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ABSTRACT Objective: To investigate the infection status, gene subtype and age distribution of female HPV in Wanzhou District of
Chonggqing area from 2015 to 2018. Methods: A total of 1203 women who were carried out two cancer screening in Wanzhou District of
Chongqing and checked in our hospital from January 2015 to December 2018 were selected. HPV infection status were detected by PCR
reverse dot blot, and the infection status of HPV in each age group, the subtype of HPV infection gene in each age group, and the HPV
single infection and multiple infection in each age group were analyzed. Results: There were 457 cases of HPV infection in 1203 women
who were tested by HPV, and the infection rate was 37.99%. Among them, less than 30 years old were 35 cases, and the infection rate
was 36.84%, from 30 to 39 years old were 117 cases, the infection rate was 37.74%, from 40 to 49 years old were 120 cases,the infection
rate was 35.82%, from 50 to 59 years old were 127 cases, the infection rate was 37.46%, greater than or equal to 60 years old were 57
cases, the infection rate was 45.97%. There was a significant difference in the infection rate of HPV between different ages (P<0.05).
There were 635 HPV infection genes in 457 patients, there were 568 high- risk infection genes, accounting for 89.45% of the infection
genes, and 67 low-risk infection genes, accounting for 10.55% of the infection genes. The number of single infection was 333 people, ac-
counting for 72.87% of the total infection. Among them, there were 301 people with high-risk single infection, accounting for 65.86% of
the total infection, and there were 32 people with low-risk single infection, accounting for 7.00% of the total infection, the number of
multiple infections was 124 people, accounting for 27.13% of the total infection. Conclusion: The infection rate of HPV infection in
women in Wanzhou District of Chongqging from 2015 to 2018 was 37.99%, and the highest rate of HPV infection is in women with age

2 60 years old, high-risk infection and single infection are the main types of infection.
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F 1 BENFERE HPV BERE R TR 547 [n(%)]
Table 1 Analysis of HPV infection gene subtypes in different age groups[n(%)]

Gene subtypes <30 years 30~39 years 40~49 years 50~59 years 2 60 years Total

High-risk infection
genes(n=568)

16 32(28.07) 64(27.95) 51(30.91) 19(25.00) 12(23.53) 178(28.03)
18 6(5.26) 16(6.99) 13(7.88) 3(3.95) 3(5.88) 41(6.46)
31 6(5.26) 6(2.62) 3(1.82) 7(9.21) 3(5.88) 25(3.94)
33 3(2.63) 13(5.68) 6(3.64) 7(9.21) 3(5.88) 32(5.04)
35 3(2.63) 3(1.31) 0(0.00) 1(1.32) 0(0.00) 7(1.10)
39 6(5.26) 13(5.68) 13(7.88) 0(0.00) 0(0.00) 32(5.04)
45 3(2.63) 3(1.31) 6(3.64) 0(0.00) 3(5.88) 15(2.36)
51 0(0.00) 4(1.75) 0(0.00) 0(0.00) 4(7.84) 8(1.26)
52 6(5.26) 22(9.61) 13(7.88) 10(13.16) 3(5.88) 54(8.54)
53 3(2.63) 16(6.99) 10(6.06) 3(3.95) 0(0.00) 32(5.04)
56 3(2.63) 3(1.31) 6(3.64) 3(3.95) 0(0.00) 15(2.20)
58 15(13.16) 32(13.97) 29(17.58) 6(7.89) 7(13.73) 89(14.03)
59 3(2.63) 5(2.18) 0(0.00) 0(0.00) 0(0.00) 8(1.26)
66 3(2.63) 3(1.31) 3(1.82) 4(5.26) 0(0.00) 13(2.05)
68 6(5.26) 6(2.62) 3(1.82) 2(2.63) 2(3.92) 19(2.99)

Low-risk infection

genes(n=67)

6 6(5.26) 7(3.06) 6(3.64) 3(3.95) 3(5.88) 25(3.94)
11 3(2.63) 13(5.68) 3(1.82) 3(3.95) 3(5.88) 25(3.94)
42 2(1.75) 0(0.00) 0(0.00) 0(0.00) 1(1.96) 3(0.47)
43 2(1.75) 0(0.00) 0(0.00) 0(0.00) 1(1.96) 3(0.47)
44 0(0.00) 0(0.00) 0(0.00) 0(0.00) 3(5.88) 3(0.47)
81 3(2.63) 0(0.00) 0(0.00) 5(6.58) 0(0.00) 8(1.26)
Total 114(100.00) 229(100.00) 165(100.00) 76(100.00) 51(100.00) 635(100.00)

2 BENEWRER HPV B—RRIE BRIER (%)
Table 2 Single and multiple HPV infections in all age groups[n(%)]

Types of infection <30year(n=35) 30~39year(n=117) 40~49year(n=120) 50~59year(n=127) > 60year(n=57)
Single infection 26(74.29) 85(72.65) 98(81.67) 89(70.08) 35(61.40)
High-risk single infection 23(65.71) 79(67.52) 79(65.83) 86(67.72) 34(59.65)
Low-risk single infection 3(8.57) 6(5.13) 20(16.67) 3(2.36) 0(0.00)
Multiple infections 9(25.71) 32(27.35) 22(18.33) 38(29.92) 22(38.60)

3 Wik R TS 225 AR T UL PR A R A ORI
SR, B SR R A R G HPV R, Hs ey HPV
BRI E Y B AR LR ISR B RN RS SR F B N R L MR HPV AR L,
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