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ABSTRACT Objective: To explore the relationship between high risk HPV infection and common pathogenic bacteria of female
genital tract and cervical lesions. Methods: 732 cases of cervical cancer screening from January 2017 to June 2018 in Chengdu women's
and children's Center Hospital were selected as the research subjects. All subjects underwent HPV test and genital tract pathogen detec-
tion, determine the degree of cervical lesions. The distribution characteristics of statistical high risk HPV infection and subtype were
counted, the relationship between high risk HPV infection and common pathogens and cervical lesions in female genital tract were ana-
lyzed. Results: The rate of HPV infection in 732 women was 44.95%, high risk HPV accounted for 85.11%, HPV-16 was the highest in
high risk HPV. The most common infection among genital tract pathogens was Chlamydia trachomatis, the infection rate was 18.99%,
the prevalence of high risk HPV in female genital tract infections was higher than that in those without infection, and the difference was
statistically significant (P<0.05). There was no significant difference in the detection rate of low risk HPV among female genital tract
pathogens and those without infection (P>0.05). The high risk HPV detection rate gradually increased with the severity of cervical lesions
(P<0.05). Conclusion: High risk HPV infection is associated with the common genital tract infection and the degree of cervical lesions in
women, and the higher the infection rate of high risk HPV, the greater the risk of cervical cancer.
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HPV JER UL % 44.95%(329/732), Hh & fa A HPV 5
85.11%(280/329), {Ef&# HPV (5 14.89%(49/329), &5 f& %l
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HPV-18 .HPV-33 HPV-31,{ikf&: %! HPV UL HPV-6 J&JL i i UL,
Wk 1,

& 1 HPV ERERA 70
Table 1 Distribution of HPV subtype infection

HPV typing n Constituent ratio( %)
High risk HPV
HPV-16 79 24.01
HPV-58 53 16.11
HPV-52 48 14.59
HPV-18 41 12.46
HPV-33 33 10.03
HPV-31 26 7.90
Low risk HPV
HPV-6 16 4.86
HPV-11 11 3.34
HPV-42 10 3.04
HPV-43 8 243
HPV-44 4 1.22

22 £EEENREERHERARS HPV BEHXR

VPR A AR A i i, g 18.99%(139/732) , fifk JIR 32 S A4
YL 13.39%(98/732), [ITE (1 22 s 1 18 e 2R g 10.25%
(75/732) , W 9 2ok TR IR 320 9.43%(69/732 ) , 2 T 1 B B 9
JER YL Rl 7.24% (53/732), B 36 B R R YL R O 6.83%
(50/732) , NBUSZ AR YLK Ay 6.28%(46/732) ,AFFE VIR A SR

AR SRR S AR | T M8 22 T o A o 490 S5 R
e TR BT R | B B R R I S s AR R A
M fE R HPV RS AR s TR, ERBASIE
L (P<0.05), IR AERS HPV A5 A AE 2 VAR il 18 UL i 4
JEGE MR RGL I 5+ (P>0.05), L 2.
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Table 2 Relationship between common pathogenic bacteria in female genital tract and HPV infection[n(%)]

High risk HPV(n=280) Low risk HPV(n=49)
Pathogen infection n
Proportion P Proportion x? P
Chlamydia Yes 139 83(59.71) 33.457 0.000 8(5.76) 0.242 0.623
trachomatis No 593 197(33.22) 41(6.91)
Ureaplasma Yes 98 49(50.00) 6.612 0.010 6(6.12) 0.509 0.808
urealyticum infection No 634 231(36.44) 43(6.78)
Mycoplasma hominis ~ Yes 46 26(56.52) 6.937 0.008 3(6.52) 0.002 0.961
infection No 686 254(37.03) 46(6.71)
Candida vagina Yes 75 38(50.67) 5.453 0.020 5(6.67) 0.000 0.992
infection No 657 242(36.83) 44(6.70)
Trichomonas vaginalis Yes 50 31(62.00) 13.548 0.000 3(6.00) 0.041 0.839
infection No 682 249(36.51) 46(6.74)
Yes 53 29(54.72) 6.558 0.010 4(7.55) 0.195 0.594
Bacterial vaginosis
No 679 251(36.97) 45(6.63)
Neisseria gonorrhoeae ~ Yes 69 37(53.62) 7.621 0.006 6(8.70) 0.489 0.485
infection No 663 243(36.65) 43(6.49)

®3 BHERANRFARESREASEE HPV HE

Table 3 High risk HPV detection rate in normal cervix and different cervical lesions case

High risk HPV
Groups n
Number of positive cases Constituent ratio(% )
Normal cervical group 209 39 18.66
Cervicitis inflammatory group 168 49 29.17*
CIN T group 193 61 31.61°
CIN II group 86 64 74.42°
CIN TII group 46 39 84.78%
Invasive cervical cancer group 30 28 93.33%®
x? 23.682
P 0.000

Note: compared with the normal cervical group, “P<0.05; compared with the cervical inflammatory lesion and CIN I group, "P<0.05.
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