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Inhibition of HPV16 E6 expression in cervical cancer cells by lentivirus mediated

shRNA
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Abstract: Objective To investigate if lentivirus mediated short hairpin RNA (shRNA) could constantly
inhibit HPV16 E6 expression in cervical cancer Caski cells, Methods Short hairpin RNA targeting to HPV16
E6 was cloned to lentivirus work vector (lentilox RNAi vector PLL3. 7). The recombined vector was identified
by restriction enzyme analysis and sequencing. Work vector and three package plasmids were cotransfected 1o
293FT cells with the help of lipofectamine2000. Lentivirus was collected after 72 h, and was added to cultured
Caski cells. Caski cells were screened by G418 at 48 h after infection. Cells were counted every day and total
mRNA was extracted and underwent RT-PCR. Results  Expression level of HPV16 E6 in Caski cells de-
creased by 70% as compared with controls, Cells growth velocity was reduced to 50% of controls. Conclusion
Short hairpin RNA mediated by lentivirus can inhibit expression of HPV16 E6 and growth velocity of cervical
cancer cells.
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