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The Prognosis of the HPV Infected Cervical Lesions after Followed-up for a Long Term
O Jou (Department of Gynecology and Obstetrics, Saitama Medical School, Moroyama, Iruma-gun, Saitama
350-0495, Japan)

Objective: HPV infections are very common in women, only very few develop clinically relevant dysplastic lesions
or even cancer. Some infected cases experienced spontaneous regression, and some showed persistent infection.
On the other hand, cervical dysplasia that displays a certain persistent process from the normal to tumorigenic state
in the tissues, is a precancerous lesion on the histopathological viewpoint. Unfortunately, long-term follow-up cases
on HPV-infected uterocervixes are limited. In this study, patients with cervical dysplasia were monitored with the
attempt of detecting the continuous changes in cervical lesions. Furthermore, treatments for the HPV-infected cases
in progression group were attempted and progresses in these cases were observed. Materials and methods: We
examined 573 women aged 16-81 who visited our Department of OB/Gyn between April 1992 and October 2002 for
Papanicolaou Smear Testing and HPV examination. All the patients were divided into 3 groups. Progression group
includes patients with developed process of cervical lesions, which were from smear =< Class II to mild dysplasia,
or from mild to severe dysplasia, or from dysplasia to carcinoma in situ. Regression group consisted of patients
with regression, or reducing from dysplasia to smear = Class II or from severe to mild dysplasia. In the dysplasia
cases, patients whose lesions persisted in one stage were classified in persistence group. Results: Of 206 women
who were followed-up for 2 years, 118(57.3%) were HPV-positive. Among these, the numbers of the three groups
were 56(47.5%) in regression group, 35(29.6%) in persistence group, and 27(22.8%) in progression group. Among
29 women infected with HPV-16, their distribution in the three groups were 5(17.2%), 12(41.4%) and 12(41.4%)
respectively. Eighty-eight (42.7%) cases of 206 women were HPV-negative and their distribution in the three groups
were 57(64.7%), 26(29.5%), and 5(5.7%), respectively. Of the post-operation cases, 16 were followed-up and their HPV
persistencies were reevaluated. Within these 16 cases, 14 were turned out to be HPV-negative and got a smear =
Class II. Conclusion: The results confirm an important pathogenic role of high-risk-types HPV infections in cervical
dysplasia as well as in cervical cancers. After an effective treatment, HPV-positive cases have a strong tendency of
negative conversion, and most of them have an HPV-negative report and normal histologycal findings finally.
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HPV: human papilloma virus, PCR: polymerase chain reaction
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FDEI~ETD6DIE Y A )V ADTRE 0, TR s
ZHEHITSEAZI—RL, FICE6LENEEFIEF
SR CREGINICHBL LT, SRR OMERFICA TR
TREZRI-LTCW5. BB, E6EE7EHZin vitro
Tt MO ERT LS B2 &%, p53°RB%
VE 2 $a I HEE T L binding T X % & E¥"REETF D
RN ENZR UG T2 E"OIEHDH 5. BITE
¥ T, HPVERN =3 LR R S8 5 &
SHHLIZE SN TWARWA, E6LETEIE T FEHMEIC
BTG LTWA T ERIEFEREWENEEZLNT
W3,

UL LS, HPVO RIS S 2 yE 2R 5L
oLV a sy, HPVORRE NS T FEEE %
FIET B DTIE7E L, HPVA EHIRIGIE U 704k
LN D o720, EHIBGSE I SRS OFIEN
BWERE LT ZMEDEEINTVEY, WFNELE
HIicblzb 7 a—7 v TENTIERIN DT, HPV
EREOFEM AR EN TR EZ M T 2132 TH
%. Katajab' [FHPVZ6 / 11, 16 /184, 31 /
33D IFELAIC 77\ TIEBID T4 Mt L, 16 18%!
Ahigh risk?, 31 7 334! Hdintermediate risk®Y, 6
1D low risk I TH 5 LHE LT3, BSY 1F
TEHEMTZICHPVIORIDENICEL FRd 5 &, I
BEASEE RS BB T EBME LTV 5.

—), TEHEOHBY TRE Z VR ERANED
R EIC OV TIE, TEkD & T EHE LR RO T
MR HE5E Ui ERAVE R rsEfi oo i) %
L, BERIEK, THHEEEER, @ERERO%
ERMERR T, Zrhnvihic Bz iEicEfT Lz, BB
ROBHTHEICHRIBE LIz DT 52 &, —i%
KR ENTVWEHIETH S, T, LENENBH
R TERIRE DT ET B L OEZ L BIETH &
STW5.

