SE 2 BEMUAIABEEERS A

(A VR 52% 2%, pp. 287-293, 2002)

4. FEEEFREHENICEH TS Human papillomavirus
(HPV) DREI &3 HPV 7 9 F 2 EEDBIS

X &

1) 1R8I

TEFEE, BPETRDZ VHAREREE TH 5.
HMIZIC X B2HMZOE R, R 20 R
MIEIE (CIN : cervical intraepithelial neoplasia) D ERET
B ENLBID% . BEETOLRMTRICAES D0
THL, TESHEICTT 2EEERETH L FHitEd 5
WIS BRI TR AT RETH . L L, FiEED
LV HERERE R TR BERE L I BRAL AL,
BN 5 TR TR S 2 L3 TE v, 2
D& RIEFITIREF IR L ) 2Lk % GO 72 iG#
PRAONTVED, EOFRIIKZRIFEIIVZT, #
LW S OBREORBEIFE IR TV S,

— A B RS SRR RE R K E L, ERoR#Rs
TR RE I E AT DR DRI H R LR R ET 5
LEZLNTWA. 2O X)) Bfglfn TRl 15
DT LV TORFEEZHSH,ITL X9 &3 5 molecular
profiling A MHOEMEE CHED LN TWE, TOH5T L
NV T OIFRED NI 72 % 5 TRERIRIR O W REMEIC D 72
BhE V) MTHIRIICHIfEINS.

AR, T E SRR S LR R T O R B R RS
Human papilloma virus (HPV) 2559 % Z & AEFRIC
oSN, ZOEHRT A LV TR S oo
Hb. KTRZOMHITOBUIRE, SHIZH L THidd
HWVIRTEREE & L OREDHED SN TW 5 T E ST g
590 F SREIZOWTHE L2,

TR R AR B R A Fe Bl 2 B VR 7 Ui AR EREF)
(T606-8507 HUABTI A 5t X LRk b )11 JELHT 54)
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LR BEH BB

2) FEWEREE HPV

T SENE OSBRI Human papilloma virus (HPV) %%
53 52813 EFEMIHESHE > T 5 (Bosch, 2002).
Tebh, WU EHBERNE T2, TESED0-100%
2 HPV OGRS N A HIS 5 S F8RE O BUE A
2 HPV OEEEAEAT L TWD Z E RSN S, Case
control study Tl T = $H# D 90-100% IZHPVDNA % 2
BD7zDITH L, M TIEZORYEIL5-20%TH Y, 20
%z % odds ratio DEAHE SN TVE. TOXHI LK
5 HPV T ESEBEOIAEICH L, LrbIREETo)
THE5THLEZLNTVD,

3) HPV ICDWT

HPV X 2 REEDNA 2T HEHEIANVATH 5.

F DRz R E O FRIEGT A, Ty £ T13100
W, e OBEISEOANL Y R 2 ¥ 4 FI16, 18, 31,
33, 35, 39, 45, 51, 52, 56, 58, 59, 687 &AdH B AT,
T EEHETIZZ DM, HPV16, 18, 45, 5804 <, 4Fic
HPVI6IZ #50% 1M E & b 2 & HwEEhTw b
(Wright TC et al, 2001). #® DNA Z3IKT7.9kb TH
D, BIATHEBIZEE T RIOHMHIHBTH 5 URR (up-
stream regulatory region), 7 £ A DFEEUZ 5§ 5 early
region & XN 5 E1, E2, E4, E5, E6, E7TD6
BIEF, FLTIAINVAF Y 7Y ¥ 2— K9 Alate region
EENA LT, L2128 Twad, ZORTRIGHEMIC
M5 L) 512 RTDIZE6, E7TTHY, WILES b
Z O HE S Twb (Hausen HZ,2000). #Z T
¥9, COE6, E7T D LLBEE T 2L B~5.

