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Mechanisms for the Treatment of Rheumatoid Arthritis with Qinjiao (Gentianae Macrophyllae
Radix)-Sangzhi (Mori Ramulus) Based on Network Pharmacology, Molecular Docking
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[Abstract] Objective To investigate the ingredients, target and mechanism of rheumatoid arthritis (RA) treated with
Qinjiao (Gentianae Macrophyllae Radix-Sangzhi Mori Ramulus) by network pharmacology, molecular docking and molecular dynamics.
Methods The ingredients and target genes of Qinjiao (Gentianae Macrophyllae Radix) and Sangzhi (Mori Ramulus) were searched
through the Chinese medicine system pharmacology technology platform (TCMSP) and PharmMapper website, the intersection of
the target of the drug pair and the disease target gene retrieved from the GeneCards database was taken, then gene ontology
(GO) enrichment and KEGG pathway analysis based on the intersection results were performed. The Hub gene was obtained
through Cytoscape. PTGS2, CASP3 and RELA with the active ingredients of Qinjiao (Gentianae Macrophyllae Radix)—Sangzhi
(Mori Ramulus) including kaempferol, B-sitosterol and gentiopicroside were selected for molecular docking by AutoDock Vina.
Molecular dynamics simulation was carried out by Gromacs software. Results A total of 90 crossed target genes of Qinjiao (Gentianae

Macrophyllae Radix)—Sangzhi (Mori Ramulus) and RA were identified. GO functional enrichment analysis mainly focused on the
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response to tumor necrosis factor, regulation of cell death, steroid hormone receptor activity, tumor necrosis factor receptor

superfamily binding, etc. KEGG analysis showed that it was mainly enriched in TNF signaling pathway, apoptosis, 1L-17 signaling

pathway, osteoclast differentiation, rheumatoid arthritis, etc. The results of molecular docking and molecular dynamics showed that

the active ingredients kaempferol, [ —sitosterol and gentiopicroside of the drug pair can be closely docked with PTGS2,

CASP3 and RELA, and to form a stable effect Conclusion The effective ingredients kaempferol, B—sitosterol and gentiopicroside of

Qinjiao (Gentianae Macrophyllae Radix)-Sangzhi (Mori Ramulus) may play a therapeutic role to affect the release of inflammatory

factors and apoptosis of RA synovial fibroblasts by acting on the target genes such as PTGS2 and CASP3.

(Keywords) rheumatoid arthritis; molecular docking; AutoDock Vina; Qinjiao—Sangzhi; R software; molecular dynamics
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