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Abstract: [ Objective] To investigate the environmental factors that may affect the persistent infection of human papil-
lomavirus (HPV) in Guangdong Province. [ Methods A total of 14594 women were screened for HPV genotyping. One year
later, convenience sampling method was used to choose the subjects to screen for HPV genotyping as well. Consequently,
subjects were defined as HPV persistent infection group according to the results of above two screenings. The control group
consisted of people who were screened initially positive to negative, and negative in the first or second HPV screening. Epi-
demiological questionnaire was used to collect the basic information of the subjects to analyze the correlation between envi-
ronmental factors and HPV persistent infection. [Results] A total of 1 050 people were screened with HPV—positive initial-
ly, with positive rate of 7.21% (1050/14559). After one year follow—up study, a total of 309 subjects had HPV persistent
infection. A total of 16 subtypes of HPV persistent infection were detected. The top four HPV subtypes were HPV52
(28.2%), HPV58(18.8% ), HPV16(17.2%) and HPV18(11.0% ) , respectively. Logistic regression analysis showed that
the times of pregnancy( OR =2.10,95%CI = 1.64~2.70, P =0.000) , first gestational age (OR=1.39,95%CI =1.13~1.71,
P=0.002), and sexual hygiene (OR=0.48,95%CI =0.38-0.60, P=0.000) were the independent influential factors of
HPYV persistent infection. [ Conclusion] The increasing times of pregnancy and first gestational age increasing both were the
risk factors of HPV persistent infection. Sexual hygiene could reduce the risk of HPV persistent infection.
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Table 1 Distribution of HPV genotypes among persistent infection person in different age

=30 31~40 41 ~ 50 =51 Total
HPV subtype
n % n % n %o n % n %

52 5 5.7 34 39.1 37 42.5 11 12.6 87 28.2
58 4 6.9 26 44.8 24 414 4 6.9 58 18.8
16 4 7.5 21 39.6 21 39.6 7 13.2 53 17.2
18 3 8.8 14 41.2 13 38.2 4 11.8 34 11.0
51 1 4.0 14 56.0 5 20.0 5 20.0 25 8.1
68 1 5.6 9 50.0 6 333 2 11.1 18 5.8
39 0 0 6 333 8 444 4 222 18 5.8
33 0 0 4 333 7 58.3 1 8.3 12 3.9
31 2 18.2 1 9.1 6 54.5 2 18.2 11 3.6
66 1 10.0 3 30.0 4 40.0 2 20.0 10 3.2
45 1 12.5 3 37.5 3 37.5 1 12.5 8 2.6
59 2 28.6 3 429 1 14.3 1 14.3 7 2.3
56 0 0 4 57.1 2 28.6 1 14.3 7 2.3

6 0 0 3 60.0 1 20.0 1 20.0 5 1.6
11 1 333 0 0 2 66.7 0 0 3 1.0
35 0 0 0 0 1 100.0 0 0 1 0.3
Single infection 16 6.0 107 40.2 111 41.7 32 12.0 266 86.1
Multiple infection 4 9.3 18 41.9 14 32.6 7 16.3 43 13.9
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Table 2 Analysis of influencing factors of HPV persistent infection [n(%)]
. _ ) Multivariable analysis
Variable Infected group Control group Monofactor analysis (P)
P OR(95%CI)
Age 0.030 = =
<30 20(6.5) 42(6.7)
31~40 125(40.5) 192(30.8)
41 ~50 125(40.5) 289(46.4)
=51 39(12.6) 100(16.1)
Menarche age 0.000 = =
<12 24(7.9) 24(3.9)
13~15 165(54.3) 415(66.6)
=16 115(37.8) 184(29.5)
The times of pregnancy 0.000 0.000 2.10(1.64 ~2.70)
<1 46(14.9) 128(20.5)
2~3 152(49.2) 397(63.7)
=4 111(35.9) 98(15.7)
First gestational age 0.348 0.002 1.39(1.13 ~ 1.71)
<20 44(14.6) 105(17.4)
21~25 168(55.6) 345(57.0)
26 ~ 30 77(25.5) 139(23.0)
=31 13(4.3) 16(2.6)
Abortion 0.001 = =
None 215(69.6) 453(74.2)
1 12(3.9) 54(8.7)
2 58(18.8) 82(13.2)
=3 24(7.8) 25(4.0)
Sexual frequency 0.000 = =
< | time per month 63(20.4) 55(8.8)
1 ~ 2 times per month 87(28.2) 208(33.4)
3 ~ 4 times per month 93(30.1) 183(29.4)
=5 times per month 66(21.4) 177(28.4)
Sexual hygiene 0.000 0.000 0.48(0.38 ~ 0.60)
None 142(46.0) 144(23.1)
Occasionally 124(40.1) 327(52.5)
Often 43(13.9) 152(24.4)
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