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Correlation between the genotypes and clinical symptoms of human papilloma virus in
male outpatients at STD clinics
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[Abstract] Objective: To investigate the distribution of the human papilloma virus ( HPV) and its genotypes in the male outpa—
tients at the clinics of sexually transmitted diseases ( STD) in Changshu and analyze its association with the primary clinical symptoms
so as to provide some evidence for the prevention and treatment of HPV infection in men.  Methods: We collected exfoliated cell sam—
ples from the external genitals of 602 male outpatients at the STD clinics in Changshu from February 2016 to February 2018, extracted
and amplified nucleic acids from the samples, and detected the HPV genotypes using the gene chip technique. We performed statistical
analyses on the types of symptoms in clinical diagnosis and their correlation with the genotypes of HPV using the chi-square test. Re—
sults: The HPV positive rate in the male STD clinics was 48.2% , of which 47.2 % fell into the low—risk type, 30.0% with multiple
infections. The main genotypes included HPV types 6, 11, 39, and 52, and the main HPV-related clinical symptoms were verruca
(43.1%) and erythra (41.0%) . Low-tisk types 6 and 11 accounted for a significantly higher percentage than the high-risk types in

the verruca patients (60.0% vs 15.0% , , P < 0.05) , but showed no statistically significant difference from the latter in the erythra
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patients (38.7% wvs 38.7% , P > 0.05) . The incidence of low-risk infection was remarkably higher than that of high—isk infection in

the acrobystitis and balanitis patients ( P < 0.05) ,

while the high—isk types constituted a markedly higher percentage than the low—

risk and high—and low—risk mixed types in the asymptomatic men at physical examination ( 84.6% vs 0.0% and 15.4% , P < 0.05) .

Conclusion: The HPV positive rate was as high as 48.2% in the males at the STD clinics in Changshu, and the main infection type

was low—risk genotype single infection. The clinical symptoms of low—risk infection were mainly verruca and prepuce balanitis, and the

high—risk type was mostly asymptomatic at physical examination.
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Table 1. Prevalence of HPV infection in the male outpatients at

the STD clinics

Infection type Cases, n( %)

Low-risk genotypes

Single infection 131(45.2)
Double infection 6(2.1)
High—risk genotypes
Single infection 72(24.8)
Double infection 11(3.8)
Triple infection 1(0.3)
High—and low-risk mixed genotypes
Double infection 44(15.2)
Triple infection 17(5.9)
Fourold infection 6(2.1)
Fivefold infection 1(0.3)
Sixold infection 1(0.3)

A2 MsAISF R HPY AR A S
Table 2. Distribution of HPV genotypes in the male outpatients
at the STD clinics

HPV genotype Cases detected, n( %)

Low-risk genotype

6 131(31.9)
11 64(15.6)
40 8(1.9)
42 7(1.7)
44 5(1.2)
43 3(0.7)
55 3(0.7)
57 2(0.5)
54 1(0.2)
High—risk genotype
16 17(4.1)
39 21(5.1)
52 21(5.1)
66 19(4.6)
58 16(3.9)
56 15(3.6)
68 15(3.6)
51 12(2.9)
53 10(2.4)
18 8(1.9)
59 8(1.9)
31 6(1.5)
33 6(1.5)
67 5(1.2)
35 3(0.7)
45 3(0.7)
73 2(0.5)
Total 411(100)
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2/13) (x> =13.001,P <0.05) , FEHEP L5 K 16+
18 #l. AFBACAE ARG L] (47. 2%) & F e fE Al
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Table 3. Clinical symptoms of HPV infection in the male outpa—

tients at the STD clinics

Clnieal symptoms HPV infection Age
(%) ()
Verruca 125 35.9+12.0
Low-risk genotype 75(60.0) 36.1+11.6
High—isk genotype 15(15.0) 32.7+10.9
High—and low-risk mixed genotype 35(28.0) 36.8 £13.4
Erythra 119 34.7+9.6
Low-risk genotype 46(38.7) 36.5+9.6
High-risk genotype 46(38.7) 33.5+7.9
High—and low—risk mixed genotype 27(22.6) 33.7+ 11.8
Prepuce balanitis 25 33.1+12.8
Low-risk genotype 14(56.0) 30.8 £14.1
High—risk genotype 8(32.0) 32.5+9.2
High—and low-risk mixed genotype  3(12.0) 45.3+11.0
Urinary tract infection 8 34.4+7.8
Low-risk genotype 2(25.0) 33.0+11.3
High-isk genotype 4(50.0) 33.3+6.7
High—and low-risk mixed genotype  2(25.0) -
Asymptomatic/Physical examination 13 33.9:9.0
Low-risk genotype 0(0.0) -
High—isk genotype 11(84.6) 33.7+9.0
High—and low-risk mixed genotype  2( 15.4) -
Total 290 35.0+10.9
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