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Study on the distribution of high-risk human papillomavirus gene subtypes in female
physical examination population in Chongqing”
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Abstract:Objective To investigate the infection of high-risk human papillomavirus (HPV) and the dis-
tribution of genotypes in women from health checkup in Chongqing. Methods Real-time fluorescence quanti-
tative polymerase chain reaction (PCR) assay was used to detect the high-risk HPV DNA of 2 062 women
from health checkup. Results The infection rate of high-risk HPV in 2 062 women from health checkup was
14.21% (293/2 062). Among them., single infection, double infections and multiple infections accounted for
80.55% (236/293),16. 38% (48/293) and 3. 07% (9/293) of the total infection people, respectively. The
most common genotypes were HPV52 (3. 20%,66/2 062), HPV16 (2. 09%,43/2 062), HPV58 (1. 94%,
40/2 062) yand HPV51 (1.50%,31/2 062). Classified by different ages,the prevalence of high-risk HPV was
highest between the 20—<C30 years old, which the infection rate was 17.89% (51/285). Followed by 60—<C
70 years old (15.09% ,8/53),50—<C60 years old (14.68% ,48/327),30—<C40 years old (13. 64 % ,102/748).
In addition,the four age groups 21—<(30,31—<C40,41—<50 and 51 —<C60 were the most common HPV52
infections. Conclusion Single type infection is the most common type of high-risk HPV in the women from
health checkup in Chongqing, and HPV52 is the most common genotype. There are statistically significant
differences in the positive rate and subtype distribution of high-risk HPV in different age groups.

Key words: high-risk human papillomavirus; real-time fluorescence quantitative polymerase chain reac-
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2. B4 NIk, B E 200 ZRORE Y HPV
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HUARTT DL e —Fh HPV 5 3 [7] B & e &2 A 1
A I ARSE HPV JE G 5 [RIR 25 1T 4k o — Jak
WL EIRPES . fE HPV M LM, A 20% ~
40 % 2k g 2 B ) HPV J& et 56 F &
5B R L R SEAFAE S . A SCRRC7-9 ] HRGE
HPV ZHE L S EHHR T ZMAAEEEVN LR,
2 R e T HE R SO AR R SR M R R R R .
AN HPV 1Y 2 5B 5 8 80 AN A7 7E . 35 4
KN I, HPV 2 B I %k A A AL PR AR | 1X 43
B — R AR S L R L AU KU T L3R T AR
RO PFAL DL B 3F 45 b XA & 5P & A &
SR X, W IE S HPV R YL C Rk 10 B B 98
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X H R HLIX 2 062 FIARK: A& A HPV By 1%
O A FE PR B 43 A 1 O R AT R L S MR A HE HPV
JE Y (1% T B AR AR A
1 #ENEFE
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) 80. 55% (236/293), X EEJ&R YL 48 . 5 = f@ Y
HPV BB E 16, 38 %6 (48/293) , g [ A g e =
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(n) (n) (n) (Y]
HPV52 60 5 1 66(3.20)
HPV16 22 15 6 43(2.09)
HPV58 37 3 0 40(1.94)
HPV51 24 7 0 31(1.50)
HPV39 20 8 1 29(1.41)
HPV68 18 0 0 18(0.87)
HPV56 13 0 0 13€0. 63)
HPV18 7 5 0 12(0.58)
HPV59 9 0 0 9(0. 44)
HPV66 8 1 0 9€0. 44)
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HPV33 6 1 0 7(0.34)
HPV31 5 2 0 7(0.34)
HPV35 3 1 1 500. 24)
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HPV45 1 0 0 1(0.05)
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<20 1 0 0 0 0 0.00
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HPV52 K R 5 5 s R % i HPV16 K
Fhewm ok HPV52 Fl HPV58; LIU 2 §f 5% &
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SR REAS A D 25 ST REATAE — RE B D 17
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SO, T T g8 i e s R — B
20~<C30 % ,30~<{40 % ,40~<50 % f 50~<60
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FER M, W OR T 2 E S, B, L g
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A BB AL R AR HPV IR YL
4 % e

ML X 2 AR K AR R fE A HPV DL — gk
Yoy E L, HPVS2 RURYL B Jy % UL, AN [A) AR 0% B iy &
fET HPV JEYe 2R e W B 43 A A7 46 W W 22 5%, 17 72 300
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