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Abstract : Objective

Methods

HPV16 infected cervical epithelium samples were screened out by genotyping with RDB of flow-through hybridization assay. Fluo-

To establish a method to detect viral integrity of human papillomavirus in women cervical HPV infection.

We amplified E6/E7 gene and E2 gene of HPV16, then inserted them into a plasmid containing single copy HBB gene.

rescence quantitive PCR data of HBB, viral E2 gene and viral E6 gene of all samples were standardized by compared with respective
parameters of the plasmid. The ratio Ipy and Cypy were calculated to find out E2 gene disruption and viral copies per cell in the cer-
vical samples,respectively. Results The plasmid constructed for standardization was proved effective to make the FQ-PCR data of
E2 gene, E6 gene and HBB gene comparable. Thirty-seven HPV16 positive cervical epithelium samples included 22 cases from
women whose TCT were normal,and 15 cases from women who confirmed HIL/CIN 2—3 or above through colposcopic examina-
tion plus biopsy. Fifteen samples were detected E2 gene disruption,including 10 HIL/CIN 2—3 or above samples and 5 TCT normal
samples. E2 gene integrity in different groups were statistically significant different(P<C0. 05). The average viral copies per cell dis-
played a significant decline along with E2 gene disruption(P<C0. 05). Conclusion The tandem single copy gene plasmid standard-

ized methord for the detection of E2 gene disruption caused by viral integration in HPV16 infected cervical cells is feasible and effec-

tive.
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