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AgRE AEQA AA u8F v HIPAEZE B2 SRl A
HPV DNA chip AA] &4

Aok ook AL AN A5y, Teoheka ojstelet ehbgel ALelsy
OlgiA| - EE - 078 - YMF' - H22T . 0|42 0| R

B3 AR AEZ AAPE ASC-USE 987l S5l A FH 71%E HPV DNA chip ZAPHES o83t HPV
typeSs Yol ZATH HAL AFE vlwdle] vy HAE HP 3| M| Z(Atypical squamous cell of undetermined
significance) EAFE2] 229 1o} HPV DNA chip®] #8&4< Felstaat t¢ick

A7 W 12004 7€ 195E 109 3097HA] ALY ARl A Wdst S F AR XN A
Apoll A ASC-US AHE 2l 131799] A5 oo %Itk BE S HPV DNA chip (My HPV DNA chip®)
AR A S A 2 RS Aldetden, A o7 AAF 2 AN CIN 11 o] Ads Bl 7% 434
A& Agsta 2482 A A7S Selslith. HPV subtype 16, 18, 31, 33, 35, 39, 45, 51, 52, 53, 54, 56, 58, 59,
66, 685 ILAPTOZ 6, 11, 34, 40, 42, 43, 44, 10 AP OZ o] Z47H9] HPV ofF o] Ao 5-& H3th

A3} 199 HPV DNA A4S B 19d TS 51.1% (67/131)3 etk 2H 744 A3 CIN 11, CIN III,
CISZ ¥&7l &7} ¥ 12%o2 A4 AEZ AA] 54852 9.2% (12/131)0]1th HPV DNA 938 A
o2 BEFHE 6799 IS AP Ade FAol 317(46.3%), AHEEZEZvP} 15%9(22.4%), CIN 10] 117
(16.4%), CIN 117} 5%8(7.5%), CIN II7} 3'8(4.5%), CIS7} 278(3.0%)°1R 2™, 1 E = HPV DNA 449l A% t& 73
- 2ok o u9g Hwigo] wol WSk A B4tk 193 HPV DNA 42 A% 19E #Hues &
9 JE UAEE 8333%, S0l 52.10%E Uehton BAH0E fo3 A4S Yellthp=.0416).

ZE 1 ASC-USS| Az AT MEZ AAF AFE HR 352] AA]ol 9lojA HPV DNA chips ©]-&3 14E HPV
DNAS ZHAEL CIN 11 o9 193 HHFES d235tn Adsted =20 H1 1Y HPV DNA ZHALE WaAg
sto] B FTS AEH oz 2HAAE AFdske Ao] BHQS AALE U S CIN 1T o]de] 198 WHs
] WEste] A gdke v f8sit & Aolth

O
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FAgo] 1 v3

o2

B S HH A F(ASC-US), HPV DNA chip AAL 7%

A B o7 Huga gkl
27) Aa 735 cervical cancer)¥ HA W (pre-
AZARNe A NAHAoE T HAZ 71 B8 o cancerous lesion) & A o= AEAAZA AT Al
Aol Sh=oll A= F1H, Yo} vl oo v Z7 ZAAKPapanicolaou smear)= 1943'd Papanicolaou 5

A2 wo] WAshs o vid oF 5000% F=] o oJ3) A}ZAF o] Zthe] o] &g o] Ao He
Algto] WhAEl . 2 W ELS Q19 00,0008 T 1539 A, ARl 5o Ao g NEANR 7P de ARRE
I Qok AR A AR AT AF, 1A B

=EASY 120053 102 259 B A7IE efE A3 6-55%e] w2 AS4E
FAARE oGS, 425-707 A7 Al YT 1AF 516 (false-negative rate)©] A= A|7]% Aok

