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ABSTRACT Objective: To investigate the relationship between genital tract infection and cervical cancer, Cervical precancerous le-
sions and risk factors. Methods: A total of 185 cases of cervical cancer and Cervical precancerous lesions patients and 206 cases of
healthy subjects in our hospital were divided into two groups. The human papilloma virus (HPV), Chlamydia trachomatis (CT), bacterial
vaginosis (BV) and trichomonas vaginalis were detected and observed. The correlation between genital tract infection and cervical cancer
and CIN was analyzed. At the same time, according to the different HPV genotypes in cervical cancer and cervical precancerous lesions in
the carcinogenic effect and degree, determine the degree of risk. Results: The infection rate of HPV, CT, BV, trichomonas in patients of
cervical cancer and Cervical precancerous lesions significantly higher than the control group, the difference was statistically significant
(P=0.000, 0.001, 0.000, 0.037). The infection rate of high-risk HPV increasedwith the level of cervical intraepithelial neoplasia and cervi-
cal cancer significantly increased. The infection rates of CIN I to III were 57.1%, 78.6% and 82.9%, respectively. The infection rate of
cervical cancer was up to 91.1%. High-risk HPV was the high risk factor. Conclusion: Genital tract infection of HPV, CT, BV and tri-
chomonas exists the correlation with cervical cancer and Cervical precancerous lesions.To strengthen the attention and detection of
pathogens in the genital tract of women has a positive significance for the prevention and treatment of cervical cancer and CIN.
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Table 1 Comparison of correlation index between cervical lesion group and control group

Cervical lesions Case HPV CT BV Trichomonad
Cervical carcinoma 46 45(97.8) 17(37.0) 19(41.3) 12(26.1)
CINII 37 35(94.6) 13(35.1) 13(35.1) 8(21.6)
CINII 45 28(62.2) 17(37.8) 13(28.9) 10(22.2)
CIN I 57 21(36.8) 15(26.3) 15(26.3) 11(19.3)
Controls 206 16(7.8) 38(18.4) 32(15.5) 29(14.1)
X 160.389 11.624 15.469 4.334
P 0.000 0.001 0.000 0.037
%2 HPV RAEERESEFHRETREHRXE
Table 2 Correlation between HPV genotypes and cervical lesions
Cervical carcinoma CINIII CINII CIN | Controls
HPV Infection Infection Infection Infection Infection
Case Case Case Case Case
rate rate rate rate rate
High risk 41 91.1% 29 82.9% 22 78.6% 12 57.1% 1 6.3%
Possible
3 6.7% 4 11.4% 4 14.3% 4 19.0% 6 37.5%
high risk
Low risk 1 2.2% 2 5.7% 2 7.1% 5 23.8% 9 56.3%
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