Z T T, HPVIEG B8 b NI ERZ24ELL EDE
WicblzoT 741 —7v 7L, HPVIEGS, 1= 350
FUERONE Urisht, FRoeht & ErTRE) S HPVOY
EZBIEL, HPVIER L TV B T BB 25 DR
B EME Uz, BEICHPVIRYERID 5 B, T
DB RA, ZDHOHPVOE & HEwmE D2
B LTz,

HRAT < E

1, X5

1992454 H /7 520024E10 7 £ TOMIC,  Hibsl 2 e i
MTYEHERA Y —=27 CBIRERE) %%
1e1%, HNE N THEEERRZAA B R im NFHC
2IEMRFL T HE U TR Z2 R Uiz, Z ORERID
WHPVI & % L EBE IS CH -T2, K, 1=
HIBIRTAE - PO EHE Z R Wz, ZON2ERLL E
TAa—7 vy S TERIERZ2060 TH Tz, ZDH

b

2Rz & U T T - Te A& 5k MiieE2, )V R Ao
Y—, HWil#2, HPVIRA TH -7z Mgz 7o X
NE Tz E ANV RAAC—DIRT, BEREK
DUEEMIRERZ & )V R R a¥— I HWBGRS 2083717
S, TAu—7 v TOREE, MiaETr I ANK
TOYN—TFHEIC 1R, BEREEOTIV—TEF
EIC 1 [al, FREERE - @ERIERO Z)V— 7133 H I
1RIOFRTT+u—7v 7L, EEN#ELEESBIC
BB L 7 A 1o —7 y Tk Uz,

2, HPV DNADHH /51

A4+ 7> (Medscand Medical AB(Sweden) tt
) 1T X %M IEEZ FH A oD B ERRE 1 ¥t i el oD — 8
ZHMRRTEEER (10 mM Tris-HCI pH 8.0, 150 mM NaCl,
10 mM EDTA) 1mlic & L T, WY % £ T4 C TR
7 U7z. DNAEHAEAKRLE LTHFET S 70X T
7 n[is{e 9 %SDS (0.1% ) & & H 77 fif ¥ ZFproteinase
K (20 pg/ml) 7 hn zZ, % L65 °C, 90 minflL Bf
Uiz, 7z /—)ViliiZl1E, 7 /—)b/7aask
VL Z 1R T L, EEEZZE S BDNAD SR
£ L7, 5N 7=DNAIXTE (1 mM Tris-HC1 PH 8.0,
1 mMEDTA pH 8.0) TiAfi# L, PCR template DNA&
L T4 CTRIFL .

HPVODOE6, E7fHIEZ RFilD X 5 IC#RE L Fzprimer%
A, denature -95°C 1 min, annealing -57 °C 1 min,
extension -72 °C 1 minic & & L, 35 cyclesCTPCR%
otz
(primer HPV E6U: 5-TGTCAAAAACCGTTGTGTCC,
primer HPV E7U: 5-GAGCTGTCGCTTAATTGCTC) "
3, HPVORIRIHE 51k

PCRIEY) 5ul 2 15% 77 1 — A7 )b, 1XTAE
bufferic T & <Pk @) Z 17V, ethidium bromide% £
%, 320 nmOUVIE S IC CH B R L 7z, [ E
W & i BR % 25 W % BIRELP (restriction fragment
length polymorphism), X 7z (&Perkin Elmer Applied
Biosystemsfl @ 310 Genetic Analyzer %= H \» T PCR
direct sequencei%ic X © HPV genotype’® & L 7=.

