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Analysis of 1 817 cases of papilloma virus infection in women
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(Department of Clinical Laboratory sthe First People’s Hospital of Changzhou s Jiangsu 213003 ,China)
Abstract: Objective To investigate the infection status and genotype distribution of human papillomavirus (HPV) infection in
Changzhou district.and to provide a theoretical basis for the prevention.development and clinical diagnosis and treatment of HPV.,
Methods
were detected by PCR-reverse dot blot hybridization. Results
HPV infections were 34. 23%. The infection types:single infection rate was 23. 57 % (405/1 718). The high-risk HPV subtype in-
fections accounted for 17.17%(295/1 718) and the low-risk HPV subtype infections accounted for 5. 18% (89/1 718), suspected
high-risk infection was 1.22% (21/1 718). Multiple infection rate was 10. 94 % (188/1 718). HPV52 was the most common infec-

tion among high-risk HPV infection,the positive rate was 16. 16 % (95/588). HPV61 was the most common infection among low-

From October 2015 to July 2016,1 718 cases of female cervical epithelial cells were collected,and 28 kinds of gene typing

The infection rate:1 718 cases of women were collected, the positive

risk HPV infection, the positive rate was 4. 08% (24/588). There was no significant difference between age and HPV positive rate.
The 61—70 age group had the highest HPV multiple infection rate in all age groups. Conclusion The high HPV infection is ob-
served in Changzhou district, among which single HPV52 infection and the high-risk HPV infection are the most common infec-
tions. There is difference in HPV infection among different age groups.
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