a strong binding activity with EGFR-TK and the molecular conformation was stable. CONCLUSIONS: Hedyotis diffusae
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herba could bind to EGFR-TK through quercetin and change the functional activity of EGFR-TK, and thereby reducing

the expression of epidermal growth factor, which is suitable for the treatment of active psoriasis vulgaris and provides a

direction for subsequent clinical research.

KEYWORDS Hedyotis diffusae herba; Psoriasis; Network pharmacology; Molecular docking; Mechanism
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