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i E:BH ASHEARRELHGANLKBREFHPVIW THREEARALA B A4 5, FiE KK 3315 417 HM
B AR A RN IS SR & AT HPV R B o Rde ] s b 4 A A RAATRI AT, R HPV B AR £ 2 21.30%
(706/3 315) ,HPV MM & E &+ AFH R AL A £, 5 89.52%(632/706), HPV B E AR+ , AL —BE LA, & 72.66%
(513/706), =& gk e & 22.10% (156/706), 21 # HPV & & 34 A4 # , HPV & & & & # i 42 & 69 & HPV52(26. 77%0) .
HPV16(15.30%) . HPV58(15.01%), HPV 4& & & A # th & % & 49 2 HPV CP8304(11.90%) .HPV6(3. 68%) . 7 R S # #da
dotg HPV B8 45 A A £ F 220, >>20~30,>30~40,>40~50,>50~60.>60~70.>>70 % 7 ANF#HE P, 35 AH HPV &
FFE 5 A 21.62%(8/37),19. 26% (120/623) ,17. 66 % (220/1246) . 14. 88% (153/1028) ,16. 83% (51/303),15. 52% (9/58) .
30.00%(6/20) , &40 £ % Rt £ &L (¥ =10.019,P=0.124), % HBHHWE LR TH HPV B E 220 HLE £ — &
FhE L BRFEFRGY HPV A& L Z HPV52,16,58 & CP8304,
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Investigation on cervical HPV infection situation among 3 315 females in western Guangxi area
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Abstract: Objective To investigate the infection status quo and genotype distribution of human papillomavirus( HPV) infec-
Cervical exfoliative cells samples from 3 315 women were collected to

The overall
HPV infection rate was 21. 30% (706/3 315),in the females of HPV positive infection, the high-risk type infection was predomi-

tion situation among females in west Guangxi area. Methods

detect HPV genotyping with Cape flow-through hybridization. Then the results were statistically analyzed. Results

nant,accounting for 89.52% (632/706). The HPV infection type was dominated by single type infection,accounting for 72. 66 % the
double infection accounted for 22. 10% (156/706). The 21 HPV subtypes were detected. The high-risk HPV subtypes with high
detection rate were HPV52(26. 77 %), HPV16(15.30%) and HPV58(15. 01%). The low-risk HPV subtypes with high detection
rate were HPV CP8304(11.90%) and HPV6(3. 68%). The HPV subtypes were distributed differently at different ages. In 7 age
groups of<<20,>20—130,>30—40,>40—50,>50—60,>60—70,>70 years old, the infection rates of high risk HPV were
21.62%(8/37), 19.26%(120/623),17. 66 %(220/1 246), 14.88%(153/1 028), 16.83%(51/303),15.52%(9/58) and 30.00%
(6/20) respectively,showing no statistically significant differences among them (y* =10. 019, P =0. 124). Conclusion ~ Cervical

HPV infection are mainly high-risk HPV subtypes and single type infection in females of western Guangxi area. The HPV subtypes
with high infection rate are 52,16,58 and CP8304.
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1.2 a5l ARG & PCR &7 10 & L 2%
SR AN &I B )R A R R A R A R PTC-200
PCR 4" ## {4ty [ 25 E Bio-Rad 4\ i . Hybribio HB2012A [E
MRSy F R A AW B T R AR R AR A A,
EXPERT 16K-R & =5 3 ¥ vk B0 LI B Kb 1 8 RALER X
KHRAH,

1.3 Kk

13,1 ApAcRfE P73 L8 B0 40 W, 7T R B
TRl B 30 LS L e 5 3~5 P T IR 22 4% 04 TR A 45 Y Sk A
B AN R TE TR bR AR v 8 DR 3 L O AR B A

1.3.2 HPV RN RAIE A " HPV 3L 50 & 42 BOr
P-4 DNA, I F Hybribio HB2012A 2% 38 A i 47 % P4 43 78 4%
W, B2 " HPV 5L B R 43 G 03t 0] &R F 2k B 3
ARANG A A RFA I 21 A~ B0 09 HPV 3£/ L 45 15 Fh i
&7 . HPV16,18,31,33,35.39,45,51,52,53,56.,58.59.,66,
6856 FIL G % . HPV6.11.42.43.44,CP8304(81),

1.4 Giitsab s SR SPSSI3. 0 X $ 4 # 47 48 1+ Fi 4 #r .
TR R E 8RR R R o K5 43 T A [ 4F 5% 4[]
HPV W3R 2 5, UL P<<0.05 BEREASIT¥E L.

2 & ES

2.1 HPV BY RIEH S 3 315 il 4% T HPV FH
PR 706 ], SURYL RNy 21,30 % . Fo bR gL B 1 B Y A R
di e N B 89. 52% (632/706) , ok Y A% £ 78 b R e A B 1
10. 34 %6(73/706) » = A% fis T A Y IR G o B e A B9 9. 3524
(66/706), 706 fil HPV FH M %, LIS — W AR YL 5 3=, b
72.66%(513/706) , " H &Yy 7 22.10% (156/706) , = &
di 4.96%(35/706) , PUEE Y (5 1. 135 (8/706) , fi B e
0.28%(2/706), N E ML EIERFH K 1 #4054 0. 14%
(1/706),

