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Abstract : Objective

in Suzhou region and its clinical significance. Methods

HPV genotype in 4 862 samples of cervical epithelial cells. Results

To investigate the genotype distribution of human papillomavirus(HPV) infected in cervix uteri of women

Microarray gene amplification technique was employed to assay 23 kinds of

The HPV-positive rate of cervical epithelial cells was 31. 74 %

(1 543/4 862). Among them, mono-infection rate and multiple infection rate were 21. 43 % (1 042/4 862) and 10. 30 % (501/4 862).
The top seven high-risk HPV types were 16,58,52,33,18,56,31,accounting for 59. 09 % , while the low-risk HPV types were 11,

6,43 ,accounting for 23. 70%. Conclusion
vical cells.
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Microarray gene amplification technique can be applied to assay HPV genotyping in cer-

microchip analytical procedures
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