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Down - regulation of Smadl Gene Inhibits RA — FLS Invasion and Migration. ~Wang Pei,Chu Tianshu,Yan Lei,et al. Department of Im-
munology and Rheumatology ,Henan Provincial People's Hospital ,Henan 450003 , China

Abstract Objective To investigate the effect and mechanism of Smadl gene on the invasion and migration of synovial fibroblasts
in rheumatoid arthritis. Methods Smadl siRNA was transfected into MH7A cells. The interference efficiency was detected by qRT -
PCR and Western blot. Western blot was used to detect E — cadherin, vimentin and o — SMA, MMP -3 and MMP - 13 expression levels.
Transwell assay to detect cell invasion and migration ability. Results ~ Smadl siRNA can effectively inhibit the expression of Smadl mR-
NA and protein in MH7A cells. After inhibiting the expression of Smadl, the expression levels of « — SMA and vimentin were significantly
down — regulated, the expression of E — cadherin was significantly up — regulated, the process of epithelial — mesenchymal transition
(EMT) in MH7A cells is hindered. Invasion and migration capabilities were suppressed. MMP -3 and MMP - 13 expression was de-
creased in MH7A cells. Conclusion  Down — regulation of Smadl gene expression can reduce the expression levels of MMP — 3 and
MMP - 13, thereby impedes the occurrence of EMT and inhibites the invasion and migration of MH7A cells in vitro.
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