4) E6, E7DFDi%eE

4-1) 1EFETULEER

A % 52T 70 W BERRI T ALY 2 HE SO (3R IE S
FRLZFHOO LD TH LA, HPV I3 IEAHM N (284 58 4
WAEH 2 Je (T, A I 23 AR 1 7 VIS A DY
&, GLIHD S SHNORBITPRE LT 2y 7 RL VM E
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B, TOBITEM#ED S ETESRTE2F X, cmyc
SOMBEM % D 25k 4 L ERAORI 2 FHET 2 HER
Wik A3 5. COE2F 3%, pRB EFEALTED,
BAGHFILIC X ) pRBASY) YL S5 & E2F 3l &
N, ZoOWEEZETT 5L\ pRB &4 L7zl % <)
Twb, HPVOE713Z® pRB & D#i&hE% 4 L, pRB
LEATAHAIELTRV-E2FOEA#HET S (Hausen
HZ,2000). ZO#EE2F 388 LMEE2 G125 S
WMABITSESD. 20X 2 T E 7 3BT % It
XEBLDTHS.

Z O pRB IF BRI 5B p53& & I FNY 70 W0
ZFTHY, FRETRTOMTHSTHIVEENEN%E
HE3 2 B FORESRE SN TBY, IEFEMEORE
LBRICBIIAFEENTLEZONTWS. HPVE7 XS
DFELFENHBET ORELHET 2T THY, B
MRS B B BEMEAMAbNS.

7o BTG Y % M X2 % E 2 F I3[R (8 5 P4
ZHETAHpUMNREILFET LI LEPMENT NS .
plAM™ 13 53D FF Y HF—¥THH MDM 2 & HiE
TAHZETpS3DHEIHIT S, o TE2F 12X 5
pl4* OB B ph3DFERE X2 L, FUTLD p2l
AHE SN CTHIRIC GLEILZFELAY, HDHVIET R
b= AFERETHIER LS THilgZ 7R =2 R
ZHSE7209 5. pld*™ T cmyc D BHE B R ras D
BRI CEMLIC X > THFEINL 2 L5, BE
T M BETE > 7V & I L 2 % ph3fkis & i - CHIH
L7, MilZodbnx 7R =Y ACHSEE LT,
MO BFEEOHEICE b > T L Ebh .

C O X ) WIEFE MR = 058 % BT SR AT
5755, HPVIZZ oz E6, E7 OWFIEHIC X 1 [HE
THILENRTH S, $4hbbH, E6ITiE po3iiil e
WY, F72E7 I SMELMEIR - TH B p2l, p2T%
P4 e D AT 5 (Hausen HZ,2000). #t-> THPV
X E7IC X 2 MG THER IC/ER § 2 pla™ IS X A3
7 FNaEiHoTW5ps3, p2loEfikzMHE L, E7
2 & 2 HFEIEHITE AR L D) 2O TH S,

% B HPV IC X 2 B iG PTG A/ (X, Ak HPV 25H
AT L0 hEREEE b5, HPV 3R T
PR T A 0E, FoRKMICEST 5. HPV
BT B0 HERORH % B 723 @i alpha 6 integrin
LEZONTEY, ZOH5TIERFELEOR TR
WKOARFEHLTWDL I EMB5NTW S (Evander
M, 1997). &gGe L 7- &ML T id HPVDNA (34l 1 83
OB EIV—RECHESISNTEY, -3 T
YRIMEBEN W ERS A VARSI N, T4
bHBRELORETH L. ZLT, LY LEOHEL
M CRET 2o ITa—F ez, ¥ 7Y Pk
BNTUANVADPEZHER SN TEY, MEAEHICIE

(VA NVR E52% 25,

koilocytosis & L TR &N 5 (Wright TC,2001). Z o,
TV L M TOY A NV ADEBOBIZY 4 IV A
DNA O#E L TbNB D, THICLELZEHDTIEZL
ZREEMBIKAE L T 5. 8o THPV ATH S 2 3 &
% 72023 AE MR & B £ 2 VICA S8 DNA &5
WCVELSTERRSELLENHLOTH L. —HIEHR
O LR Tl g LA E oML £ 2 VICAB 2 &
27w, o THPVIZZD XD HEM EOH B FEES
LLC, AW Ts2Z Lo Willlaz E6, E7
Ao THREIICHITEY A4 2 VICASE, ABS2HEHELT
WhHEEZOLNS.