yHEta Y ARl - e N

MEZA AALe] YL EL Zo)|3 TF3AF]7] 93

A3} 1 031) 412-5978 - A% : 031) 4125067 122 AAe] AsdES 2ol RE8717] <13l
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tem (TBS)= A= ol Ag7d7-o] BB A
) FHKcervical intraepithelial lesion; CIN)S 1&g H]
A8 HPAFT| AN E(atypical squamous cell of undeter-
mined significance; ASCUS), ASFHEHZIY ®H
(low-grade squamous intraepithelial lesion; LSIL), 12] 1L
I 5HFHE AT W (high-grade squamous intraepithe-
lial lesion; HSIL)S.2 YL, 20013 322 7§49
TBSA WA vIAY HAAFANEE ThA] HA Y 1Y
A| 3 (atypical squamous cell; ASC)& S0l 2 AL8-317|2
31931 o] & ME3}ed ASC-US (atypical squamous cell of
undetermined significance)2} ASC-H (atypical squamous
cell, cannot exclude HSIL)Z H-RF3}4t) H143 HAA|
I #EEE AE7F RS A(reactive) v AU
(reparative) 3} Ths 1 A7) Y|k W AT
HH(SIL) 02 Adkar)olE u]iz‘s]. Aoz Hojga
Slo8 Qe 19 ATAR PR B 5
A7 ol 1 Feka H2] el Be =] Jloisk
T ASC- USE] 5ol A7) o] 944
7} g 297k 7] whEel B7149) AR 2
2 MEHEE A Ho] AukHol} dRo|E
CIN 11, CIN I = -8-WK(invasive cervical cancer) 52
/\}7] tq]_ro}] H]-E;Go] AZ 74/\].1:1}0 =
] or A F AL 9 Ao 27
7} A AldElE Alo] B diettal @ % S
18} 7 HALE BE ASC-US SAtoll A Aldah=
%_
0]

w3

R

e

o] BrislaL WAEZS] Ho] AR A

HTX]'-’] A, £

e .
A P18 ol ) S 3T
Aol Qo] QIf-FEHko] 2 2x(Human Papillomavirus;
HPV)ell ofgk 7o) 34129 kS dhvhs ARde] §)
HAU E}S

3(genotype) ] A
71X go] 3] WaHon o5 F 139 ofge] 245
AR B S Bee) dE AcE LAY
HPV-16, -18, -31, -33, -35, -39, -45, -51, -52, -58, -597}

82 39 AR 0|83 AFHRYAN A

‘Jrﬂdﬁ}. A7 85%01] EQ= ik
1=
U=

AR
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HPV-6, -11, -40, -42,
7&?38 {J:b\b]q] B 9]

o= 1}%178‘1‘%?.} 9ol oz A7ty
UM o] R H5E 1919 HPV Y] &4
e 202 A glo] AT EE HHPAL
3} 2pg 73Rk ky} 2|9 HPV AAP}

3 BT HPV DNAS ZAlEIE Wylez
HPV DNA hybrid capture II system©] &A| v]=2]3E2]oF
0 2 HE FE AEH|Z o] S o] 43 HPV HA}
9 &4 B3 ATt HaEe] gt o] WiEe A
AN} 7Fssthe A o] glon) o}8S & 4= git)

& o] ARYOR A2ec Hzo] /e HPY DNA
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chip A= polymeras chain reaction (PCR)Q ] 3l

¢ =& v g PV 249L g018 4= a1 Zkzhe]

o}g(type) 557+ (multiple infection) = —',Ll"j:fg E
£ 88 AR 2eiA 9ou old] B o) AT

A= obF uRlgk Aol o]l & AFelXE b
A% AERA AAVE ASC-USE B33 150l H
7Nl HPV DNA chip BAPHS ©]8-3ko] HPV type:
dobra 2A8A AL ARE Blalste] =go] Hal
ASC-US 3259 #x]¢]] 91014 HPV DNA chip 734+
T84S EstAt skqlch

AT Wy %

wﬂ

. oA

2004L4 79 195E 109 309714 AL A
13l A WLg S} T Al AT AEX AL
A P B E AR A EASC-US)Y] 2FHE B
ol 13199 FAES oz AT BE SAjol|A]
HPV DNA chip (My HPV DNA chip®) testS A|a}3}o]
HPV 2o 22 AT, H3E o] & BE SAjol) A
A A Ax 2 AL A]ﬁg—s}OdOrq A 34 A
A2 AN A CIN 1T o]Ae] AAE Hel AL 954
Al%&(Leep conization X3hHS Alddste] 22 At
A7E golatyey AFAE AEQ HAFE cytobrush
S} spatula s o] &30 EoA Al HAL A3t
2 71307 319t A AR AEA AAe HPY 7A}
Aol Aldekar, 223k Ak Als) 7+
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2. HPV DNA chip ZA}

