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[ Abstract |

with the imbalance of vaginal microenvironment. Methods A total of 318 outpatients were assigned into two groups, of

Objective To research the correlation between cervical cancer and squamous intraepithelial lesion

which 159 women diagnosed with cervical cancer or squamous intraepithelial lesion by pathology were selected as experi-
mental group,and the other 159 women without cervical lesions were selected as control group. Results The detection
rates of HPV BV, AV, trichomonas of experiment group were 88.05% ,39.62% ,33.33% and 13.21% respectively,
which significantly higher than those in control group (P <0.05). Proportion of experiment group with level III-IV of va-
ginal cleanliness,pH value exceed 4.5, level I or IV of flora diversity and H202 positive were 50. 31% ,55. 35% ,
59.75% and 72.33% respectively, which were significantly higher than those in control group (P <0.05). Conclusion

Pathogen infection in vagina may increase the possibility of cervical lesions. Imbalance of Vaginal microenvironment
may be one of the important factors of cervical lesions.
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