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Exploring The Mechanism of Angelicae dahuricae Radix in The Treatment of Vitiligo Based on
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Abstract: Objective Study the mechanism of Angelicae dahuricae radix in the treatment of vitiligo by means of
network pharmacology. Methods According to the oral bioavailability(OB)=30%, drug-like property likeness(DL)=
0.18 and Caco—2 permeability=-0.4 of the compound, Traditional Chinese Medicine Systems Pharmacology
Database and Analysis Platform (TCMSP), Therapeutic Target Database (TTD), Swiss Target Prediction Platform,
Genecards and other databases were used to predict and screen the active components of Angelicae dahuricae radix
and its therapeutic targets for vitiligo. The “active ingredient— target of action” network was constructed by
Cytoscape software with imported active components and therapeutic targets, and PPI network was constructed using
STRING database. Enrichment and analysis of targets was performed using DAVID database to obtain the GO
annotation and KEGG signal pathway results. Results Twenty—one active ingredients were selected from Angelicae
dahuricae radix such as Mandenol, Alloisoimperatorin, Ammidin, isoimperatorin, Cnidilin, Ethyl oleate,
Marmesine, etc. The PPl network analysis of target proteins was used to screen out 6 core targets including CASP3,
MAPK1, MAPKS8, ESR1, AR and MAPKI14. The potential therapeutic targets involved in many biological

processes, such as cell apoptosis, peptide—acylserine phosphorylation, mitogen—activated protein kinase activation,
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which enriched in multiple psoriasis related signaling pathways, such as apoptosis, TNF, FOXO, HIF-1 signaling

pathways, etc. Conclusion Angelicae dahuricae radix may play a role in the treatment of vitiligo by regulating

inflammation, apoptosis, immune function, oxidative stress and other aspects.

Keywords: Angelicae dahuricae radix; vitiligo; network pharmacology; inflammation; apoptosis; immune function;

oxidative stress; mechanism of action
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Figure 1  Targets of the active components of Angelicae

dahuricae radix in the treatment of vitiligo
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Figure 2 Network of “active ingredient—target of action” for Angelicae dahuricae radix in the treatment of vitiligo
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Table 2 Topological parameters of main active components of

Angelicae dahuricae radix in the treatment of vitiligo
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Table 3 The key targets of Angelicae dahuricae radix in the
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Figure 3 PPI network of target proteins of Angelicae dahuricae

treatment of vitiligo
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Figure 4 GO enrichment analysis in the treatment of vitiligo by the active components of Angelicae dahuricae radix
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Figure 5 Enrichment analysis of KEGG pathway in the treatment of vitiligo by the active components of Angelicae dahuricae radix
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