BHEZEER 20184 4 A% 15 %% 8% Lab Med Clin, April 2018, Vol. 15, No. 8 « 1143

- it = . DOI:10. 3969/j. issn. 1672-9455. 2018. 08. 027
BRI L EMAILLRBRE HPV52/58 BRI AE

(W ERFBFTELILEFCEREEF 610031)

B OE.HEN THRAERE B THEmIAILKKERSE(HPV)52/58 & B 0L R4 7 AT R FIR
¥, HiE REZHRRLBRTHMLE @R, R HPV A B 5 & kb HPV52/58 B 3 £ F b4 /e & 3
BMX ., R HPV52/58 2K HPV &AM R L a4 3 a9 A WA, HPV52 HPV58 B &£ 455 4 4.91%
Fm 2.46% , HPV52/58 Bk R ERBSFHM L F A %5 E L (P<T0.05), LA M A B F Z0% 58 52 <20
H Fo=60% ;HPV52 fo HPV58 £ — R 5 R F 8B HE 5 7 A 30~<50 % 42 30~<60 ¥ ,HPV 52-F & & b
B g R AL =60 % 3 (3 P<<0.05) , HPVSS 4k & AL A B 4 R <720 % & T AL 8 (3 P<T0.05),HPV52
RHLH 16.58.81.53.51 Mm% E R F HPVS8 k%5 52.16.81.53.51 Mm% T & FE., it HKBAGTHE
EERNALEH LS HPV52/58. 3% & 5 R LW e HEIFE AL HPV52/58 & % 12 A . A 2 B A%
HPV % % %,

4R A 5L Sk R B R

FEESES:R711.74

PR AR R R
NERE.1672-9455(2018)08-1143-04

Bk, HPV52/58;
XEPRERD A

Investigation of human papillomavirus HPV52/58 infection in women in Chengdu area
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Abstract ; Objective To investigate the prevalence of human papillomavirus HPV52/58 infection in female
cervical exfoliated cells in Chengdu area, and to provide epidemiological evidence for HPV52/58 infection.
Methods The female cervical exfoliated cells were collected in Chengdu area. The HPV52/58 infection rate,
age characteristics and infection patterns were detected by HPV genotyping. Results HPV52/58 is in the top
three in Chengdu, HPV52, HPV58 infection rates were 4. 91% and 2. 46 % , the infection rate of HPV52/58
was statistically significant difference in different age group(P<C0.05),HPV52/58 had two infection peak age
which were under 20 years and more or equal to 60 years old, HPV52 and HPV58 single infection age were
30— <50 and 30— <C60 years old, HPV 52-high-risk mixed infection rate was the highest in more or equal to
60 years old(P<C0. 05) ,low risk HPV58-mixed infection rate in less than 20 years old was higher than that of
other age(P<C0. 05),HPV52 was the most common with 16,58,81,53,51 the combination of multiple infec-
tions, HPV58 was most common with 52,16,81,53,51 combined into multiple infections. Conclusion In our
country,it is necessary to take into account the HPV52/58 vaccine, to strengthen the high-risk age women cervical car-
cinoma screening and the use of HPV52/58 vaccine in order to effectively reduce the rate of HPV infection.
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