4, T EHATIRZZ O RINHER D%

2ERILL T + 1 —7w 7T & 722066 D1 HH O
BRIRIHERS 2 Mt U7z, Milfli2 7 2 AL R 4T
M2 O Z S LI U THERB ZMGET Lz, BERUE
FHAKRZ TSP R & PR EIE R & @R IE AU 7
W, FOHBESF L. 2066OFER O HIIE T
HEOMMED, R<BELIEZELTEHEDPZTDOEX
BRI BEDMN N FT T, FEHEEREZHNG
IS ANETE, BESRIEK, MHEERIEK, SER
e, LRANEE W IBERBSIC L. Mz <
AUM SEERIE I IR - T25Efl &, BESRER, S
HEEEZE DB E TEERERIC R > el &, FIE
B B 2 NS 75 > TERIZ T TREE L7z, BB
MHEEL, MlEEZH 7 T AU, NidE > 25wkl &, &
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JE S Rl S 8 BT S AR IS 75 o T JEB &2 BT HRRE L L
7o, BUERBIOWN, —ERBELINOZLDF £k L T
WARERIZ R & LTz,

% 7z, high risk type®®HPV16%, 527 58MI Y LYE
OB 7 +a—7 v THRIEZ A Tz,
5, #iaTULE

HPVIG P B O 1 = 2 AR 22 & HPVEZMERE O HRER
YREIC X > T Tz, TEETHRAESERETO
HPVOBE D LR, 1 BEBIR 2225 B T OHPVAL
DOHED LR, HPVEGERETO FHEERADHE &
HPVEZIERE TR, HPVARO 7= R A DN E
D g idwilcoxon signed ranks testic & - Ti7- 7=

fm R

1, ®5e& UTeb735ERI DRI Y =

199244 H 70 52002410 H F T104E60 H I 4B
b NFBHC S22 TRBE L, TE BRI - IR
K bRE, HPVIRREZINZ T3 NDORNREST-. H]
IR I B/ N6, ERARM8LY, R HY42.3
FTHolz. HEHRBEFERIEILGO PO~GS P7,° 1 G2.30
P1.61TCH - 7=.

2, HPVERLOHHE L 75 HMHRE L

FEHEHICHPVIERDNE > TW0in & & BIE I
HEUB L, XEHPVEREDH > THHIIEZIE 7 T Al
UTFThdcltdsb. I T, HPVEPEOHFHIC
£oT, HiBULAERIERMNS LENIEE TOD
WEZALTWSEDEDOEEZFHANTHS &,
Table 20 ¢ K TH 5. BElH, HPVEEMERECTIZ AL
RETOREZL L TWVERNWEDDNT0%H D, F
Rz L TV b DOBRB0% TH5 T LITK LT,
HPVEGHERE T BRI K ZE L Tz s DidkI90% T
Ho, BLTWEWVWEDIFI0%ICTHE 2> Tz,

HIC, BERN D ERNEANDOSRE (&L
573 DN, HifEEE 7 < AIE T D2384 % i\ 72335
JEFD 1B ZHPVEGE R 2 e 3 % &, HPVEG
BEISBRE RIE N D48.6%, HEEEIEIMNT8.7%, &
JESRTERDY82.0%, LRZNIEN85.7% TH D, JHAEM
IS B IS > THMERIZ ER LU TW S, SR
RIIWNTIHA LT B (Table 3). FEMERECIIIRZE D S
FEIC 75 Bt > THPVO G MR IZ D L Tun 3
(P<0.0005).

3, METRIRZE ORLE & HPVO R H HAE

AR A OFEE L HPVORIFIHBISERE Tld, HPV16
IR A DO EEICRE M BEEL T\ iz BB,
B B RO b R RIE R « mIERIEA - LR NS
¥ COLERRE R ZNZFN17.6%, 23.7%, 31.7%, 51.1
% &L Tz, RFRC B NE TLd90MiF46/1 (51.1
%) LbEhot. —J7, 168 TIE58%, 317,
52HUDINETH - 7z (Table 4). 7 LU 722630 214A T
HTE, 168931.1% &b 2 <, RIT58%1H320.5%,

52RIMIT5% DIETH > 1o 5= BRI 14561 T
1Z 165 33041 (20.7% ), HPVI1SEIM3H] (2.1%), 317!
1961 (13.1% ), 5283201 (22.1% ), 585 A33741(25.5
%), FIRIARBAAN16/61(11.0% ) Tdh > 7z (Table 4a).

