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[ Abstract)
riodontitis (DP). Methods Network pharmacology was used to screen the common targets of LB active components and DP. A protein-

MU Yan-dong
Objective To investigate the molecular mechanism of Lycium barbarum L. (LB) in the intervention of diabetic pe-

protein interaction ( PPI) network was constructed to identify core targets followed by GO and KEGG pathway enrichment analyses. A "
component-target-pathway" multi-dimensional network was further established. Molecular docking was performed to validate the binding
affinity between core components and key targets. In vitro, experiments were conducted to evaluate the effects of LB extract on HUVECs
migration, macrophage inflammatory gene expression and BMSC osteogenic differentiation. Results  Network pharmacology identified 36
active components and 60 common targets. The core targets were AKT1, IL-6 and TNF. Enrichment analysis showed that these targets
were mainly involved in pathways such as AGE-RAGE signaling pathway in diabetic complications. The multi-dimensional network dem-
onstrated that core components like quercetin synergistically regulated key targets via pathways such as AGE-RAGE. Molecular docking
further confirmed their strong binding affinity. In vitro experiments further showed that LB extract promoted the HUVECs migration, down-
regulated the expression of pro-inflammatory genes such as Tnf and Il-6 and upregulated anti-inflammatory gene such as I/-10 in macro-
phages. It enhanced ALP/ARS staining as well as the expression of osteogenic genes such as Alp,Runx2 and Bglap in AGEs-treated BM-
SCs. Conclusions LB may reduce the inflammatory factor release by inhibiting the AGE-RAGE pathway. Thus, it synergistically im-
proves the vascular function and osteogenic differentiation, thereby, promotes the bone defect repair in diabetic periodontitis.

[ Key words] Lycium barbarum L. ; Diabetic periodontitis; Network pharmacology; Molecular docking; Molecular mechanism
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