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Abstract: Objective To systematically compare the similarities and differences in the mechanisms of action
between the original formula (Compound Zhigui Tincture) and the modified formula (Compound Modified Zhigui
Tincture) in the treatment of psoriasis using network pharmacology methods. Methods Active ingredients and
their potential targets of both formulas were screened using databases such as HERB. Common and differential
targets were then identified. Psoriasis—related disease targets were retrieved from GeneCards and other
databases. The common and differential targets were separately intersected with psoriasis targets, followed by
GO functional annotation and KEGG pathway enrichment analyses. Finally, the STRING database was used to
construct protein—protein interaction networks for the disease—shared targets of both groups to screen core genes.
Meanwhile, Cytoscape 3.10.1 was employed to establish “drug—component—target” network models, and
molecular docking verification was performed for key components and their corresponding targets. Results The
original formula was predicted to regulate 60 active ingredients and 520 effective targets related to psoriasis,
while the modified formula was predicted to regulate 86 active ingredients and 693 effective targets. There were
456 common targets between the two formulas, with 145 targets jointly regulating psoriasis. Regarding the
differential targets, the original formula had 10 unique targets involved in psoriasis regulation, whereas the
modified formula had 62. Molecular docking results consistently showed strong binding activity between key
components and their targets. Both formulas exerted therapeutic effects through signaling pathways such as the
vitamin D receptor (VDR)/vascular endothelial growth factor (VEGF) and AGE-RAGE pathways, as well as
related targets. Additionally, the original formula could regulate pathways involving MALT1 and CHUK, with
harmaline predicted as its main active component for psoriasis regulation; the modified formula could regulate
PLAU/PLAUR pathways, with N-benzyloxycarbonyl-L—-leucine predicted as its main active component.
Conclusion Both the original and modified formulas can treat psoriasis through the synergistic effects of multi—
components, multi—targets, and multi-pathways, and the modified formula demonstrates greater advantages in
the diversity of effective active ingredients and pathways. This study preliminarily reveals the potential
mechanisms of both formulas in treating psoriasis, providing a theoretical basis for subsequent experimental
verification.

Key words: Compound Zhigui Tincture; Compound modified Zhigui Tincture; Psoriasis; Network pharmacology;

Molecular docking; Xiao's academic school of Fujian TCM dermatology
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A GO Results of Three Ontologies
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