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[Abstract] Objective To explore the relationship between different types of human papilomavirus(HPV) mul-
tiple infection and cervical lesions. Methods The gene chip technology was applied to detect 24 types of HPV geno-
types in the paraffin tissue specimens from 200 patients with cervical lesions, the histopathological diagnosis was used
as the gold standard of cervical lesion diagnosis. Results In 200 specimens, the total infection rate of HPV was
51.50% (103/200) ,in which the HPV infection rates in chronic cervictis, low-CIN1, high-CIN3 and squamous cell
carcinoma were 22/57(38.60%),12/33(36. 36 %) ,44/81(54.32%) and 25/29(86. 21 %) ,respectively,and were cor-
related with the cervical lesions(P<C0. 01) ; In different cervical lesions,single HPV infection was significantly higher
than multiple HPV infection(P<C0. 05) ; The HPV infection rate in the high-risk type single HPV infection group
had no correlated with the cervical lesions (P>>0. 05). The HPV infection rates in the multiple infection, high-risk
HPV infection, high-risk HPV multiple infection, low-risk HPV multiple infection,and high and low risk mixed HPV
infection groups had statistically significant differences among different grades of cervical lesions(P<Z0. 05). Conclu-
sion The infection rate of HPV is correlated with the different degrees of cervical lesion. The persistent high-risk
HPYV infection and multiple HPV infection are the important factors for aggravating the cervical lesions.
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