4-2) PiRb—YRICHT BDEHMTHE

HPVOE6 X ps3&iEal, 202 FF baidd
XX TaT TV — AT X DR 2 AR LRSS
\Z p53DHEREZ 4 X ¢ % (Hausen, 2000). p53iEAig At
DNA CEEZZIFEERA ML AZZIT 2L SI2HH
Jo#E L, cyclin dependent kinase inhibitor T % p21% %
HELCHIB R Z 1k, DNA BEEME @ CREE %2 2
\}7- DNA 263 22 MR LD, 220K
EOREEDE ABESWEE 2B A 13 E 7R b — 2 R
fabg 5. PS3lEZ 0 k) 2EREIC L WV ifens ¥ 2 #E
THEROE AR CEEZ 2@ X 2L TBY, E6ITLY 53
BREE DS % 520 7238, ARASHIICAT & A i fn T- 2w
PRELTHTEF =Y AR TERL B bbIT
TH5. po3ldFLRLEHHBEET L LTAMONTED,
C OWBED IR DOFREBARIC B 2 EEESHF SN 5.

DX HPVIZ L % po3tEeflic L2 7K =2
ANZxES BB TTE E, BAEROBE T REOERD
MRAELLIILREZDERELEREATLEE bR
5. FEHEFIZBWTIE cerbB, EGFR, ras %0kt~ 7
BB TOREDMEINTEY, TESHEOEMEMERKIC
M5 LTwaElbsd, pssfiflicky, Zok)ik
BIETREPECTO TRV AZRIET, Z20L9 %
B OBEEPBERINLIEIIRLEEEDNENLTH S,

F2T7 R b= 2P, RIS L DR R
EOMEE V) HTHINLBREIC WS L EE 2L TCHIE
BOFAEBBEIIBWTHEERKETH Y, 5V IEHEAE
ZWEBET 5 L) HCHKRMICOEEE EbNS. %
BHPVOEGICL DT R M=V ZEMBEOTTHIZIZ DD
SIREREHIHZ N L2 b 02T Tld %, FFMEdHE 50T
WA pE3E NS L VRELH LI EVPASLNTVS.

4-3) MEREFE

—EDKRE S LONEE DI O 72 D1 A A % f£F
AVEDH B EDNH SN TS5, HPV I3 Z D#hE &
DEHEL TWD I EARIBEINTV S, T bbb R
BZICTHRE LA-MERE L OBBRTIZIERD 5 ik
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CINTICHN, TEHSERRECIRIMERENEL, S5
Z i3 HPV16d %\ 3 HPVISIEY:, B L U2 D E 6 &H
FRHEDHBEIHBEL TV L 0D D b (Nair, 1999),
T E SR T D M A TOESHRR SN, T 722 0MAEHE
WCE6DBSARBEINS, 251275 SR TS 5
HEOTEELFERTTH 5 VEGF ORBITH %D, E6
HHIX VEGF 77U E— ¥ — itk 2 U 2 2 L o3 &
n<Twb (Lopez—Ocejo, 2000).
%BEG6, ETIZRB LA BEEOER LA

LI EPMOENTEY, EHICEELERNPSHEHS I
hEEbNRS.

5) E6, E7THFOFEHEENREICH ITI2EEMH

PDEDXSIZHPVEG, E7I2X D ROIEKRM LM T
& BWHEYEDTCHER 7 R b — ¥ AP, MmEF S A
KLIDBZERPHLNEENTWES, EREICHPVOE
6, E7TICX Mz b3 s LB TELPENICD
Wi, TESNISENEY A2 TdhbH HPVI6H HPVIS
DE6HDHVITET BInT % IEFMBICEETEA LY
G, ARALDSFE SN Z eI Tnb, F/2, §
TIZASEAL L7 MIfaRRICE AT 5 &, RIGIRERAF IR AE
DR 7 A TOREBETEK & v ) B b2 E s h s
ZEFHE SN TS (Hausen, 2000). 7 BARIEAL L
TSR, 7025 — BTt h LN REEREE 2
LNTWAEY, E6ldva Xy —Biitkz i3 gs 2 L
PHE E N TWwb (Stoppler, 1997).

