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HPYV genotypes in patients with condyloma acuminata

LU Xiao-ping', LI Ti-yuan’, DAI Yong’, TONG Qiu-sheng', XIONG Feng', LI Fang-juan', JI Hui', XU Xiao-
zhuangl( 'Department of Dermatology, *Research Center of Laboratory Medicine, Shenzhen People” s Hospital Affiliated to Jinan Universi-
ty, Shenzhen 518020, China)

Abstract; Objective To assess the prevalence of 11 HPV genotypes in specimens from 132 patients with
condyloma acuminata. Methods DNA was isolated from specimens including desquamate cells of sexual or-
gans, secretion or cervical condyloma tissues and used for PCR amplification. 11 types of probes for different
HPV genotype were used for hybridization to detect HPV DNA. Results After PCR amplification and hybrid-
ization, 123 of 132 samples were HPV positive, 9 were negative. After reverse dot blot analysis, the infection
rates of 7 high risk HPV genotypes(16,18,31,33,52,58 ,66) were respectively 31. 8% (42/132), 16.7%
(22/132), 6.8% (9/132), 4.5% (6/132), 13.6% (18/132), 12.9% (17/132) and 3. 8% (5/132),
while the infection rates of 3 low risk HPV genotypes(6, 11, 53) were 41.7% (55/132), 56.8% (75/132)
and 5.3% (7/132). For CP8304, it was 4.6% (6/132). 2 -5 different multi-genotype HPV infection was de-
tected in most of the patients. The multi-HPV-genotype infection rates were 31.8% (42/132) in two-type infec-
tion, 26.5 % (35/132) in three-type infection, 4.5% (6/132)in four-lylpe infection and 1.5% (2/132) in
five-type infection. Conclusion Patients with HPV infection showed a young age and multiple-genotype infec-
tion tendency. HPV 6,11,16 are still the important genotypes for condyloma acuminata.
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