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To explore the molecularmechanism of Xiangshenwan against ulcerative colitis based

on gene expression omnibus data base and network pharmacology
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Abstract Objective To analyze the molecular mechanism of Xiangshenwan in the treatment of Ulcerative colitis (UC) by network
pharmacology and bioinformatics. Methods From January to May 2023,Main components and it's targets of Xiangshenwan were ob-
tained from Traditional Chinese Medicine Systems Pharmacology Database and Analysis Platform (TCMSP), and the related targets of
UC were obtained from GEO database. The intersection target information of Xiangshenwan and UC was uploaded to STRING and visu-
alized by Cytoscape 3.7.2. Metascape database were used to Kyoto Encyclope dia of genes and genomes(KEGG) pathway enrichment
analysis and Gene Ontology (GO) function enrichment analysis to predict the related pathways of Xiangshenwan on UC.The "drug-com-
ponent-disease-target-access" network was plotted. Autodock was used for molecular docking prediction.Results  The results of this
study showed that a total of 136 components, 243 targets, the 1 750 UC related targets, and 37 intersection targets of Xiangshenwan and
UC were screened out. The key components of Xiangshenwan were quercetin, ononetin, luteolin, and kaempferol, and key targets such
as NOS2, PPARG, IL1B, MMP2 and ICAMI1. The results of molecular docking showed that the core components had stable binding
with the core targets, and the average minimum binding energy was —5.598 6 kCal/mol. The results of KEGG pathway analysis and GO
functional annotation analysis showed that Xiangshenwan were involved in a variety of molecular functions and biological processes,
and the main pathways involved TNF signaling pathway, Toll-like receptor signaling pathway, HIF-1 signaling pathway, MAPK signal-
ing pathway and so on.Conclusion Xiangshenwan exerts therapeutic effect on UC through multiply targets and multiply pathways.
The main components of Xiangshenwan, such as quercetin, formononetin, luteolin and kaempferol, may act on key targets such as

NOS2, PPARG, IL1B, MMP2 through TNF signaling pathway, Toll-like receptor signaling pathway, HIF-1 signaling pathway and
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MAPK signaling pathway.

Keywords Colitis,ulcerative; Xiangshenwan; Network pharmacology; Gene expression omnibus database
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Mechanism of gabapentin alleviating anxiety and hippocampal neuroinflammation
induced by fracture model in rats
XU Liling",FU Heng',ZENG Si*
Author Affiliations:' Zigong Mental Health Center, Zigong, Sichuan 643020, China;
*Sichuan Academy of Medical Sciences, Chengdu, Sichuan 610000, China

Abstract Objective To investigate the effect of gabapentin on anxiety, hippocampal neuroinflammation and human nuclear factor
kappa B (NF-kB)/tumor necrosis factor a (TNF-a) signaling pathway induced by fracture model in rats. Methods From January to
June 2022, forty-eight healthy male specific pathogen-free (SPF) SD rats were selected and assigned into sham operation group, model
group, and treatment group by random number table method. The rats in the sham operation group were fed normally without any treat-
ment, while the other two groups of rats were subjected to fracture modeling. The treatment group was given gabapentin, and the model
group was given the same amount of normal saline for continuous administration for 12 days. The elevated plus maze test was used to
evaluate rat anxiety, enzyme linked immunosorbent assay (ELISA) to detect interleukin-4 (IL.-4), interleukin-6 (IL-6), interleukin-13
(IL-1B), superoxide dismutase (SOD), malondialdehyde (MDA), and colorimetry to detect glutathione peroxidase (GSH-Px). Hematoxy-
lin eosin (HE) staining was used to evaluate the histopathological characteristics of hippocampus, and Western blotting was used to de-
tect the expression levels of TNF-a and NF-kB.Results In the sham operation group, total pass times (TE) [(12.31£2.59) vs. (10.29+
2.37),(7.25+2.16)], entry ratio (OE) [(40.25+5.41) % wvs. (37.02+5.13) %, (32.77+5.43) %], and residence time ratio (OT) [(23.67+
4.22) % vs. (21.94+5.31) %, (16.47+2.35) %] were higher than those in the treatment group and model group. The TE, OE and OT of
rats in the treatment group were higher than those in the model group (P<0.05). The 1L-4 [(41.23£5.37) ng/L vs. (50.23+6.78) ng/L,