HPV DNA chip AAFE 9319 cytoblushE ©]-&-3}od
A 745 NEE AFHSFHATE HPV oligonucleotide micro-
assay test= My HPV DNA chip” kitS AM&319ith. o
AAE E3te] 199 HPV o}l 16, 18, 31, 33, 35,
39, 45, 51, 52, 53, 54, 56, 58, 59, 66, 683 #1913 HPV
o}&0) 6, 11, 34, 40, 42, 43, 44, 709] ZFIH-Z A3}
Ak

AHE Al 7AR AELZEE DNA A

T%ulo]#)2:9] DNA AAIE My HPV chip® kit
o S FE8AS ARSI AFT A xy-
W AH 50°ColA 158 HESAIA 3,000
B3t & Azde A AT o]

T T o0 T1=E
2 o) 100% ethanol 1 mlE ¥l
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Ao 155

o] 14,000 rpmef] 53+ A4
100.0ul< PCR (Polymerase Chain Reaction)l
U AME A7) e Rl

2) Jlf-FEntolei DNA 55

PCR amplification<- Nested PCR **H-& A}8-5}5iTh ¢
fFrgatelg 2~y TS $13) A3 primere= MY09/
MYI11 (5-CGTCCMARRGGAWACTGATC-3’/5’-GCMCA
GGGWCATAAYAATGG-3")9}  GP5+/GP6+(5’-TTTGTT
A CTGTGGTAGATACTAC-3/5’-Cy3-GAAAAATAAACT
GTAAATCATATTC-3)9] F 7FA943L control 2A1B-glo-
bin primer (5°-Cy3-CAACTTCATCCACGTTCACC-3’/ 5’-
GAAGAGCCAAGGACAGGTAC-3)E AH&at4ith

HAAE 0.6 ml PCR tubeel] 5014 Ho] PCR Al #
ol] 99°Coll A 105, 4°Coll A 1087t HEX] 8} Pre-denatu-
rationdFS1tk. 10xbuffer (100 mM-KCl, 20 mM Tris-HCI
(pH 8.0), 2.0 mM MgCl) 5y, 2.5 mM dNTP 4pl, Taq
polymerase (5 units) 0.5p, 10 pmol MY09/MY11 primer
Z} 1.0u, template DNA SuE Egkste] s0p7F A
Stk FHE AAE 95°Col A 50%, 55°ClA 20%,

xS 29l
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Rt M HPV DNA chip ZAtel 784

2] 712°ColA 3024 40315 AlFSFATH9700, Ap-
plied Biosystems).

5 WA PCRS 935kl DNA template Sple} 10x
buffer 5.0, 10 pmol GP5+/GP6+primer 2t 1.0ul, 2.5
mM dNTP 4.0ul, Taq polymerase (5 units), 10 pmol GP5
+GP6+ primer 2+ 1.0uE XSt F sourt EA
SFATE DNA 532 94°CollA] 50, 55°CllA] 20%, 1
a1 72°CollA 20324 303]5 A383HATH9,700, Applied
Biosystems). PCR &-Zo] £ & 7} PCR A EL 2.5%
agarose geloll 5.00E 7|95 3}l image analysisE Al
&3} tHMultimage, BioRad).

3) Hybridization

42°CollA 5EZF HPV chipS warmingdtal F #A)
PCR A= 5.00E 95°CollA 5, 4°Coll A 5EZF vk
AlZ1 & Hybridization buffer (5xSSC, 0.1% BSA, 0.1%
SDS) 35u= A&t Hybridization buffere} &3
¥ PCR BAES 2 wellF 1 8A A 3717} E0171A)
UTE ZHAHA UL well S sealing tape 2 L5
she] S-S WAISE & 42°C 32 Ovenol| A 4417 E<F
hybridization3}1T}. WHS-5A] & EA-S A A 130
Al Sl A (2xSSC)Z SEA 23], AlF 5 B (0.2
xSSC)=2 54 23], MF 5 C (0.1xSSC)NA 5
b 13] AFstaL Aol WAjste 715 AASHATh

A. Single infection

HPV type 16 HPV type 58
B. Multiple infection

HPV type 16, 33 HPV type 16, 56

Fig. 1. Results of HPV DNA Chip test.
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4) Chip Scanning

Hybridization®] £ chip slide= Chip scanner= 2z}
9] probedl] AAEA=AE ARt Qlf-FFuto]g A
FAAES AA8ATKScanarray4000, GSI Lumonics)
(Fig. 1).

