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HPVIZX D SN LA, ZORESIHEERLa Y
O—XGEORMEETHY), £ OLGERIERMBEICLD
AR S NTLE D). Lo L BAREER % 2k 72 high-risk
FBIHPV IS 2T 22 &08H 0, 2o —HI3EREL
L, WNEHEITTHIE 05519, HPV & 0B )5 454
SNTWDLIFICIE, FESERZ SoEhamE, IMME, —
H O e, WHEEERAE 2, R D 2 LM SR Tw
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HPV (SRR 03RRI & Hz i 7 & R KR S
THY, HERHPV ICOWTIREREREOME L) &
512 high-risk # (HPV16, 18, 31, 33 7 &) & low-risk %!
(HPV6, 11, 40, 42 %2 &) 123 S hTw b ¥, 75 G
CBIL T, Rk 90% UL b5 HPVI6 &, 18 A, 31 %I,
33 7%z & @ high-risk & HPV ® DNA 25 EhTH b,
BUE F CoREN, 5T EWFENIZE L) HPV &4 1
HERO) AT 770 —b#Z25NT05E Y,

COXHICHPV R TESE R L, b NOBFIEL DM
WEZLERFIET -~ L TEETHL. LiL,
HPV R R E B E 74D FOFEMAR YA /= X 4
Eho T, ZORKIIFEIZHPV 2563 % [4R5E
WG A = A L] ITRRT2EZEZ 6N TWE. K
Tld HPV BRI e Y A 1 = X 4, B \CHES - 4 B
WCEEEZLTLIEICT 5.

1. HPV D714 79147

HPV 735 & % B Rl & v o 72 LRI, 7
FF /%4 (Aftiie) DEIRICREAE S - 7 T T
L TW5b., IR DR TR IAFAET 2 FE M 13 5K
Mg & LCaiez A3 20%, MO &) IEEE Z B
NG IZ T R & v, BRRFRYIC EREA~BE L 27075
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1 RKEMEEHPYSAT7H4A7)L

HPV 3 RO G2 5B A L, FEMBICEET S, B Lz HPV X, BNERBITL, BT EY -4k LTH
Fransg., EEMILE ERomEE M7 0 s 01c8k0%, ETHEIZ258 55, 208 & HPV 7/ 4 b FF O
IR L TS, e~ SR EN G, SRS NABMah o HPV 7/ 4 0E, K& ETo%BdiiEo 57
075 MBI E R TwS, EEOTFBTRIMNE Y 0E—4— (HPV16: p97) 256MIL L TH Y, E6, E7 & LIkt
Wy ORI HEHLTWAS (ke t). B4 IZEREDS FBTORBEIFEDOLNE (FHEt)., v 7Y Ky o8y L1 L2
1, WL L7 T OAERENS (Bt ). SMLEERSIC BT A HPV 7 2088 FRE~ESICONERT 2 (Y
JE). R EEUE LL, L2 ORBIASRI AR I VRS 2 (HVEA). BEENTT 4V AR T, BROBEE &I S
M, BUERAN & ST 2.

FRIEE TESM L. 413 HPV EgdEiik. KT is 5 HPV 2SR - B LA~NET ICoN, B LASET T AT

Y.

bz D TV, Z DRI E RIT 72 LR A
Bikith, MEILL, #BIYIELICHEESN L 2,

HPV & Z D X 9 %@ IR S % A 3 5 B R |2 FR 221
Y25 (R1). HPV OGS HAT AL L2
AL ERHEOMA B bBAT A LOMHT 5.
Br& VIRA L7 HPV 1Z B O FIE 2 & 2 3~
PG L, MlRNICIY AENS, oLk &, LM
faziEr e U GERT 20 F#EBIEHPV O F v 7Y M &
HEMIAERT O NS L HREEOM A2 2 EPHE shT
WA, FEZRREREIEB S 2z s T v, Hlllg I EL
DiAT N7 HPV X, ZOHINT Y ARIERIICHEEIL
n, KL Xuvor s o DNABEBEZRIET 5. ZOBERIC
L0 HPV BB = ¥ — 2 kDT A VAT A% 20-
50 0 ¥ — R R L 2 IR eRIE L 2 2 %Y. 20 k)
7 RIS Tl HPV OB n F B3I L v
IZHif s cBY, HPV ITHRICEEEZ 5256 2 L b1EE
DB INLEZ LD v, Z070, WwolzA
A U 72 Bl 3R S B 2 & e < B 72 b LA
FAPNZHERSE LiET A 2 &S T& 5. 22 &3 HPV '
CIEFEELEFTLODEFRIETHL EEZOND. L
MNLaHH, HPV RGN CRERIEGLIRGE & M3 5
BHEIAHTH 5.