Table 1. XfSOFKIIT 5

i (W2 ) 16 ¥-81 F AR 235
ITHRESR 0 [a-8 @ ISR A SR 2.30 [A]
FRPEM %K 0 [[-7 EHIRR PE ISR 1.61

A2 75 ANET 238 {5l
L RERIPR 105 il
ik P RE SRR 75 #il
P2 i SRR 50 4l

LB 105 #i

Table 2. HPV B0t & FEBURAAZIL (C ) © %)

MAE 2 7 A £ T EERIPRLL L #
HPV [atERE 216 (69.7) 94 (30.3) 310 (100)
HPV BPERE 22 (8.4) 241 (91.6) 263 (100)
gl 238 (41.5) 335 (58.5) 573 (100)
Table 3. FEHIRAIC K S HPV OB (C ) @ %)
HPV Btk HPV [2ERE it
M7 7 AN ET 22 (9.2) 216 (90.8) 238 (100)
R SRR 51 (48.6) 54 (51.4) 105 (100)
A RIE AL 59 (78.7) 16 (21.3) 75 (100)
15 AR 41 (82.0) 9 (18.0) 50 (100)
R 90 (85.7) 15 (14.3) 105 (100)
& 263 (45.9) 310 (54.1) 573 (100)
Table 4. S ¥R ZEIC K % HPV RURISERE (C ) @ %)
HPV16 HPV18 HPV31 HPV33 HPV35 HPV52 HPV58 HUGIARE]  F
a5 2 3 0 1 4 5 2 22
7Z7A (27 9.1 (143) (4.5) (182) (22.7) (9.0  (100)
nET
1354 9 0 9 2 2 11 12 6 51
(17.6) (17.6) (39 (3.9 (16 (235 (9.8) (100
P 14 1 6 1 3 13 14 7 59
(23.7) (1.7) (102) (1.7)  (5.1) (220) (23.7)  (11.9) (100)
L 13 2 4 0 0 8 11 3 41
(31.7) 4.9 (9.8 (19.5) (26.8)  (7.3)  (100)
ERN 46 0 11 6 3 10 12 2 90
o (5L1) (122) (6.7 (3.3) (L1 (133) (22  (100)
G 87 5 33 9 9 46 54 20 263
(33.1) (199 (125 (34) (G4 175 (205  (7.6)  (100)

R B SUEIK
FRRRIE P R AR
I R ST

Table 4a. FHHERIC X 5 HPV BURISE (C ) @ %)

HPV16 HPVI8 HPV31 HPV33 HPV35 HPV52 HPV58 WHIARE] Gt
RIUHL 30 3 19 3 5 32 37 16 145
(20.7) (21 (131 (21 (34 (21) (255 (1.0 (100)
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4, T a—=7 v TIEFIO = HBIRE &L HPVIER D
FR IR HERS

T EHHORE EHPVOIERICDOWT, 2R ED
TAT—7 T TEIIEHNI2066 TH -7z, ZDN,
HPVIE 51 238815 ¢, HPVERIEHI A 1186 T & - 7=.
HPVEEPERI TR RENY64.7%, FifihEN'29.5%, i
TS 7% Th - T-.

—J7, HPVEGEGITIEAFEERENA7.5%, FEGihED
29.6%, MEITREN22.8% CTH -1z, Fi, HPVOA L
ICBAR7R < IR TIE, HFHRREDN54.9%, RibihEnd29.6%,
HEITREN15.5% Tdh > 7z, (Table 5)

HPVORIRITDORAHR 2 bk L TR % &, HPV16
RI29(I D N UFHEREF17.2% 0 LT, Fifeht & EI7RE
BHIC411% TH o7z, Tz, HIIEFIEDZH >
7eHPV52RI 5058 IIHPVEZ PR IS LLfig U T, #ETTHE
M3EN S 4 G L TWiz (Table6). LL, 52
B & 58 TR REMN Z N ZN57.1% £ 54.3% &
B b Tz,

5, YEFTRE230 Dl FRFGEIC DOWVT

HPV16H! G THEfT L 7= JERNX 126 CTH > 7. 16
BIHPVAEE E N ThH ST £ TICH U 72N,
A HADBA0D A LR > TWB D, 4 H D4 T6
MH DA L6 A LI T3 O2h T LTz, &
7o, IRZIERAED B BRI RANIXABIT, BB 5
FRNEANET L ONSGITH > T2, RIEND,
B RIS 5K o 724051 0D 241 1 s e TR x 52
Te iy, MhOHETTREDIB] (FMISEYIRRZ 561, Bt
R Z46) A Y THEE LT, Wl REsi%
ZLTWD., YR TRFEIIREBIZ L7106 Tl
HPVA & TRRME L, MilEZheTr I AU TE
7z -7z (Table 7).

