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High-risk HPV infection analysis in patients with different types of cervical lesions
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Abstract: Objective To analyze the high-risk human papilloma virus(HPV) infection status in patients with different types of
cervical lesions. Methods Clinical data of 1 007 patients with cervical lesions,collected from May 2012 to May 2015, were statisti-
cally analyzed. Results Among the 1 007 patients with cervical lesions,429 cases were HPV-positive,and the high-risk HPV infec-
tion rate was 42. 6%. The high-risk HPV infection rate of patients with cervical intra-epithelial neoplasia(CIN) [ and CIN]] were
significantly higher than patients with CIN | and cervicitis(P<C0. 05). The differences of high-risk HPV infection rates between
patients of different ages were not significant(P>>0. 05). With the increasing of degree of CIN,mean value of HPV viral load gradu-
ally improved.,but of patients with different types of cervical lesions and high-risk HPV infection.the differences of viral load were
not significant(P>>0. 05). Conclusion The development of cervical lesions could be related with high-risk HPV infection. High-risk
HPYV infection rate could be increased with the improvement of disease severity. Detection of high-risk HPV should be utilized in
the screening of cervical cancer and precancerous lesions,and post-treatment follow-up process.
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