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ABSTRACT Objective: To study the infection rate of human papilloma virus and genotype distribution of patients with cervical
lesions in Jingjiang area. Methods: Detect the high-risk HPV types and genotype in 334 cervical specimens of routine Pap with
Real-Time PCR. Results: The infection rate of high-risk HPV types in cervicitis group, condyloma group, LSIL group,HSIL group was
24.2%,58.2%,49.3%,69.5%, respectively. The most common genotype in cervical lesions is HPV 16,18,33,58;in which, the infection rate
of HPV16 in cervicitis group,condyloma group,LSIL group,HSIL group was 17.9%,18.9%,30.8%,41.9%, respectively. Conclusion: The
infection rate of high-risk HPV increases with the severity of cervical lesions. HPV16 is the main genotype of the high-risk HPV
infection. The other HPV types are more common.
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Table 2 The genotype distribution of high-risk HPV types in 208 specimens in different groups of the cervical lesions
LSIL HSIL
HPV Inflammation Condyloma LSIL HSIL
Types of HPV % % % %
Number Number Number Number
16 7(17.9) 7(18.9) 12(30.8) 18(41.9)
18 5(12.8) 4(10.8) 3(7.7) 2(4.7)
16.18 4(10.3) 3(8.1) 2(5.1) 2(4.7)
141(67.8%) 1(2.7) 2(5.1) 1(2.3)
Total
Notes: There are different high-risk HPV types infection samples in different groups,so,one sample may count repeated.
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