HPV52RI G D28FE G CHEATREIC T E T b
DI, 6B TH o7z, TOWNRIEN S P FERER L
FERERICZE LD DR, ZOH%DT +a—
7y THICEHRIEE Uz, EITRE GBS 5 LA
FE) I NTHhL T +a—T v S TEah ozl
BIZBRNT, 1A% 2 CHPVANEME(L L7z (Table 8).

HPV58HU B M D354 th THEATREIC D T E /28 D
X, sl Th-o7z. RTHRITIHEFELRD, L—HY—
B MHEYIBR & 7= i L 721D D D HPVEZ
fEL, MSEYIER U 72260 1% 0 £ XD Rkt L 7z
(Table 9).

NS HELTHI23H O 1B #E % D ER PR 72 e 4659 5
&, BRTTra—7y T EIIEN T TR
HPVOMHEZKRGI TCEREDRIHTH > . &
FiHi %2 U 7250013 & CHPVEZ AL Uiz, M8 L
72115 D IR AHPVEZR AL U 2B i R L C
Wz, HPVEZMEAE U 7zdERE 4 THIREEZ 7 5 ATLL R
IZlm> Tz,

B

Table 5. HPV [GHHERE & HPV BRIERED THETIHZ O

(€)%
IR FEfgiRE HETTRE gt
HPV [aMERE 57 (64.7) 26 (29.5) 5 (5.7) 88 (100)
HPV BhtERE 56 (47.5) 35 (29.6) 27 (22.8) 118 (100)
il 113 (54.9) 61 (29.6) 32 (15.5) 206 (100)
Table 6. FEHIHEIHADHEE (C ) @ %)
IR FehE HEATRE it
HPV [BPERE 57 (64.7) 26 (29.5) 5 (5.7) 88 (100)
HPV16 5 (17.2) 12 (41.4) 12 (41.4) 29 (100)
HPVI8 0 2 1 3
HPV31 6 (66.7) 1 (11.1) 2 (22.2) 9 (100)
HPV33 2 0 1 3
HPV35 1 1 0 2
HPV52 16 (57.1) 6 (21.4) 6 (21.4) 28 (100)
HPV58 19 (54.3) 11 (31.4) 5 (14.3) 35 (100)
AR 7 (77.8) 2 (22.2) 0 9 (100)
i 113 (54.9) 61 (29.6) 32 (15.5) 206 (100)
Table 7. HPV16 B DiEF 14 12 DR
JEFI 2569 % RS OFE FEU L
FTHEL
=A%
1 6 7°H PAE— T R Y PSS smear I HPV &k
fESibEE
2 4D0H RIEWRE— PSR )£ TR smear Illa HPVI16 (51
3 40 A RIE-EE MIE TR smear IlIb HPVI16 Bk
4 267/ H RIE— 5 — 7 T B2 smear I HPV &k
5 10/H - R M #EIER smear 1 HPV [atk
6  6MH i — LB [RERAISS smear 11 HPV [tk
7 9 WRE-EE - ERNE TE AN smear 1T HPV [AME
8  4MmH B — RN FEARN  smear 1 HPV fatt
9  4M0H WHEE-GE-o EENE FE2MIT smear 1T HPV 2
10 47A PSR S R 9 g smear 1 HPV fatt
11 6»H REEEE— RN [RE:i37]1%5 smear 1 HPV [&M

60 WE-PHEo BRI H#EDIER

R B SUEK
P TR TR
I SR

smear 1 HPV &k

8]

Table 8. HPV52 BID T 14| 6 D NFR

FEF ZT 5 WA DR 1R [R5
FETEL
7= A%
1 42A RAE IR — T 5 ESEUS smear 1 HPV [&1%
i
2 81MmH RIE-PEESREE ESEUS smear 1 HPV [k
IR
3 8 H BRE—EE 1 $ELIBR smear I HPV [k
4 5»A 1 — E RN JBEFAREE  smear III HPVS2 B51E
5 3mH RE-HEES FRNE IR smear I HPV [&
6 6M»A R — AR i — i [EFaa5)] 7S Smear 1 HPV f&fk

R B SUEIK
MR TS SR
I R RIER
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Table 9. HPV58 BT 5 Bl D AR