3 d7dne 24

1317 A2 7715
o], A&, HAAR, A5
AL A7 2Es A %—ir%d_xﬂ%% ol
Bl sglen A =44
O 9FAdAEM B e gl Ugke 85

FFAAEe] Aol Wty 225k WAt
A AgHve FA#RS & 7
(normal or reactive, flat condyloma, CIN U
Abet 871 o gE THFHAT(CIN 11, CIN 111, CIS)
EERNER Y

HPV DNA chip test A3} wje} 12 J
AT HITLE Hrdled), E%QEOJ*JLQ
n9ldT wE, 98T 2992
293 299 AR FEros

dm

= o0 B
52 24

sero

1, AYEFUATE AP dE7An A AT
Ao FEFFGoZ Aol5t9Ith HPV DNA type
o e SEAHS 45 272 HPV DNA types ¥
A A MERAS AlsTh
AFAvte] BA S 40 2= SPSS 12.0 for win-
dowsE ©]-83lY X2 testE AAISFFIL p-value”} 0.05
mrkel A$-E EAH o7 o3k Aolrt Qe Aeg
14
® 124
T 10
T
S 8
o
« 6
3
£ 4-
- HHH
=l alallll

7

PAARL 39.654(24-6641).2H, 13
& o]&o|y APHE A7} §le
SA7F AA FEe] gle o“l‘7]'
13] v‘i‘—‘ﬂ%ﬂ‘ o] 18%0I%L 23] FTH o] 621

7} 199, 43] o)) 2o 3it). B
tho] 12H o E 7 Bgton, xﬂ
W71 1979, Al e A iEnto] EAE 497 107
0]‘”3} 1279 A& H7 FER A, YA 11973

2 32 o
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N
-
o
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O

7ol holglek Aehons vRadel 159
o) 139, 20| 8701201, AFUAA) 87,

_‘F_,o?d F'I

?J% St o= 7897t 827, AT YRiol 2ol itk
V DNA type?] RITE K HPV DNA7} & 863] &

°1EJMJ% 71 % HPV-169] W=7} 133)(15.1%) = 7%
=okon thS-0 2 HPV-580] 113)(12.8%), HPV-56°] 9
3](10.5%), HPV-18°] 83)(9.3%), HPV-390] 63(7.0%),
HPV-527} 63)(7.0%)2] 2.2 Yepgon, o5 227
AL AspEE BFa) B Table 13} 2THFig. 2, Table
).

HPV DNA chip 23}
A Y] 443% 5 AAHOH, S el

O & 55.7%0| 1Tk HPV DNA chip 23} %
HPV typel] T $1F =0 we} £73)
ATE HOoZ 82%, AAFTIFAAT
91.8%2 UEREI, 11993 HPV DNA $4< I
FPATE AAHOZ 51.1% (67/131)F VERIA
(Table 2). ©=7+9) 9= 608 .2 82.2%, °|1F 74

S0

O
—

Fig. 2. Numbers of patients in-
fected with individual human pa-
pilloma virus (HPV) types. Each
type included single and multi-
ple infection. HPV-16 was the

Al

11 16 18 31 33 35 39 40 42 44 52 53 54 56 58 59 66 70

Types of HPV DNA
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most prevalent type in HPV-in-
fected women followed by HPV-
58, HPV-56, and HPV-18.
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StXtoll Al HPV DNA chip dAte| #&4