ELICTFEHEBMMICBWTIZES, E7 ® mRNA A%
FICEBHAL A2 LD LS (Stoler, 1992) 7,
FE IR O ENEES & L C ORI, ZOE6, E7 O
RERBPEETH S LIIRDO LS LREPSRIBEINT
Wa., ThbbTEIEMEOES, ET2T7 v F VA
% ECHIHT A L BRNHEEAIH S N Z LSRG SN T
W5, F7:- HPVI8EMko FESafilutko E6, E7 53l
2T VTR AEEHCTHHIT S5 &L~ Y A ToREELGE
e OB E RV, BHETRBIT 25 & BRI
5 EERLIZEMEDNDH D (Doeberitz, 1994).

Pk Xb, HPVEG6, E7 257 $ifE 0 56
WHEBERICIRC BS T2 2 L3O E b .

6) FEREREBEL HPV

RIZTEFEOREBRICERICHPY 258D X 5 I2ME
AL TWE2IZo0nTHR7Z2w, CIN D% AT IS
BETHIELY, WMFEEREAAICI DA U RE ORI
AT EIREORFTH LISV EEZ SR TY
% (Wright, 2000). ¥ 3@% © HPV BEAsHilL O IKE % %
RATHRDBE, Kk L2 X 52 HPV 3R ERILAETED
7o LR o JEEAMM A &GS B A%, Z oK A T,
HPVDNA (ZHifE 1 72 0 Bt 20 & F 3 © — R CTHER:
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ENTBYRIEEME5THE6, E7TORBIIVRVEE
AoNTwa, EF L ) RTIERTF EEOHEI o
Mifacld, Bl CoMR, R oBE) LAMRE L C
L9729, HPV O F bRz o S~ o & gy 13 5 %
THb. —hH, TEHHLEIIZEZTESEBIEDOR)
A7 Tdh b HPVI6RI8VERE L THZDLEIEHA AT
7 4 )V A DNA 25HER LHRICHER T 2 2 LA 5T
% (Wright,2001). ¥ 74 bb, #@HO HPV &G TiE, #
SRS %75, M EWET L E6, E7TO
FHIEWIREICH Y, LrDFREDFIEIHTEZES
CIEFEDORZEIEICEVIBRINTLEIDOTH 5.
Po T, TEHEMIBTHOHPVEIZTDES, E7TD
by 2 B BURIE & ik 32 &, Fefnlfd©, Sl
O HPV B FRtE GO RBICED, TRV TH- 72
E6, E7 ORIANVFRMICTLESND L v ) B E T
TWB I EMENSNG. CORBIH#EIZCINI TIZESG,
E7 BEIEFITEOIZH L CINID, NTTIEEEHZR
WHZELYCIN I OB CAEL 2% 2 515 (Stoler, 1992).
¥ 72 HPV M fibiidie b 25 2 L &, L oMM IZon
TlE, THERBET HEENREND S (Ho, 1995). K
WM HPV #ifel&dens U o5, 2 L CUMTiz E6,
E7 O5BITH#EE KT HITIEH Lz,

7) HPV BT 2 RENE & HPV D ERLEEE

FESERIIEDRE ) A 27 B0 HPV % &9, HPV &4
HDT70%LL EHHREE T HZEHAHMSN T W5 (Ho, 1998).
KE CDCIFAE I 3 A O T H %HE HPV BB H b,
L2 LEREEICETT203F09 b, 065N, BLZ
0.13%L T THh 5 & OMHEEHE L Tw5b (CDC, 1999) .
— 5 HIV &Gt R Al 2 32 ) 72 A e & OS2 bRk
PET LT REEFHESORERTE L, 72 CIN
PORBEEANDIDRCERETLIIEPNMONTEDY
(Petry, 1994), $it > T, % < ® HPV J&HeAhs— 1 & g
WBbLDREEORELEZICIDLEEZONTWVS.

