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Expression and mechanism of fibronectin containing protein domain A in radicular cyst”
CHEN Youshan' ,\WANG Haicheng®®
1. Department of Clinical Laboratory,Tongji University Affiliated Stomatological Hospital ,Shanghai
200072 ,China ;2. College of Stomatology Affiliated to Tongji University/Shanghai
Engineering Research Center of Tooth Restoration and Regeneration ,Shanghai 200072 ,China

Abstract: Objective ~ To explore the relationship between fibronectin containing protein domain A
(EDA+FN) and osteoclasty of fibroblast in radicular cyst. Methods = Immunohistochemistry was used to
stain the radicular cyst specimens,and the relationship between the intensity of EDA+ FN staining and the
range of jaw lesions in radicular cyst was analyzed. Cultured fibroblasts isolated from radicular cyst specimens
(study group,20 cases) and normal jaw specimens (control group,6 cases) ,and conditioned medium was pre-
pared to induce osteoclast generation. The EDA exons of fibroblasts were knocked out by the CRISPR/Cas9
system,and the mRNA expression levels of osteoclast-related factors were compared between EDA knockout
group and non-EDA knockout group. Results There was a positive correlation between the staining intensity
of EDA-+FN and the range of jaw lesions in radicular cyst (#=0.594, P =0. 006). The expression level of
EDA-+FN mRNA in the study group was significantly higher than that in the control group (P<C0. 05). The
number of osteoclasts induced by fibroblasts in the study group was positively correlated with the expression
level of EDA+FN mRNA (r=0. 817, P <C0. 001). The number of osteoclasts induced by fibroblasts in the
EDA knockout group was significantly lower than that in the non-EDA knockout group (P<C0. 05). The mR-
NA expression levels of interleukin-6, macrophage colony stimulating factor, tumor necrosis factor-a, vascular
endothelial growth factor A,nuclear factor kB receptor activator ligand (RANKL) and RANKL/osteoprote-
gerin in fibroblasts of EDA knockout group were lower than those in non-EDA knockout group (P <C0. 05).
Conclusion The fibroblasts of radicular cyst can secrete EDA+FN and promote bone destruction, however,
EDA exons knockout can inhibit bone destruction.
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