Table 1. Distribution of types of HPV DNA according to cervical histology

HPV* positive

Lesion PV
16 58 56 18 39 52 66 33 35 31 53 54 50 L-HPV' Total
Normal 6 4 5 2 3 4 1 2 3 1 1 2 5 39
Flat 1 2 3 2 2 2 2 1 1 1 4 21
condyloma
CINF | 2 2 1 2 1 1 1 1 1 1 13
CIN Il 2 2 1 1 6
CIN Il 1 1 1 1 4
cis’ 2 1 3
Total 13 11 9 8 6 6 4 4 4 3 3 3 1 1 86
(%) (151) (128 (105 ©3 (0 (70 @7 @7 @7 @5 @5 @5 (12 (128 (100)

*Human papillomavirus, = Low risk strain of human papillomavirus, ¥ Cenvical intraepithelial neoplasia, $Carcinoma in situ of cervix

Table 2. Comparison of histologic diagnoses and results of HPV DNA chip test

Flat

Normal CIN | CIN I CIN 1l cis Total
or reactive condyloma
N-HPV* 53 (91.4%) 4 (6.9%) - - 1 (1.7%) - 58 (100%)
L-HPV' 2 (33.3%) 3 (50.5%) - - - 1 (16.7%) 6 (100%)
H-HPV? 31 (46.3%) 15 (22.4%) 11 (16.4%) 5 (7.5%) 3 (4.5%) 2 (3.0%) 67 (100%)
Total 86 (65.6%) 22 (16.8%) 11 (8.4%) 5 (3.8%) 4 (3.1%) 3 (2.3%) 131 (100%)

*Atypical squamous cell undetermined significance, negative for human papillomavirus, ' Atypical squamous cell undetermined significance,
positive for low grade strains of human papillomavirus, i Atypical squamous cell undetermined significance, positive for high grade strains

of human papillomavirus

100
£ 80-
@
©
2 60
(o]
@
2 40+
€
5
Z 204 H

O T T |_| T ,_l T ,_l T /.

&  Flat  CIN1T CIN2 CIN3 CIS
condyloma
Histology

Fig. 3. The numbers of patients according to the his-

tologic results.
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3HOZ 178%E AAFoH, A5
Holz| gt} o]F 7] 7490
VA H+A S E 76

pratel

=

i

T—
I

UERA] eFokth

Z 27 A Aol 869(65.6%), HHEZL 2w}
7} 227(16.8%), CIN 10] 11%8(8.4%), CIN 117} 5%3(3.8%),
CIN 117} 4%(3.1%), CIS7} 3%(23%)°l.oH oA
g5 Z AAE A= YIATHTable 2, Fig. 3)
Z 13199 82} T 22734 A3 HSIL o]42] CIN 11,
CIN III, CISZ V& 327} & 29 o2 A3 AR A2
A A YSAE-E 9.2% (12/131)0]Ath

7} 2274 A9 1913 HPV DNA 23E #4131
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Table 3. Sensitivity of HPV DNA chip test for the detection
of cervical intraepithelial neoplasia Il or worse

High risk strains Pathologic diagnosis

of HPV+= DNA

<CIN'" | >CIN Il Total (%)

Negative 62 (52.1%) 2 (16.7%) 64 (489
Positive 57 (47.9%) 10 (83.3%) 67 (51.1)
Total 119 (100%) 12 (100%) 131 (100)

*Human papilloma virus, = Cervical intraepithelial neoplasia

Hel 244} A3 J

oM SAollom AHTLDEM ¢ FAL 68.2%
S/ 31.8%0103L CIN 1T ©)4e] nFPHTA M=
83.3%01At. &, ZHHAL 23 249 =T} S}
445 1913 HPV DNAS] HEEE T/18S ¢ &
AATE

HPV DNA 2402 E7H 5879 x50 24 7
Al Ails Aol 53W(91.4%) AHPTLIZvpr} 47
(6.9%) CIN III7} 1%8(1.7%)°] 1tk HPV DNA A&+
FIToE FFE 619 S5 2} A= A
o] 278(33.3%), HHZL 2k} 375(50.0%), CIS7} 17
(16.7%)°]1 2™, HPV DNA 1AW+ o g &7
g 6789 SAEY 2HHA Ade Aol 318
(463%), ABZEZr} 15%(22.4%), CIN 1] 117
(16.4%), CIN 117} 5%5(7.5%), CIN 117} 3%5(4.5%), CIS7}
29(3.0%)°1%itk. =, HPV DNA %AolwA 193+
HPV DNA 3¢] 4% t& Z-¢-Eoh 9 38iao]
OS @ol WAshs 43S HATHTable 2).

