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Abstract : Objective To provide basis for clinical prevention of HPV infection and prevention of early cer-
vical lesions, we have analyzed the epidemic situation of human papillomavirus (HPV) infection among
women of different age groups in Changning area of Shanghai, the distribution characteristics of HPV sub-
types,to provide reliable basis for guiding clinical prevention and treatment of early cervical cancer and precan-
cerous lesions in this area,and to prevent the HPV infection. Methods We used PCR-Reverse Dot Blot to de-
tect the infection and genotype of HPV in 17 802 female cervical exfoliated cells,and then analyzed of the total infec-
tion rate of HPV,the infection rate of various subtypes and the age distribution characteristics. Results The total in-
fection rate of human papillomavirus in this area was 25. 64 % (4 565/17 802). Due to the presence of multiple
infections, the actual detection frequency of HPV subtypes in 4 565 patients was 7 343. High-risk HPV infec-
tion rate appeared a peak at the age of 15 —<C20 by age stratification with statistical difference (X*=100. 09,
P<C0.05). HPV52 was the most common high-risk type,and low-risk type subtype was HPV81. The HPV
infection rate of onefold type was significantly higher than multiple type (60.79% wvs. 39.21% ,X*=353. 45,
P<C0.05) in 4 565 cases. According to the probability of infection,the most common five subtypes of infection
were HPV 52,16,53,81,58. Conclusion HPV infection in Changning District of Shanghai is mainly single in-
fection. There is obvious heterogeneity in HPV subtypes and age distribution,and the majority of the infected
population is young people.
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