HPV 3153 > DNA M2 FIH L, 16+ DNA LA
FALTHE NG, Z07-%, HPV 7/ L3RI A

25 B B A L S B . HPV 25501 & 7= i
ZFEEHL O 2Rk, IR LR R AT L B
LNAE LI ICBEIL, ZRERMAT S L IS L) E
194, 20L& HPV Ot fn 53 mE Tl o5k
BIKAFLTEBY, LEMEO&MLE CEE BB Y
— VB LU DNAHREITRL L. —fRICKRBICAH) 13
EHPV OF 7 AE#EEIMIMER % 720, wREAHE
TEF Y 7Y FEAORHAPFLSN S, HPV 7/ 4132
DX YT YREAICHYEHINAZETY AN ARTFFIEL,
TERR STz AN 20T 13 DL & SR~ &
B, ST &7z HPV 13 R R0k &\ o 72 F Rz ALk
LS 570, EREOEGEL LW ES THs 2,
COEHIZ, HPVIIEED 707 5 A %5 CFI A L7
% Lo TBY, Wigextg e L TREBAVY AV
ATHbB. LhL, COLIBEEDIATHA I VER
Th720, HERERTIE, EBOL MY TO Y
A )V A DFRER BEGER OIFH G 2B 2 LIETE 2\,
ZFZTHETIE I ) AERPISE VB ZEL 720, Mo
SEEHBLEEIL Y L8 LIV )y F (X5
VT —R) BB BB E 3 RICHKE E T OVERER 10
% (R2) HW2HPV DI A 7% 4 7 VORI T
W5, DUTIC HPV OBIEFHREOMES &, Mifa b
U7- HPV HERETRE IC BT 2 A2 i 2 L 12T 5.
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E2 3RTHRBEETIESR

7V EEALRE DTS

AiflREz ZRICHET AR EEL - HMLT D

O LAk RE X 0 A Aile, Bk X0 MR 2 22 gt - 8785 5. OB E 27 -7 > 7PV IciRE
L, 7 VONGENI#EI 2 £ THEET L. OtozliEziRg, 27—y 7vo bl z £84 5. @tz
2RI L, B 5. OB, Mt EmRALL, Lo LEMERARICOMMELREET VA LN,

MG EESC, EEAHEEHWCEONEEETVORBEDFEAY PF 2 V-2 VTR LB DL, ET5

Bifftiila 2 w72 b o &R L7-.

LCR E6

Po7

E7

7904/1

L1

6000

HPV16 2000

L2

E4

E5
X3 HPVi6e D5/ LS

E1

HPV 7/ 213 2 RgaERINAEE % & 4. HPV Osifn 1% 2
— N4 5% ORF 13 2 4485 DNA ® 9 H MDD AL
3 4. HPV16 7/ A3 dEMEE E s+ (El, E2, B4, E5,

E6, E7) tifisfay (L1, L2) & ' il i s

(long

control region; LCR) 2SfE7E$ 5. LCRICIZ LB 1R

=y

.....

M7 OE—5 — (p97) B I ZNS OFREHILA

AT 5. ET NIRRT O € — % — (p670) HSAFAES 5.