HPV DNA chip #AMd 12913 HPV DNA 4% 735
CIN 11 o]/d<] 1918 B tdt 7k s} Soled

gopr 7] 9iste] 24 AL A% ASHQ] (B RTRE
FAHARES T 5 e AN H T (normal or reactive,
flat condyloma; CIN 1)} =291 ZIAle} X857} B3k

FHHF(CIN 11, CIN TII, CIS) 2.2 3tk A¢

AT AE 913 HPV DNA FHEL 47.9% 24
& 52.1%0100H, TAFE AT ] 9 F HPV
NA GBS 833% SAHEL 16.7%0130th = HPV
NA 7A} Az} 31913 HPV DNA 94<1 739 19194

4 e NAEE 8333%, Solxe

4
ke
o

MU oot Rl

S g
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52.10%, FHHEL 47.9%, HSHEL 16.67%= VERS
o BAXCE Fo3% AIF}E YERItHp=.0416)

Z

ASCUSE HIAd M 3E7}F Hh-3-A(reactive) == AAYA
(reparative) H3} K U= LBX|TE SIL (squamous intraepi-
thelial lesion)®] 7]F-S 44 Ev AHOZ THE31A] X
e 498 SBIRiT) ASCUSE of2] 714 1919] oj
HstEA A5, A, SILOY SREE AL 1R A e
Uhe WistEA At 49S & F fle Ao, A
78 MER 2L 2-11%A e i’ el
= 24-84%2 O HIER B ok

FH FARES S W o2 QIf7F vlolg v} &}
TAFGY] a3 ARl YFHUT HPVE 43

soke] UF9 HFEES AoTIE ANPET AIE
e Qo PR 2l Ao Yt @A)

Z 134 o}o] Az 7% FF i
Az BEo] Qe AoE LAY HPV-16, -18, -31,
-33, -35, -39, -45, -51, -52, -58, 597} -68-& FF] A7
AR o) g AT AlF ARG M A uYPLo R
BR800 whd HPV-6, -11, -40, -42, -43, -44& A AT
[e]

A FEutels s A

of o] &H 1L Stk o] T PCRHS &
Ao 2] FHE QA A1 ZHA

ol 9] H39 7FsAdol lom vekek 1
Aeet7] ffste] 243 primers 2] Ho]

stofot stE g tiEke] HAE Agshe /gl ol
719l ofe# Aol St} In situ hybridization 2]
< IWE fFAsPAA AEye] SIS 14
HolB2 b 2% vt 7bestn & 5o
7} AR ot RIZFET}E oA Ao] Aol Hd
Jg] AR5 Hybrid capture system< ZJA} ¥Ho| kit
3} o] glof 7hs] Lol A A AAE HA A
& 4 qle Aol Slof 9ol Al HPV DNA A

tf

oy
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HPV-16, -180] Abg7d5<ta} 714 Waet
Aog 4#lA Slot. SkAYF HPV o139
H150] 2ol Kolal 9lom, o
HPV-16°] 7} e H=E A8,
HPV-31, -33, -35, -52, -580] AgAF-<3} #do] &
o] 8] At Hwang <] A7toll <ot 2470 9] gh=;
o418 AFOZ DNA chip FALE Al383E A3} A 3
212 44.8%91 41 HPV DNA A9l 237} gkon o)
34 WA S AP A E S 52.6%014 HPV DNA
¥l Ay} Ugktha ®Husdch wak A Fos
HPV-16, -52, -58¢] 7} E3lAl WA 121 HPV-16
2 A%, ASCUSS} HSIL (High grade squamous intraepi-
thelial lesion)®] ZA--o14 714 &35tk Park 59 B
o] oJspH Z A AN LSIL (Low grade intraepithelial
lesion) 2] AFE 191 34} 589 Z- 5070l A] HPV DNA
7} AEE 13.5%9] FHES UERIRa, AAHo=
HPV-160] 7P &3tk 1 the-© 2= HPV-18%} -58
9] ol Arar Basgitk” B AFNE & 131959
B2} F 737 9] St A HPV DNA o] Hepgtom
55.7%] YHER OE A= BIsE 23S Ve
o 714 &3 HPV DNA typeS HPV-162.8 49
15.1%, 7L TH&- 0 2= HPV-58 (12.8%), -56 (10.5%), -18
(9.3%)9] =02 Yelstth E3 CIN 1T o]4Fe] W]
Fold 293 WETdAME 18 AYstae BE 7
o4 HPV DNA ¥4 et oH, HPV-163 -589]
7V EsA BAE 7t 28.6%E AAsn.
ASCUS®] B A 73He] o] Qg#oR ofw)
7F SAY AL 97 B7] W] HEAR] AT AN
AERA AAZ PHdke Aol Lutzoln), spA|u 43