RO T AN ZTH T B REINEE, NKME, <20
Tr—=VhEOMMEE, A vy —TzuarhEDH A A
A UHERE L, RGBT X 0 MRS % Bk SE (innate im-
munity) & HEN 2 JEFF R 2 B6HE &, B 589 (adaptive
immunity) &N, FERIC3-4HEZET L7 4V R
PSR B 5 2 5. & SICHREHIERE &/l
PRI 5B 2%, HPVISHT 5 H0IEIRE Tld, NK
MM & MBBEEM: T U 28BRIC & 2 G o HERR I E
LA EREAR L E 2 S Twb, NK MR HPV
YRR ICIER T 2 iEfiiL s E 2 o, ZoEEN
12DV Tid NK & PE2S HPV B o CIN 1 o | 82X B & M
B9 5 & DY (Garzetti, 1995) 2»HRBEN S, 72
R MR RIE O BEMEIC O W TIZ HPVIED E7 12
B3 BRI 7 LV — RS AY CIN OB & AHBE$ 5 &
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En, ETICHRRIN AV 8— T Mifgss HPV B3 o ifil]
HICHEETH S I EIREEINTWS (Hopfl, 2000). &
512 HPV type 16® E 6 /E 7 12004 A MMM fRiE % 1) > o8
ERIGAH 2 FRAE & U CMei) L7245 B TS O 3R & A% HPV
DHERR R CIN 0B E BT 2 2 & WESIN TS

(Kadish, 1997).

HPV 253 AWM RIEICOWTIE HPV 94 VA D *
X 7Y IS 2 P2 HPV EEH ICEBEEICH S
(Kirnbauer, 1996), Z 7= T EHSAERBEHICH LS Fx 7
¥R d % IgA PUARWH S TB Y (Wang, 1996),
HPV (Zxf L CHlRERIZEISE D H 5 2 L BRI N TV 5
A%, ZOHURDLEFE IR HPV OHERR & 3B L 2\ 2 & 28
MEEINTBY (Leiserowitz, 1997), 74 WV AHERIZ B
WTEELRHWETERVEZEZLNL TS, 72721, M
Rtk 5692 12 X 2 &GS OB IE RIS 7 £ )V X DA &
WAMTZ AT 5%, SO ETHERLZY AV ADOHER
B THBIN R %2 BT REIEZ 5N TV,

—Ji CHPV 3G EORIEBEZ RS S hk~ % FER %
ATHIERLONTWA, BIZIE, 15EMO G L4
Jelz HPV B2 B SN WL S ICHPV IZZD 5 1 7
AT NVORTIANVAMPEZR S, EToT 07
NNy ZHHERR ) ¥ 2Bk & o 7 S I L B b B
R SR T WILKHME ToKY L7- HPV © 3 ¥ —%
Bhhwv, T EEOREEE L QICEBOT A VAT %
BOB U TIPSR Z LT 508, ZOBED R0 Iz
AL WD RERICHE 22 < v (Koromilas, 2001).

AR RE = T MR AL & 72 2 HPV &Gl o 72
WA Z oM B I F ML OMBE A PR 2 5 A T AT
»5HH, HPV EGEMB T ZOREAPMHE S TH D
(Bontkes, 1998), Mgk T MlglZiZi@k S izl &
S>TW5h, —J, TEHMBEEHECIZEFERAINAS
NRWMHC class T OFEIRTTAE 235 S (Cromme, 1993),
RERRAEMIHIEN #4595 CD4 +CD25 + Ml o FiE %
AL CHRIEIHFNICE ST A RENEZ LN TS, &5
PR R E L CEER T V7N v ZMifg)s CIN @
WRTHILTWRZEPFHEIN TS (Morelli, 1993).
T2 THIROWEHALICER 2 T Mle2AEko (S o5
K25 CIN RO FEHSERREE TRONS Z L3 fiiiE &
NTwb (Kono,1996). S S EMHIERZ 9 5
TGF-B 255 7% % 10/48 O 15 S M fa bk TR BT HE AR
X (Hazelbag,2001), ¥7-HPV®DE6, E7id A ~
¥ —7 0y ORI IH TS 2 LG ShTw
% (Koromilas, 2001).