FEB 21635 S OREH a0 [
EFTEL
= H%
1 47 H RIFE—PESE TE 24 smear T HPV [&%
2 3M,A RIE-PEE-EE  L—VF—IRK  smear I HPV [k
3 19 v H B> SEE-> FRE N YR smear 1 HPVS8 Btk
4 3DA EE-oBE- BEAE MY smear I HPV Fatt
5 6/ RIE— P E— &S FI$ELIER  smear I HPVSS [k
T ¢ R SRR
FREERE © ERE BEK
I ORISR
Z B

HPVIZ & {5 7RIS K 5 TI0LL E DRI X
N, B R 2L B R &R e 25 B AR IS K F <
TNTWB?, g AREIKIC B5HE S % A3 high risk? !
Yintermediate risk™! & low riskB I D FHEN TN 5.
high risk% 13+ =3I, low riskBliZREaT> V0
—ICBE#T B EHNRLHIENTVS.

HPViE n 1 3 5 5 RR i O LCR (long control
region) & 7 1 )LV AR R EREAE ZI— RT3
WIWELFDEL, E2, B4, E5, E6, ETE A )V ADH T
REAEE I— RT3RIELETOLL, 12057557,
ZDOHOES, ET3FE & BEE T ZAREMIC DOV TE 5
CEITEHENTWA. BB, E6, ETZZNZNEHH
BETp53EH, RBEHEHEAGL, FEBmSEICE
BLTWBEENTWBEY,

Bosch' 5 (3220 [H Z § 2 U 7o ks R ClE, T3
IZ1% LA ERH U 7zHPV BUZHPV16RY, 185, 317
33M4, 35M4 397 45K 5184 52%Y 56HY 587,
59, 68U TH o=, TN B ORIk Ehigh risk H
BUVIBHERER LI EN TV B> RLEFDHD
HPV16%Y, 187, 3154, 3384, 3584, 52% 58| K
RUTERZE 7 +a—7 v T LT .

WEAE10H K TO104E60 H R 455 pe bt AREZR RIS
TEBERBRZDIDZZ LISTBAD S B, 2630
HPVEGME T d o 7z. HPVIGPE D263 N\ H1241 N\ 13 8
FIERLL ETH D, HPVERMED310 N H94 N\ X
L ETH > 7z. HPVEGEREIZHPVEZMERE & LEX
THREEANRD LN (yWE, P<0.001), LD
F— & 5 & high risk B HPVERGLH BIE L O
2 EBEPENT EHRENT VS,

TEHIIRZE DKL DEFE T, HPVOMHENH
faiz 7 < ANE TD.2% M5 [ NHESS.7 % & CTHEMN
L TW5 Z kldhigh risk % HPVERGE DN 1= FHE N OF
TEHEREZOHEITICEBRL TS T EAVRKEE N,
Bosch' 5 DR ZHf T TV 5.

HPVEIF| T, HPVI6RID & 2 < 8741 (33.1%),
HPV58H, 5271 3180 Z 17 N54fl (20.5%), 46
Bl (17.5%), 33f1 (12.5%) T, HPV16%, 587, 527,

SIEIMN2IRD83.6% 7 D EME TH > Tz, TEHH
i 1 B & S b N AHPVISH 132630 (E#HET 3%
HNEENTND) HEDE (1.9%) Thotz. #
SETOHE LT % &, HATIZHPVISHIZ D/
WEAICH - 7. HAATIZHPVISHI A HPV16AE &L
CEMEL TWARWT EARBENTNEY,

HPV16%! T3t ML TOMHERI7.6%H 5 7
N3 T OMHIFES1.1% £ TN 2o 5 iz
M, OHPVILIB]TIXZ 5 W S iR 5 nixh
>tz FRZNEE T OHPVI6RIAME#51.1% 1t OHPV
BIRNCHEREREICHEETH D (Wilcoxon signed ranks
test p<<0.001), HPVI16EIDFEILIC KT Zrisk Vi ® &
WZ ERRLTVE.