=
N F ABAE AT LS ALHUE BT

T o
2
o

r

X, 0
18 r
e
fru

d
g
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o
o
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5-13%9 4 CIN I, CIN I & A& 198 227358
HHo g BHE & 917] wfjFo 5] AR AL

o g QhE] o3& 4 lvhs A ok valt
Xl

5of Hato] ofshd, AgARA £ HAME ASCUSE
AP 11988 deg 24344 s Ale 23}

LSIL, HSIL %= 3849 A2 735 Hwlo] 23.5%C4 &2
S ATk B3l A ARAIER 7AAMIA ASCUSE
FHE 3¢ F7H4Q AApE 2esiga sk ®
AFAAME 13178 A7 73T AEZ AP ASCUSE
HQl 359 224 #AAF A3E HW CIN 11, CIN 111
9 CISZE R 198 HHe 37 F 1288
9.2%% UEPAOH, Lee 5-& ASCUSS] 2 AAMNA F
TE A AT o]3F ol AT 48T F 9o
o 18.8%Z AAIFTRAL SHTE" wEbM ASCUSE] )
o YoM TS 217 §7] 93 A Ast A
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The efficacy of HPV DNA chip test in the atypical squamous cell of
undetermined significance

Won Sk Lee', Jong Taeg Park', Gi Heon Lee', Seog Ju Seong',
So Eun Jung?, Nak Woo Lee?, Kyu Wan Lee?
Department of Obstetrics and Gyneco/ogy’, Samsung Cheil Hospital and
Women's Healthcare Center, Sungkyunkwan University School of Medicine,
Department of Obstetrics and Cv)/necologﬁ College of Medicine, Korea University, Seoul. Korea

Obijective : This study was performed to investigate the efficacy of DNA chip method for detecting and genotyping of human
papillomavirus (HPV) and screening of high-grade CIN (cervical intraepithelial neoplasia) or invasive cancer in the patients with
atypical squamous cells of undetermined significance (ASC-US).

Methods : This study was based on 131 cases to be revealed ASC-US by Pap smear for the cervical cancer screening from
July 2004 to Octorber 2004. They were evaluated by HPV DNA chip test, Cervical colposcopy and directed biopsy, and cone
biopsy. The results of type 16, 18, 31, 33, 35, 39, 45, 51, 52, 53, 54, 56, 58, 59, 66 and 68 in HPV DNA chip test were categorized
as high risk HPV. We evaluate the detection rate of the high-grade CIN and invasive cancer by HPV DNA chip test.

Results : The incidence of high risk HPV DNA was 51.1% (67/131). Twelve of 131 (9.2%) were diagnosed as high-grade CIN
or CIS on histology. The detection rate of high risk HPV DNA in high-grade CIN and invasive cancer was 83.3% (10/12).
The detection rate of high risk HPV DNA was 36.0% (31/86) in normal or reactive, and 83.3% (10/12) in CIN Il or above on histology.
Higher the grade of biopsy, more the detection rate of high risk HPV DNA by HPV DNA chip test.

Conclusion : The use of HPV DNA chip test in patients with ASC-US may be useful in detection of high-grade CIN or invasive
cancer.

Key Words : Atypical squamous cells of undetermined significance (ASC-US), HPV DNA chip test, Uterine cervix

332



