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[ Abstract ] Objective To investigate whether miR-424-3p regulates the proliferation and invasion of endometrial carcinoma (EC) by
mediating SMAD7, and to explore the regulatory mechanism. Methods Predictive binding site analysis and gene expression
assessment were conducted using TargetScan data and the GEPIA database. Cell proliferation, migration, and invasion were
evaluated through EdU staining, wound healing,and Transwell assays. The regulatory effects of miR-424-3p and SMAD on EC were
evaluated in vivo through tumor transplantation experiments. Results Validation confirmed the binding site between miR-424-3p
and SMAD?7. Knockout of miR-424-3p significantly inhibited the invasion and proliferation of HEC-1A and RL95-2 cells, while
promoting cell apoptosis. However, sh-SMAD7 reversed the effects of miR-424-3p on these cells. Additionally, sh-SMAD7 could
significantly counteract the effects of miR-424-3p inhibitors on the expression of epithelial-mesenchymal transition (EMT)-related
proteins in HEC-1A and RL95-2 cell lines. miR-424-3p inhibitors could significantly inhibit the growth of transplanted tumors,but
sh-SMAD7 could reverse the effects of miR-424-3p inhibitors. Conclusion miR-424-3p regulates the proliferation, invasion, and
epithelial-mesenchymal transition process of HEC-1A and RL95-2 cells by modulating SMAD7., suggesting that miR-424-3p/
SMAD7 may be a new target for the prevention and treatment of endometrial carcinoma.
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The miR-424-3p inhibitor significantly reduces the cell viability of HEC-1A and R1.95-2 cells
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Fig. 4 sh-SMAD?7 significantly reversed the effects of miR-424-3p inhibitors on the proliferation,
apoptosis and invasion of HEC-1A and RL95-2 cells
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Fig.5 shows that sh-SMAD?7 can significantly reverse the effects of miR-424-3p inhibitors on the expression of

EMT-related proteins in HEC-1A and RL95-2 cell lines and tumor growth in vivo
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