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[ Abstract] Objective To knock out follistatin-like protein 1( FSTL1) gene in SiHa cells using CRISPR/Cas9
technology and to construct SiHa cell stable strain with knocking out FSTL1 gene. Methods The sgRNA-FSTLI re-
combinant plasmid was constructed and was packaged into lentivirus. The virus solution was collected and infected
with SiHa cells, and SiHa cell stable strain with knocking out FSTL1 gene was screened by puromycin. The expres-
sions of FSTL1 mRNA and protein in SiHa cell stable strain were detected by real-time quantitative polymerase chain
reaction( RT-qPCR) and Western blot. Results FSTLI-sgRNA lentivirus was successfully constructed and the SiHa
cell stable strain with knocking out FSTL1 gene was successfully screened. The expressions of FSTL1 mRNA and pro-
tein in the SiHa cell stable strain group were significantly lower than those in the control group( P <0.05). Conclusion
SiHa cell stable strain with knocking out FSTL1 gene is successfully constructed using CRISPR/Cas9 technology.
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Cas9); Follistatin-like protein 1 (FSTL1); Gene knockout; SiHa cell
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