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Analysis on the distribution characteristics of vaginal flora in patients with high-risk human
papillomavirus infection

DU Juan, WANG Han, LIU Xiaoli, GAO Xuemei, HE Xiaolan (Wuhan Hospital of Traditional Chinese
and Western medicine(Wuhan No. 1 Hospital) ,Wuhan 430022 ,China) *™*

Objective To explore the impact of high-risk human papillomavirus (HR-HPV) infection on vaginal flora
and reveal its distribution characteristics,so as to provide reference basis for clinical treatment. Methods A total of 390
female patients who underwent HR-HPV examinations in our hospital were selected as the subjects. Specimens of cervical
cells and vaginal secretions were collected to conduct tests on HR-HPV, the distribution of vaginal flora and the levels of
immunoglobulins. The distribution characteristics of vaginal flora and the levels of immunoglobulins in patients of
different groups were compared and analyzed. Results Among the 390 patients who underwent HR-HPV
examinations, the positive rate of HR-HPV was 22. 05% (86/390). Among the 86 patients with positive HR-HPV
results, single-type infections accounted for the majority (76. 74% ,66/86) , mainly with HPV-16 (26. 74 % ,26/86) and
HPV-18 (19.77%,17/86). There were 20 cases of combined infections (23. 26% ,20/86), mainly HPV-16 + HPV-18
(6.98%,6/86) and HPV-16 + HPV-33 (5.81%,5/86). In the HR-HPV positive group, the detection rates of abnormal
Lactobacillus sUreaplasma urealyticum , bacterial vaginitis, Chlamydia » Trichomonas ,» Mycoplasma hominis . mold and
Neisseria gonorrhoeae were 37.21% ,34.88% ,40.7% .32.56% ,25.58%,15.12%,18.6% ,and 5. 81%. In the HR-HPV
negative group, the detection rateswere 16. 78% ,15.79%,13.82%,13.16% ,11. 84 % ,7.89% ,10.86% ,and 3. 95%. The
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differences in the detection rates of abnormal Lactobacillus .U. urealyticum ,bacterial vaginitis,Chlamydia , Trichomonas
and M. hominis between the two groups were statistically significant (P <C0. 05), while the differences in the detection
rates of mold and N. gonorrhoeae were not statistically significant (P >>0. 05). In the group of patients with single
positive HPV-16,the detection rateswere 34.78% ,39. 13% ,43. 48%,39. 13%,30. 43% ,21. 74%,21. 74% ,and 4. 35%.
In the group of patients with single positive HPV-18, the detection rates were35. 29%,29. 41%,35. 29%,23. 53%,
23.53%,17.65% ,23.53% ,and 5.88%. In the group of other patients with positive HR-HPV , the detection rates were
39.13%,34. 78%,41. 3% ,32. 61%,23. 91%,10. 87%,15. 22% , and 6. 52%. There was no statistically significant
difference in the comparison of the distribution characteristics of vaginal flora among patients with different HR-HPV
infections (P>>0.05). In the group of patients with positive HPV-16,the level of IgA was (19.54+2.99) g/L.the level
of IgG was (95.8949.95) g/L,and the level of IgM was (17.73+3.07) g/L. The levels of IgA,IgG and IgM were all
higher than those in the other groups. Among them, the difference in the level of IgM was statistically significant (P <C
0. 05) ,while the differences in the levels of IgA and IgG were not statistically significant (P >>0. 05).  Conclusion

Among patients with positive high-risk human papillomavirus (HR-HPV) , the majority are positive for HPV-16, followed
by those positive for HPV-18,and the proportion of patients positive for other types of HR-HPV was relatively low. The
vaginal flora imbalance was significant in patients with positive HR-HPV. Although there was no significant difference in

the distribution of flora among patients with different genotypes, the elevated level of IgM indicates an active immune

response. Therefore,attention should be paid to the regulation of vaginal flora and immune monitoring.
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Table 1 Comparison of the distribution characteristics of vaginal

flora between patients with positive HR-HPV and those
with negative HR-HPV

HR-HPV fAtt4l  HR-HPV Bif:4
! (n=86) (n=304) ) p
Group HR-HPV positive  HR-HPVnegative
group group
SUERFF T S 32(37.21) 51(16.78) 16.706  0.000
S TR . S 5 A 30(34. 88) 48(15.79) 15.275  0.000
0T B E % 35(40.70) 42(13.82) 30.572 0,000
A A 28(32.56) 40(13.16) 17.526  0.000
T 22(25.58) 36(11. 84) 9.995  0.002
LB LS 13(15.12) 24(7.89) 4,071 0,044
EH 16(18.60) 33(10. 86) 3.665 0,056
Wk 5(5.81) 12(3.95) 0.560  0.454
3 A[E HR-HPV BLEERERHED FRTEE
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30.43%(7/23).21. 74% (5/23),21. 74% (5/23) .
4.35%(1/23), Fi— HPV-18 FHPE4H i 3 1 34
Wk 35.29% (6/17).29. 41% (5/17).35. 29% (6/
17).23.53%(4/17),23.53% (4/17) \17. 65 % (3/17) .
23.53%(4/17) 5. 88% (1/17), H:Ah HR-HPV FH 1
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Table 2 Comparison of the distribution characteristics of vaginal
flora among patients with different HR-HPV infections

¥— HPV-16  #M— HPV-18  Jifh HR-HPV
o i jiﬁﬂ f lﬁﬂ i F*ﬂ ,
Group (n=23) (n=17) (n=146) b P
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positive group positive group positive group
SR B S 8(34.78) 6(35.29) 18(39.13) 0.157 0,924
BRI S P 9(39.13) 5(29.41) 16(34.78) 0.407 0,816
WMEEMES  1043.48) 6(35.29) 19(41. 30) 0.286 0867
KRk 9(39.13) 4(23.53) 15(32.61) 1.084 0,582
b 7(30.43) 4(23.53) 11(23.91) 0.389 0,823
B J ik 5(21.74) 3(17.65) 5(10.87) 1518 0.468
B 5(21,74) 4(23.53) 7(15.22) 0.770  0.680
i B 1(4.35) 1(5.88) 3(6.52) 0,133 0.936
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Table 3 Comparison of Immunoglobulin Indicators in Patients
with Different HR-HPV Infections
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