DX HICHPV OREG% 2 7218 R i3 SeE ks X b
InEPBRL LD L L, —J HPV IZZ DO RIEIRE % [l
THRA LR R A LTV A, R IYIC HPV & 15 E 0
N L OMEAEHORKR, & 0 HPV &4 25 H IR G
L, S —H»Fht s EZz0N05. L0XHI

(VA NVR E52% 25,

HEBR S, & B I D 7 23 5 &Gk FE DO AT 5 B A
EVIHI BB LM, TESROE) AR
FESTHHWEEE LTHEHTH S, T 0ERELr Y 7
FUETED D Z L THPV Oz g, &
WENDOHERPTFHTELI LR B, 5T, 2D HPV
BRYATHIRIGW T D Wy L FR RIS E B G O RO
FHIEMREVRECH 2. OB AT L2 FEO M
HOENTIE VA, #EHEEREOBEICOWTHLA
DLW WA R S hTB Y, #lziE, HLA-DQ
3EATAHEICTEIEBED ) X7 HE W & &R
T5HENDH D (Gregoire, 1994).

8) E6, E79FDFIEHIH

RIZIHEMBTERL ANV TH -7 E6, E7 DRBHM
fNZIEHET 2DV T TH LA, TEHABIIEDE Y A
7 Td % HPV16% HPV1IS®D, E6 H 5 WX E7 #EIzT %
WA, BBV & R IEFHIC & EFEAL
725%E, DAL FEINLDIZRICEREBY TH
5. LLZogs, EEEEFEIhEn. 2ol
& HPV &2 T, FESEORBIIA T THL S
EERRBLTWS, §4bbE6, E7 2T TldRLEE
REAAR 43T, MO T2 5H LB R D 5 75,
EAE, L LAE6, E7 72 CHIEFMBoREILIc 4%
B2 A9 575 EEMcRZoRtHsmkz HEyd s
X9 BB TV B 72D ITHE L v & v ) EEE DS
EZONTWwA., ZOE6, E7 OBEIHIMREDOFAAE X
T SEAE AR 2 IE I & MRS S B & IR R
2R VIR SRE SN TS (Bosch, 1990). &
oA, E6, ETRERL TP SEREREEN KD
NTEH, BN S»DE6, E7DORIEHEZ 4T
LEHIHET L EEZONTVEY, ZOWEDOSTL
N TOFHMZIEDOEZARHETH 5.

¥7:, HPVI8 E6, ET7 %>, LA LIEEERED %
WABALHIIEEZ X — R ZICBRIL2 L2 A, BRiSh
72MIED E6, E7mRNA OFBESREER L) RN
WCHRAEKT T A2 L 2R LG H S (Bosch, 1990).
EHICHEUARILMBEZ~ 707 7 — VL RS L,
invitro THE 6, E7 mRNA OB APFI &N, sy TNF
alpha Z# - L72/EHTH B Z LR &7 (RoslF et al,
1994). $%&bBHE6, E7DBEETFIRBIHBEALS B
R 2 HI 2 21 TWb 2 EATRBE /.

HPV D E6, E7 ORBICOVTIIL LD X 5 ZHanN
OFEFEIIH], K OHITE 2 © O FEHBFIBE O AT 5
EARIEEINDEZ DL, FEFRERIIHIZoTUIZD
PR RE O HIB 2 S OmBEIAAE L, ZoREE LTES,
E7 ORHTTHEIIEL L VHEEIEZZONL. 727212
DOFHE O FEM AT, B X 2 0Rl#HD) S 0B I
WTIESBROMEHRETH 5.
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\ CIN
RS E¥ 0 ~111 =EE

R

HPV % RIS E

B (HPVHERR)

’ HPVDNADETE \ episomal integrated

X1

fE53 | BRE ]

L+ pRB |
TAAT—H
ps3

Ll wnazsm
LOH?t & &

FEFESEERE ()

