The Korean Journal of Pathology 2011, 45: 348-353
http://dx.doi.org/10.4132/KoreanJPathol.2011.45.4.348

Reverse Blot Hybridization AssayE 023t ZIX[H0IAO]
OI9E=ZHI0IHA SMHEO| BXE XA

Human Papillomavirus Prevalence in Gangwon Province Using Reverse

O|SA12 . ZIABI! - HEARK!
RIHHS! . ZIEfQ1 - Hints o e

Het! - ZEh? - SE3F - OBlIE" | glot Hybridization Assay
TcHt Hrimtsicyat iArsalatt

“SiNchetm 2 olnirtst tHalstml

Mo 420014 29259

71|xH$?_I 20119 6¢ 139

AR :

o] & 9

- 220-842 71t AS=A] v A 2] 234
At 2Axeteiel st
718} +82-33-760-2159

Fax: +82-33-760-2561

E-mail: hyelee@yonsei.ac.kr

Bl ey
£ 220-701 7FYE YFEA] LARE 162

QAL el mfey st 2ot
3} +82-33-741-1552

Fax: +82-33-731-6590

E-mail: abba@yonsei.ac.kr

*Dongsup Lee and Sunghyun Kim contributed
equally to this work.

AZARLE A AARCR ool WSt o T WA
2 G2 Yolils s 2 30 el WIS sl 2
90} AR AR o S5
i girks
AZZARL] 1 A AR el gl AT ARAZIEA

(Papanicolaou smear, Pap =EHAPE 7Hdstal avlb&9] Wy o
2 2a4 Aol WS 1o whe Aae] 32
58 PSR o] Tkt wlgo] A =i AAIHel of
$2 AR A8 A 2ol 5-840] ok oA 9
shilet 2050%0) w2 S HEo| Skt Bl slon
high-grade squamous intraepithelial lesion (HSIL)*f| tgt -2 iz}
=9} of| & (predictive value)Z} H 31%| 31 Q1a1, HBPA|EQE0] H]
3 Al (grandular lesion)out A191E(adenocarcinoma)o] tgk
AR ol X1374s1) 7] Z1gko] ofgiehe B Sief
ol-f-FEntold A (human papillomavirus, HPV)2] DNA ZHAl=

I

3

d

348

Dongsup Lee"” - Sunghyun Kim' - Sangjung Park' - Hyunwoo Jin' - Tae Ue Kim'
Kwang Hwa Park’ - Hyeyoung Lee'

"Department of Biomedical Laboratory Science, College of Health Science, Yonsei University; “Department of
Pathology, Yonsei University Wonju College of Medicine, Wonju, Korea

Background: Human papillomavirus (HPV) plays an important role in the development of cervical
carcinoma. Although there is a general agreement that high levels of HPV are related to cervical
cancer, the prevalence and distribution of HPV genotypes seems to vary by geographical region.
This study was designed to investigate the prevalence of HPV genotypes in Gangwon Province,
Korea. Methods: In total, 342 samples were examined by Pap smear and HPV-ID® reverse blot
hybridization assay (REBA) (M&D, Wonju, Korea). Results: Overall HPV positivity was 80.9% and
64.4% in women with abnormal and normal cytology by REBA, respectively. The five most com-
mon HPV types were: HPV 16, 53, 58, 56, and 33 in samples with abnormal cytology, and HPV
16, 53, 58, 70, and 18 in samples with normal cytology. Conclusions: The REBA can provide use-
ful data regarding prevalence of HPV genotypes. Gangwon Province showed high prevalence of
HPV infection in women. The most common HPV type in Gangwon Province was HPV16, and
HPV 53, 58, 56, 70 were frequently present.

Key Words: Human papillomavirus; Prevalence; Uterine cervical neoplasms; Reverse blot hybrid-
ization assay; Gangwon Province
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Reverse blot hybridization assay

REBA HPV-ID®= 119J8 0 2 ¢kl HPV 15316, 18, 31, 33,
35, 39, 45, 51, 52, 53, 56, 58, 66, [59/68]) U A&+ HPV 105—(6
11, 42, 43, 44, 70, 72, 84, [81/87) & & 25%2] HPV - 4AE S
A8k 4> Q)= B kito|ch(Fig. 1.

225 DNAS 530 & 3}0] REBA HPV-ID® kitof| A] A2l

(5]

Fig. 1. An example of reverse blot hybridization assay (REBA) analysis. (A) REBA genotyping index. (B) Examples of REBA test resullts.
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Table 2. Human papillomavirus (HPV) prevalence according to age

