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Abstract: Objective To investigate the changes of vaginal microecology and its relationship with human
papillomavirus DNA (HPV-DNA) in patients with different degrees of cervical lesions. Methods A total of
509 patients with cervical intraepithelial neoplasia and cervical squamous cell carcinoma (CSCC) diagnosed by
pathological biopsy or cervical thinprep cytologic test in the hospital from June 2018 to June 2020 were select-
ed as the study subjects,and they were divided into low-grade squamous intraepithelial lesion (LLSIL) group
(217 cases) ,high-grade squamous intraepithelial lesion (HSIL) group (209 cases) and CSCC group (83 ca-
ses). And 272 healthy women of reproductive age without cervical intraepithelial lesion were taken as the con-
trol group. Detected the indicators of vaginal microecology [ Gardnerella, trichomonas, spores, Lactobacillus,
pH value,leukocyte esterase (LE),sialidase (SNA)], calculated Nugent score and detected HPV-DNA viral
load of 4 groups. In addition, 261 cases were randomly selected from all study subjects and divided into HPV
negative group (100 cases) and HPV positive group (161 cases) according to the results of HPV-DNA, the
changes of various indicators of vaginal microecology in the two groups were analyzed. Results The detection

rates of Gardnerella,trichomonas and Lactobacillus, the proportion of subjects with vaginal pH value=4. 6,
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and the positive rates of LE and SNA were significantly different among the 4 groups (P <C0.05). There was
no significant difference in the detection rate of spores in the 4 groups (P>0. 05). Pairwise comparison, the
detection rate of Gardnerella in the HSIL group was higher than that in the LLSIL group and the control group;
the detection rate of trichomonas in the control group was higher than that in the HSIL group and the LSIL
group;the detection rate of Lactobacillus in the CSCC group was lower than that in the HSIL group,the LSIL
group and the control group,and the detection rate of Lactobacillus in the HSIL group was lower than that in
the control group;the proportion of subjects with vaginal pH==>4. 6 in the CSCC group was higher than that in
the HSIL group,the LSIL group and the control group,and the HSIL group was higher than that in the LSIL
group and the control group; the positive rate of LE in the LSIL group was lower than that in the CSCC
group,the HSIL group and the control group;the positive rate of SNA in the HSIL group was higher than
that in the LSIL group and the control group,and the differences were all statistically significant (P <C0. 05).
The proportion of subjects with Nugent score—=7 (bacterial vaginitis) ,vaginal pH=>4. 6, LE positive rate and
SNA positive rate in the HPV positive group were higher than those in the HPV negative group, while the de-
tection rate of Lactobacillus was lower than that in the HPV negative group.the differences were statistically
significant (P <C0. 05). The detection rate of spores and trichomonas had no statistical significance (P>

0. 05). Conclusion Vaginal microecological changes may be the main cause of cervical lesions,and it may also

be a potential factor for persistent HPV infection and the occurrence and development of cervical lesions.
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