TSR ERBR O Z XK L7z, T E SR~ ER B (B2 5L
W ERAbEZAE LTV L) 205 CIN (FESE R NEEMRE) 28T
BEEAELEEZONTWS., TTHPVIEENZOBBOM#E 2 CINI
T 575, FTREF—BUEOEGEIRDLY, B HBIIZHRERT 5. —8
B, RS L 20, SRAREBRICB VW TRIOEELFRTHAH. 20 HPV
OYERIIEEORIEISEICL DAL, BIHEBR L Z 2 h o 72— A b &g 7
HEEZLNTWA, ZLT, a4 L2 HPV O E6, E7 OEH5)E
KM T A LB HMONTWAEY, ZORBIZCINI DEBTIZRER SN
3, CINDOERE»SEBEANALNE L)% b, ZOE6, E7TIXHBILICER
LEz 5N % pRB Ol & A L 723450, AL BWTEERT O AT —
L OEMALR po30 Pl 2 %3, 2 LTI po3difl 25 & LT BIE TR
WOBERERTREMIEILTAEEZZ bR TS, E6, E7TORBITEKT
b, HPV FftRHICE 285 L AL WO TRWA, ZOMHEIZ HPVDNA
DE EMNE DNA ~NOM AAZR B G-3 5 MREEARIE SN TV 5. HPV X
JEGRE, FTBURDNA & LCZDF F1ET 5 episomal Z2IKETH %25, CIN
0 OEREHD S FE DNA ISH AR N7z (integrated) REBE 2 2B R 5N S
Xk B. 7277, —HOFEGER TR IOMAAADP RSN WEND Y,
WALICHDZEAL L TV 2 .
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—HE6, E7HRBEOEMEIZOWTIE HPV #ZT O
ERERIZOVTHIEH ShTWw b, HPV I bR &
4§ % L episomal 12, T b HEFEDNAICHAAT N
FUCBIR DNA OIRETHIET 5. REarduo—<iwn
> 7z REEES R CIN T T b 5 & episomal ICfF4E L T W
5. Zhizx L, CINI& %W Tid HPVDNA O E
DNA ~DO# A AA (integration) HIAH SN B X H 2k
D, HPV16, 18814k = i Tl HPV16D75%, HPV
18Dk L X T A% integration & L4 E @ DNA IZH A4
INREBIZH S, SHIZZOMARADBROENTFRED
BITE6, E7TORHAPFEIND ZLPHESN TS
(Klaes, 1999). ZORBFLOKF L LTRRD LS %
IREHAHRE SN TV D, EEMBICHART NS 8T
K DNA IZWTZ, HBERZMED 25, £OBZIL E 2 OFiic
I<BZhH ZHE21E6, E7TORBIHAMBELAL

TWwb7:0, E2HBOMEICL Y, Zotkierdkbhl:
KE, E6, E7TABMICHEET A I D E VIR
#HTHD (Stoler, 1992).

9) E6, E7 FIHE

CIN 2 & 2 #1222 M o ¢ CINI DL HPVE
6, E7TORBEPEOLN, FOEHZZTTVWEELTY,
ZOBRBMBICEL T TICLLBERNOREVWIM 2 %5
5. ZLTZOMICIE, pS3IDOFEEEIIHIEY, B4 Zid
ETFRENERINEHENICTEHREBIETLLEEZD
nTtwsd 1), fIZETFEIRCBY I fko 3
p, 4p, 4q, 11q &\ o 7235 T loss of heterozygosity
DEHEIC R S, $EC 3 pl4-p21 D FEHIC B O FE P &
{EFDHEAET B REME AR EN T (Larson AA et al,
1997).
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10) HPV IZX$ BT F>

VEDOXHICHPV BT EFRBEOFENT L EZ S
n, SRIEREICL Y 2O TREEE X O 2 & h
5, 2O HPV IR 2 50En 2 Pk bt # HPV & 47
Fi R F8HE 70 & S I FEH SRR OWGHICHH T 5 72040
HPV 7 7 F  ORBEPFRAA LN TV S,

PFLHPV I 2 F v L LTHA b OFME IR TV S
A, REMZDBDELTIEYAVADNADGZWF v T
PR (L1 HARSH B vid L1 & L2) XY 7% 5 HPV-ike
particle (VLP) &, ZTHIZREHETICHES T AHEEN
THBHEG6, E7Tx#MlAaEGbE (EAELTDHEWVIEER
577 FF & LC)chimeric HPV-like particle (CVLP)
233 % (DaSilva et al, 2001, Lehtinen M et al, 2002) .

VLP Tid HPV X § 2 R FIBifR 25358 S h, HPV &
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