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[Abstract] Objective
(HPV) E2 in cervical carcinoma. Methods

Expression and biological significance of high risk human papillomavirus E2 in cervical cancer”

To study the expression and biological significance of high risk human papillomavirus
The gene microarray technology was adopted to detect HPV genotypes in
the cervicitis tissues (56 cases) ,cervical intraepithelial neoplasia tissues (CIN,55 cases) and cervical squamous carci-
noma tissues (58 cases). The immunoblot assay was applied to detect the expression levels of high risk HPV E2 pro-
tein in cervical tissues. The flow cytometry technology was used to detect the apoptosis of cervical cancer cells and the
Transwell test was used to detect the cell invasion ability. Results The microarray analysis showed that the HPV16
and HPV18 infection positive rates in the cervical squamous carcinoma group were significantly increased compared
with the cervicitis group, while which in the CIN group had no significant change. The immunoblot results showed
that the expression level of high risk HPV E2 protein in the cervical squamous carcinoma group was significantly de-
creased compared with the cervicitis group, while which in the CIN group had no significant change. The apoptosis
rate of cervical squamous cancer cell in the high risk HPV E2 plasmid group was significantly increased compared
with the empty carrier group, while the invasion ability of cervical cancer cells was reduced significantly. Conclusion

High risk HPV E2 protein owns the ability to induce apoptosis of cervical squamous cancer cells and is expected to be

an effective target for the control and treatment of cervical cancer.
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