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Clinical Analysis of Human Papillomavirus in Paraffin-embedded Cervical Lesion Tissues by Gene Chip Technology
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Abstract : Objective

mavirus (HPV) in cervical disease. The clinical significance of gene chip technology was discussed. Methods

Gene chip technology was used to detect the genotyping and distribution characteristics of human papillo-
119 pathologically di-
agnosed samples with cervical cancer and precancerous pathological changes were retrospectively analyzed to detect the infection sit-
uations of 23 kinds of HPV types, using gene chip technology. Results 19 of the all 23 kinds of HPV types were detected, headed
by the HPV52 and HPV16 types. The 6 most popular types in the infection CIN3 and cervical cancer were HPV16, 33, 58, 31, 52
and 68. HPV16 is the most popular type in cervical cancer. Conclusion The high-risk HPV types was the reason to cause the

high-level cervical lesions and cervical cancer. However, there was geographic variation. The infection caused by HPV16 type was

still the most dangerous threat. More attention should be paid to multiple infection in cervical cancer.
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