2.2 HPVEARLEARFAEL  BTA R 21 F HPV 7 7Y 1 9%
i, HPV & fa W% &5 HPV B A #0889, 52%
(632/706) , 6 Hi He 491 458 i 4K ¥k HPV52(26. 77 %) \HPV16
(15.30%) \HPV58(15. 01%) \HPV51(10. 20%), HPV {&f&
W HPV B B 10, 34 % (73/706) , K ) Eb 161 456 78 14
J& HPV CP8304(81), B ZL 3N 11. 90% (84/706) , PRI
HPV W B 44 W35 1,

1 HAMK 706 fl HPV AR EHN TR 2 E2HER

gkl HEAEHEX 706 4] HPV PR EE N TR BEF 5 H1HER
HPV i %Y T 151 K G YR )

66 21 2.97

68 42 5.95

6 26 3.68

11 20 2.83

42 4 0.57

43 6 0.85

44 9 1.27
CP8304(81) 84 11.90

HPV i % YL BIEL () Y (V)
16 108 15. 30
18 55 7.79
31 28 3.97
33 22 3.12
35 4 0.57
39 68 9.63
45 9 1.27
51 72 10. 20
52 189 26.77
53 64 9.06
56 22 3.12
58 106 15.01
59 16 2.27

706 ] HPV B, 2 5 e R0 0 45 7 20 30 2 5 150, St
975 WA,

2.3 HPV PHEIER —RPMEZHE PR o mEN Tk
DU EY 21 Ffr W7 Y v, 4% I B R 43 DL B — R Y Oy 2, Hovp
HPV16,18,35,39.51,52,53,58.,66,68,42,44.,81 iX 13 Fji
R — R BT G 1 BB BT T 5000, R — R Rk Y H ) A
R HPVA2 16,18 F1 39 B, 4% 5 5 g A ¥y 75. 0%
(3/4).61.10% (66/108).60. 00% (33/55) ,60. 30% (41/68),
HPV59 .43 .45 B — BRI FF &3 19 bb ) e 41K, 20 01) o Jek e 40
1 12.50%(2/16),16.70%(1/6).22.20%(2/9) . 7F % g
e, = R = DL R A A R BB 6. 66 06 (47/
706), Z KU E TR R Y, TE ZFH G,
HPV52.58.,16.81 iy 8 e Bl % £ 43 5l 4 62.32.28.,28 f4i,

TEAEOL L 2.

k2 HPVETBEESE-—BERLMEERRH

MamERL ()]

HPV T.% e THUERR SEER L ait
16 66(61.11)  28(25.92) 14(12. 96) 108(100. 00)
18 33(60.00)  15(27.27) 7(12.73) 55(100. 00)
31 10(35.71)  8(28.57) 10¢35. 71) 28(100. 00)
33 10(45.45)  8(36.36) 4(18.18) 22(100. 00)
35 2(50. 00) 2(50. 00) 0(0. 00) 4(100. 00)
39 41(60.29)  20(29.41) 7(10. 29 68(100. 00)
45 2(22.22) 3(33.33) 4044, 40 9(100. 00)
51 42(58.33)  20(27.78) 10(13. 89) 72(100. 00)
52 106(56.08)  62(32. 80) 21(11. 1D 189(100. 00)
53 35(54.69)  18(28.12) 11(17. 19 64(100. 00)
56 8(36. 36) 6(27.27) 8(36. 36) 22(100. 00)
58 55(51.89)  32(30.19) 19(17.92) 106(100. 00)
59 2(12.50) 9(56. 25) 5(31. 25) 16(100. 00)
66 11(52.38)  5(23.8D) 5(23.8D 21(100. 00)
68 21¢50.00)  15(35.71D) 6(14. 29) 42(100. 00)
6 8(30.77)  13(50.00) 5(19. 23) 26(100. 00)
11 9(45. 00) 7(35.00) 4(20.00) 20(100. 00)
42 3(75.00) 0€0. 00) 1(25. 00) 4(100. 00)
43 1(16.67) 5(83.33) 0€0. 00) 6(100. 00)
44 5(55. 56) 3(33.33) 111D 9(100. 00)
CP8304(81) 43(51.19)  28(33.33) 13(15. 48) 84(100. 00)
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2.4 HPVEREHERSATFHN = HPV EEER (HE RN (" =10.019, P=0.124) ; 5 4F I Bt (0 w85 /5 B e R )L
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BB R AL B 2 B G i 8 L (f =10. 556,
P=0.103) ; & 4 % Bt i 16 B B g 24 19 & 2 [R] b5 22 S B 4e 3t
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40.571,P<C0.05),

N

3 335 BlEmM X T A EERER HPV BRESTIER
B ) Z A IEL () mERMER R ] RERBEREROD] & RERRARREOD]  BERRE(D]
<20 37 8(21.62) 1(2.70) 5(13.51) 13(35.13)
>20~30 623 120(19. 26) 20(3.21) 15(2.41) 156(25. 04)
>30~40 1 246 220(17.66) 26(2.09) 14(1.12) 259(20.79)
=>40~50 1028 153(14. 88) 16(1.56) 19(1. 85) 190(18. 48)
>50~60 303 51(16. 83) 9(2.97) 7(2.31) 67(22.11)
>60~70 58 9(15.52) 1(1.72) 6(10. 34) 15(25. 86)
=170 20 6(30.00) 0(0.00) 0(0.00) 6(30. 00)
it 3 315 567(17.10) 73(2.20) 66(1.99) 706(21. 30)
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16, 90% ., B fa B Y 84, 90% MYy K Hh X M R Y KNy
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