Nobbenhuis' 5 (Zhigh risk ! HPV (HPV16%, 18%,
31744, 3374, 357 397 45H1 51, 527 567,
58, 5951 667, 68MY) ZIKH L TR ~rhd R
B RO EERERE W Ul itz 7+ a—7 w7
L. THERICBWT, DV EAaY—T 7=l
T4 E LTz 5 B3O ED/S— MCCIN3ZZE S %
5i&® 5 WIEHIIERS T =32 R S E S TREL
Uz, TEHEIBRADOMETT UIERNE 9 X Thigh risk
RIHPVIN RS U T W TZIERI7Z - 72, 6RO ST
%1340 %, CIN3095 % (98/103)AShigh riskHPV %
FER L Tz,

BAaELL Flichblz>TT7+a—7 v 7 UiEfd
1Z206%1TH D, HPVGEETH - 72iERIH 11851, HPV
D E ONSHITH > 1=, ZF N5 DRERITDF =3
BN AS D EIIHPVEZ TG TIEUFHED7.5%, Figehd
29.6%, HE1TH22.8% T D, HPVERMEG]TIEUFEinM
64.7%, TEN295%, #ITH5.7% T ->7z. HPVE;
PEBNXBEMERG] & LR U C e 3R A D TR E
Iy 7z (Wilcoxon signed ranks test P<<0.001). &4
D4 5 & Nobbenhuis™ 5 O #f 5 & %6{LL L, HPV high
risk AU PRI OFIEICEET B 771 Tld L 75
HEBIRADEITICHEEL T3 T EAVREB I Nz,

FE R Z DN E 2 HPVRIRINC ik 4 % © HPV16
BT IR NT7.2%, Fikihd11%, #EITH41.4% &
M OHPVRIRHINIC L U TR 2 WNMEm A RESH 5N
Tz, MOHPVERIATIE—E DEI RS 5 Nz
> 1. HPVS2RICII iR /N57.1%, Fikih'21.4%, ik
7h21.4% TH H, HPVSSHEITIIUFIEA54.3%, ikt
M31.4 %, H#EATH14.3% TdH O, HPV52HE! ©HPV58
TR D P B Tz, HPV3URI TR Uf
HEH366.7%, FERED11%, #EITHN222% TH - 1z
HPV165! O B A FE & 5 N7z HY(p<0.01), HPV31
A 5280, S8HID M EAFED B Nan o Tz,

Kataja 52 (ZHPVIEHZ 7 + 1—7 v 7L, high risk
HUHEE, intermediate riskiEE, HPVEEMHREDNETH =
ICHET T MV E <, HPVI6RIDHEIT%135.2%, HPV18
R 812.5 %, HPV31H 7318.8 %, HPV33% 7119.4 %,
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HPVEEMERED6.1% T - 7=, Tk OHPVORIF| Lk
FiHE [SHPV16%! D HE T34 hV41.4 %, HPV18%KY M35
IZ10133.3 %, HPV31H! 7322.2 %, HPV33%! /334
I 1451133.3 %, HPV52HY 7321.4 %, HPV58% 7114.3 %,
HPVIEMEREDSS.7% CTdH ©, HPVISEI % [k & (Z I [AkE
DEITHRZRLIZE TR 5.

Nobbenhuis™ 5 (Zhigh risk BHHPVASESE L TV B 4L
PEICH LTI, SEREROEZ ITEHMIC T + a—
7w L, B~ SRR R O A5 1d6 H &I
HPVEGIETH > G DA T+ 0—7 v 79 5%
CEZTTHTVS. HETldhigh risk ™ HPVZ ki
TEHERZIT a7y T LT 5. BEFEEKRLT
DEFETII6MHIC—E, HEERUEEREKOE
FEIWHIC—EONRZZICKD T+ =7 v T T
%X 51U T35, HPVIORI DN IO BE T
WRHCERERORBS NN L 72 5.

s

high risk®BIHPVIZ 7 = B R I B L T v 5.
high risk #/HPV16%Y, 317, 527, 587 (% v &= ¥
JEICEH W TH - 7z, FRICHPV16IE S5 Trisk
NiRbBEV. FEHEDREDRIERED DRI
TOHEITHRITITHPVIG BN R G X D HRICE <,
HPV168IWVRHC b 2 AV E > 7z high riskY
HPVEG S 1= 3R 25 O BUE S O METT & F ol
CHEBRLTWSEEZLNS. ThHDERXD, [
K EHPVIRGRG M O - E B A 2 63 2 &5z 7
Fa—7 v 7§ E5EICHPVORIBN S #2252 %
HWEYITHA S LiEbNG. FEETRE R BRI
IZi&, HPVASRRME b AEmAsER <, B bLzd D
T E R A DR LT .

E I

Rzt A 51CHTz 0, HPVIREICZ KOWAE ZTE
EE LI RIERR A eI AR E R E & e E
HlmBl 2l D T Uity LERCE R AR T80T
TR EICHRAE L £
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