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Abstract : Objective  To investigate the infection situation and the gene subtype distribution characteristics of human papilloma-
virus(HPV) in Fengxian District of Shanghai to provide the reliable scientific basis for preventing HPV infection and the prevention
and treatment of cervical cancer. Methods The PCR combined with reverse dot-blot technique was adopted to analyze the HPV de-
tection results among 18 194 women in our hospital from February 2011 to October 2013. Results Among 18 194 cases of sample,
2 986 cases were HPV positive with the total HPV infection rate of 16. 41% ,in which 21 genotypes were all detected out. Single
HPV genotype infection was in 2714 cases, two kinds of HPV genotype infection were in 148 cases(4. 96%) and three kinds or
more of HPV genotype infection were in 124 cases. The HPV positive rate was 16. 88% in the outpatient and 12. 76 % in the inpa-
tients. In the HPV infection, the high-risk type was more than the low-risk type,its detection number was 7. 5 times of low-risk
type. Most of the high-risk HPV infection were HPV16,52,58; most of the low-risk HPV infection was HPV ¢p8304,followed by
HPV6 and HPV11. Conclusion

rule,but has its own unique regional characteristics. The infection age peak is 51—65 years old. The high-risk type infection is high-

The HPV prevalence in Fengxian District is generally in line with the Asian population distribution

er than the low-risk type infection, which is dominated by the single genotype infection.
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