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[Abstract]  Objective: To investigate the effect of Luteolin on the inflammatory response in rats with
chronic rhinosinusitis (CRS) by regulating the cyclic GMP-AMP synthase (cGAS)/stimulator of interferon genes
(STING)/nuclear factor kappa B p65 (NF-«kB p65) signaling pathway. Methods: Rats were randomly divided into
Control group, Model group, Luteolin group, and CLM group, with 10 rats in each group. After modeling, rat
behaviors such as nose scratching and sneezing were observed, and the morphology of the sinus mucosa was
examined before sample collection. Serum levels of interleukin—1B (IL-1pB), interleukin—-6 (IL-6), tumor necrosis
factor—a (TNF-a), and interferon—y (IFN—y) were detected by enzyme-linked immunosorbent assay (ELISA).
Histopathological changes in the sinus mucosa of rats in each group were assessed by HE staining. Protein

expressions of cGAS, STING, and p65 in the sinus mucosa were detected by Western blotting and
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immunofluorescence staining. Results: Behavioral and CT results showed that after modeling, rats exhibited
significant nose scratching and sneezing (P<0.01), and the maxillary sinus mucosa was thickened, indicating
successful establishment of the CRS rat model. HE staining results showed that in the Model group, the
maxillary sinus mucosa exhibited disordered epithelium, cell exfoliation, eosinophil infiltration in the lamina
propria, glandular swelling, and submucosal vascular congestion. Serum levels of inflammatory factors IL-1f3,
IL-6, TNF-a, and IFN—y were increased, and protein expressions of c¢GAS, STING, and p65 were upregulated
(P<0.05). Compared with the Model group, the Luteolin group and the CLM group showed reduced eosinophil
infiltration in the lamina propria of the nasal mucosa, more orderly epithelial arrangement, decreased nasal

mucosal cell exfoliation, lower levels of IL-1B, IL-6, TNF-a, and IFN—y, and decreased protein expressions of

c¢GAS, STING, and p65 (P<0.05). Conclusion: Luteolin may ameliorate the inflammatory response in rats with

chronic rhinosinusitis by regulating the ¢GAS/STING/NF-kB p65 signaling pathway.

[Keywords] chronic rhinosinusitis; luteolin; cyclic GMP-AMP synthase (cGAS); stimulator of interferon genes

(STING); nuclear factor kappa B p65 protein; inflammatory response; rats
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