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Study of High - risk HPV E6/E7 mRNA in Diagnosis of Cervical Lesions. Zheng Zhi,Lv Jieqiang. Department of Obstetrics and Gynecol-
ogy,The Third Clinical College of Wenzhou Medical University , Wenzhou People’s Hospital , Zhejiang 325000 , China

Abstract Objective To investigate the clinical diagnostic value of high — risk HPV E6/E7 mRNA in cervical lesions. Methods
According to the different pathological diagnosis patients were divided into two groups. Totally 48 women who got chronic cervicitis or cer-
vical intraepithelial neoplasia (CIN) level I were in the control group,and totally 42 women who got high — grade cervical lesions (inclu-
ding CIN level II , CIN level Il and invasive cervical cancer) were in the experimental group. Respectively, HPV DNA genotyping detec-
tion and high — risk HPV E6/E7 mRNA detection were perfomed on those cervical cell samples. Results The detection rate of high — risk
HPV DNA (29.1% ) was significantly higher than that of high - risk HPV E6/E7 mRNA (8.3% ) in the chronic cervicitis, CIN I grade.
The detection rate of high — risk HPV E6/E7 mRNA (85.7% ) was significantly higher than that of high — risk HPV DNA (64.3% ) in the
high — grade cervical lesions grade, and the difference was significant (P <0.05). The sensitivity, specificity , positive predictive value and
negative predictive value of high — risk mRNA detection(85.7% ,91.7% ,90.0% ,88.0% ) were higher than those of HPV DNA genoty-
ping detection(64.3% ,70.8% ,65.9% ,69.3% ) ,and the difference was statistically significant( P <0.05). Conclusion The detection
of high — risk HPV E6/E7 mRNA as a means of present commonly used diagnostic methods, combining the transcriptional activity of canc-

er gene diagnosis can be in the diagnostic process, which greatly reduces the excessive examination and treatment opportunity, avoids the

short term high frequency and repeated infection brings to the patient’s economic burden and mental pressure.
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