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Regulatory Role of SLC16A2 Gene Deletion in the EMT Process of U20S Osteosarcoma Cells
Song Liu  Yu Jin®
Aftiliated Hospital of Chengde Medical University
[Abstract] Objective: To investigate the role of SLC16A2 in epithelial-mesenchymal transition (EMT) in
U20S osteosarcoma cells. Methods: SLC16A2 was knocked out in U20S cells by transfection to establish an
SLC16A2—deficient model. EMT—related marker mRINA levels were quantified by real—time quantitative
PCR (RT—qPCR). Results: RT—qPCR confirmed successful SLC16A2 knockout. Compared with the control
group, EMT—related marker mRINA expression changed significantly, suggesting that SLC16A2 is involved in
regulating EMT in U20S cells. Conclusion: SLC16A2 may reduce the metastatic potential of U20S

osteosarcoma cells by regulating key molecules in the EMT pathway.
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