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Construction of ovarian cancer OVCARS3 cell line for the stable expression of SND1
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Abstract Objective: To screen the human ovarian cancer cell line OVCAR3 which can stably expresses SND1 protein. Methods: The
recombinant plasmids pLVX-FLAG-SND1 was co—transfected into 293T cell line with packaging plasmids, and the culture supermatant
containing the lentiviral particles was collected to infect OVCAR3 cell. Hygromycin B was used to screen the infected cells, so as to
obtain a cell line for stable expression. The expression level of SND1 was detected by Western —blot. Results: OVCAR3 cells were
infected by the lentivirus and the expression of SND1 was significantly up -regulated following screening with Hygromycin B.

Conclusion: The cell line OVCAR3 stably overexpressing SND1 could be established successfully, thus providing an in vitro model for

further study of molecular function and mechanism of SND1 in human ovarion cancer.
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Fig 1 The expression level of SND1 detected by western—blot
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