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[ Abstract] Objective

The clinical significance of the HPV subtype in the degree of cervical early lesion

To detect the significance of relationship between human papillomavirus(HPV) subtype
infection and the degree of cervical early lesion. Methods 1 025 patients {rom Jinshan branch of Shanghai sixth peo-
ple's hospital with cervical abnormalities were detected for HPV DNA types,and were checked by cervical liquid-
based cytologic test(LCT). Results Among the 1 025 cases,293 cases were positive(28. 6% ). The positive rate of
HPV was 22.4% (146/653) (P<C0. 05) ,it of the atypical squamous cells of undetermined significant( ASCUS) group
was 22.4%(146/653), ,it of the low grade sqllamous intraepithelial lesion(LSIL) group was 32. 6% (51/187) ,it of
the high grade sqllamous intraepithelial lesion (HSIL) group was 45. 6% (82/180) ,it of the squamous cell carcinoma
(SCC) group was 80% (4/5). The most of the subtype infection rate(21.5%) was HPV16 with the highest risk. The
cervical lesion was aggravated by the high risk types infection. Conclusion It is clinical significance in the degree of
cervical early lesion to detect the HPV subtype.
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