= 12l o= 180 (52.699°1aL, Bl S HRl 1627 474%) —
2 AQCLIS ™ ioal g ; :
(Table 1) 5+ ASC-US7} 6778(19.6%), atypical squamous cells cannot Cytological diagnosis py— —
exclude high-grade squamous intraepithelial lesion©] 375(0.9%), (n=162) (n=180)
LSILO] 50%H(14.6%), HSIL®| 30%5(8.8%) 12|31 SCC7} 127H(3.5%)°] . HPV HPV HPV HPV
ok Age n (%) negative  positve  negative  positive
Total 342 (100) 30(8.8) 132(38.6) 64(18.7) 116(33.9)
o x5 <20 2(0.6) 1(0.9) 1(0.3
HPV |EEZAL 20-29 26776 108 11382 5015 926
30-39 740216 7020 3204 1338 22(6.4)
Z ZAARK342E) Z 0PVl Tl 3.0 Bl 71dE Rl 40-49 127 (37.1) 1235  41(12.0) 31(91)  43(12.6)
v s N 50-59 76(222) 6(1.8 27(7.9 109  33(9.6)
247(72.2%)© OLL___E , 71 == B|AAF _6_‘1‘] 5\_@9_ =1 1624
27 87220001924, 1 & HP AlEsr - -e 60-69 2068 206 1029 309 515
5 131%8B809%)°] HPVOll A= SlaL, ¢ Alszsha] 2731 2kt >70 17 (5.0 206 1132 1(0.9) 3(0.9)
T == ys:] prage= R[]
1807 3 1169(64.4%)°] HPVO]| 3] “E]“E}(Table D, Values are presented as number (%).
Table 104 2 v]%AF @ AAF 2740] HJESFA AAA] = REBA, reverse blot hybridization assay.
Table 1. Human papillomavirus (HPV) infection profiles detected by reverse blot hybridization assay
HPV infection pattern (%)
Cytology n (%) HPV(+) (%)
H-S H-M H&L-M L-S L-M Other
Total 342 (100) 247 (72.2) 115 (33.6) 58 (17.0) 29 (8.5) 17 (6.0) 1(0.9) 27(7.9)
Normal 180 (52.6) 116(33.9) 48 (14.0) 25 (7.3) 18(5.3) 11(3.2) 0 14 (4.1)
Abnormal® 162 (47.4) 131 (38.9) 67 (19.6) 33(9.6) 113.2) 6(1.9 1(0.9) 13(3.8)

Values are presented as number (%).
2Atypical squamous or glandular and more.

H-S, high-risk single infection; H-M, high-risk multiple infection; H&L-L, high-risk & low-risk multiple infection; L-S, low-risk single infection; L-M, low-risk multi-

ple infection; Other, other type infection.
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Table 3. Type-specific human papillomavirus (HPV) prevalence in women with normal and abnormal cytology by reverse blot hybridization

assay
HPV type Normal Abnormal Abnormal cytology Total
cytology cytology ASC-US ASC-H LSIL HSIL SCC
High-risk 16 440115 42011 1282 5(1.3) 17 (4.5) 82.1) 86 (22.6)
18 102.6) 10 2.6) 3(0.8) 2(0.5) 5(1.3) 20 (5.3)
31 82.1) 82.1)
33 8(2.1) 13(3.4) 3(0.8) 103 4(1.1) 3(0.8) 2(0.5) 21(5.5)
35 2(05) 5(1.3) 103 103 2(05) 1(0.3) 7018
39 6(1.6) 5(1.3) 103 2(05) 5) 112.9)
45 4(1.1) 3(0.8) 2(0.5) 103) 7(1.8)
51 3(0.8) 2(0.5) 103 3(0.8)
52 5(1.3) 8(2.1) 1(0.3 4(1.1) 2(0.5) 1(0.3 13(3.4)
53 24 (6.3 24 (6.3) 7(1.8) 9(2.4) 6(1.6) 2(0.5) 48 (12.6)
56 9(2.4) 15(3.9) 5(1.3) 8(2.1) 1(0.3 1(0.3 24 (6.3)
58 12(3.2) 21(5.5) 82.1) 5(1.9) 7(1.8) 103 33(8.7)
66 3(0.8) 5(1.3) 2(0.5) 3(0.8) 82.1)
50/68 2(0.5) 4(1.) 2(0.5) 2(0.5) 6(1.6
Low-risk 6 5(1.3) 3(0.8) 2(0.5) 103 82.1)
11 2(0.5) 2(0.5) 103 03) 4(1.1)
42 2(0.5) 103 03) 3(0.8)
43 5(1.3) 103 103 6(1.6
44
70 129 129 5(1.3) 6(1.6) 22 (5.8)
72 5(1.3) 103 103 6(1.6
84 2(0.5) 5(1.3) 103 103 3(0.8) 7(18)
81/87 103 103 103 2(0.5)
Other type 143.7) 13(3.4) 82.1) 4(1.) 103 27 (7.1)
total HPV(+) 184(48.4)  196(51.6)  66(17.4) 3(0.8) 65(17.1)  47(124) 1589  380(100)

Values are presented as number (%).

ASC-US, atypical squamous cells of undetermined significance; ASC-H, atypical squamous cells cannot exclude high-grade squamous intraepithelial lesion;
LSIL, low-grade squamous intraepithelial lesion; HSIL, high-grade squamous intraepithelial lesion; SCC, squamous cell carcinoma.
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