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[Abstract] Objective To explore the improvement effect and mechanism of exosomes-derived miR-23a-3p on
pulmonary fibrosis in silicotic rats.Methods Fifty SD rats were randomly divided into the control group, model group,
exosome group, exosome—+inhibitor control group and exosome+miR-23a-3p inhibitor group, with 10 rats in each group.
The silicosis rat model was established by inhaling silica through oral and nasal exposure. The RT-qPCR was used to
detect the expression of miR-23a-3p in bone marrow mesenchymal stem cell exosomes and BMSCs-Exos (BMSCs-
Exos).HE staining and Masson staining were used to evaluate the pathological changes and fibrosis of lung tissue. The
expression of Col-I and Col-IIT in lung tissue was detected by immunofluorescence. Western blot was used to detect the
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in lung tissue. The dual luciferase reporter gene experiment was used to verify the binding of miR-23a-3p to I'TGBS.
Results BMSCs-Exos could improve lung injury and pulmonary fibrosis in silicotic rats, and inhibit the aggravation of
lung injury and pulmonary fibrosis in silicotic rats treated with BMSCs-Exos after miR-23a-3p. Compared with the
control group (28.84+2.84, 16.82+1.52, 0.324-0.04, 0.304-0.03, respctively), the expressions of Col-1, Col-1II ,
ITGBS8 and TGF-B1 in the lung tissue in the model group (175.92+9.84, 144.28413.92, 0.63+0.05.0.67+0.08,
respectively) were significantly increased (F=81.623, 62.561, 46.675, 41.942, P<0.05). Compared with the model
group, the expressions of Col-I, Col-TII, ITGB8 and TGF-B1 in lung tissue of rats in exosomes group (68.92+5.92,
59.82+6.19,0.424-0.05,0.46+0.04) and exosomes—+inhibitor control group (75.15+9.82,52.91+6.21,0.4240.04,
0.48+0.06) were significantly decreased (F=81.623,62.561,46.675,41.942, P<C0.05) ; Compared with the exosome
group and the exosome+inhibitor control group, the expressions of Col-I, Col-IIl, ITGB8 and TGF-B1 in the lung tissue
of rats in the exosome-+miR-23a-3p inhibitor group (132.824-9.85, 11.944-10.62, 0.54+0.04, 0.58=£0.06) were
significantly increased (P<C0.05).Compared with the mimetics NCH+ITGB8-WT group, the relative luciferase activity
of HEK-293T cells in the miR-23a-3p mimetics+ITGB8-WT group was significantly reduced (F=36.723, P<0.05) ;
Compared with the mimetics NC+ITGB8-MUT group, there was no significant difference in the relative luciferase
activity of HEK-293T cells in the miR-23a-3p mimetics+ITGB8-MUT group (F=36.723, P>>0.05). Conclusion
Exocrine-derived miR-23a-3p may improve pulmonary fibrosis in silicotic rats by inhibiting ITGB8/TGF-B1 signaling
pathway.
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