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Abstract: Objective 3 664 speci-

mens of cervical exfoliated cells of the female patients with gynecological disease from 2013 to 2014 were selected to ampli-

To review the HPV infection status of the females in Shantou in the past years. Methods

fied HPV gene and conducted genetypes detection. The infection rate and various subtypes of HPV were analyzed. All these
patients were divided into 5 groups according to their ages and the infection status of each group were also discussed. Results

805 patients were infected with HPV (22%,805/3 664). The single infection type and the mixed infection type were both
visible, HPV-16 was the most common single infection type.followed by subtypes HPV-52,43,58 and 56. HPV16+52 was
the most common mixed infection type,followed by HPV16+33 and HPV43+52. The infection rates of the each group were
differences (3 =27.08, P<C0.01),No. 1 (>>25),No. 2 (25~34) and No.5 group (<55) were the high-risk groups of
HPYV infection. Conclusion The main genotypes of these women whose infection with HPV were HPV-16.52.43,58 and 56
in Shantou region,respectively. The females aged less than 35 years old and more than 55 years old both had high-risk for
HPYV infection. It has important significance to developed the vaccines which can efficiently prevent HPV-16,52,43,58,56
and reduce the cervical cancer incidence.
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