E7 OFEBIZ L D MOBTEEATFEEN T AT L0505,

2. HPV #O— KN§ 3 8EF & ZDHaE

HPV 2= o RO — T 2RO Y £ VAT, T
(& 50-55nm DIE FHAETH 4. Fv 7Y FRIZRFEE s
A7 7 43 8000bp @ A §HBRIK DNA T, open reading
frame (ORF) 137/ 2OFflo DNA HICOAT— RS
TWwWhEEZLNTWA, HPV 7/ 4532 — F§ 5 ORF
1213 6 DDIEMEE E(EF (E1, E2, E4,E5, E6,E7) £ 220
BT (L1, L2) 25h Y, S5 ICHEIHEEE LT long
control region (LCR) #'% % (R 3)%. #ifas bR
LR E 275 HPV DI A4 73 A4 7 )Vik, Ths 620
IR BIR T & Z DR IREI IR ORRENIER ICHETH
L. LFENZNOREREICE L T BICEET 2 L1275,

sy N THDHEL B2 ANVAT ) LD
BB L VEEFSHICEST T2 EP/M6NTwA, Bl
DNA A1) 7 — EiEM:% ATPase i1k, DNA #EGHEZ D,
HPV 7/ 2 OBHBIGIZE S LT\ 5. E2 13 DNA #AHE
PHET AEBIEEALRT T, v AV ABET OB
MELTws, —RICIE N AT 7 FN—%— L& LTl
KA, 7AE—F—Dary77AMILoTTY T Ly
—LLTORET A2 LGN TEBY, E6 X E7T 0%
FACHBLTWA L W) HiELHH 0, E213EL &
MEAVEHT A2 EPHMONTEY, ZOBEEZFIHL T,
El % DNA ### 5121 7 )v— M L, HPV 7/ 2 O#HE
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A E1 dimer

AIT rich region ~ E1BS ] E2BS

4 HPV OEBEHET IV

(VA VA §58% H25,

DNA loop

E1 double hexamer

DNA loop

(A) HPV ® E1 13 DNA N % — Pif1k= ATPase i1, DNA#EAEEZHi-oTHBY, VA4V AEHEICEES T 5. LaL, El
13 DNA O#ESHRREILN 720, E2 24 L72 DNA NOFESETLADEZ 5N TWAE, IR L7-SDIE, HPV O E2 28 LCR
IR B B B2 AT (E2BS) ~FEA L7142, E25El L& v o527 MHERR %4 L<C, El % LCR oG5 (ori)

VBEOREAERAL (E1BS) 12) 2V —F$HEFILVTH D

(B) El{Zori IFICY 7 V— b ENTAY B —BifMEZ/RT & Z121%, BEIMT6 EA (hexamer) #EH L, double hexamer
ELTEFDOMIZ—AREDNAZ V=TT FEELEV)ETIUNRIBENTVES.

BIZOMEE L Tws (F4).

E4, E5 (2B L TIZFEM 2 %R X b 2o TV 20 as, E4
S EEO D EDTHLFA N TF oAy N T =0 D
BEANOME 2SN TS IELY, E5513 G2/M T
cell cycle arrest Z #E T 2 ML ME LT3 ¥, E51d
DNA & S E i c b % 720, Mt~ 5
AR ENT WA, 27 MO highrisk S¥ T —<
ANVATIE, ES DV EELZRBEHFERTLERZ SN T VD
D LALIRSDWEED ™Y AV AR B 5% EITb
Do TV,

E6, E7 I HPV &SI X > CHI &R I ENLBBOTE
FERT- L2 5N THBY, high-risk B HPV & L Tt
B 7 HPV16 Ti&, E6, E7 3% 21 p53, pRb & M HIE
A5 EDHSNT WS> E6 3 pb3 D4 &1
HEL, PR3 EMNEILT AL TTRI—V AR ER Y
AL Vo 2RSS DR E MR AR A THET 5.
F7-E6 121 po3 DAL ORER & k7 dES TG, —
77, E7TEpRb &R, 552 8T, EEENF E2F =
WERES T2, TS LD EGSHLIE S im v, EE
DNA O##L L [FI I HPV 7/ & OB EUIIEEAL SN 5.
high-risk ! & low-risk 1 E7 TRb £ D& ICEIEZH
505, ZTOROET S Rb EHEAT LI e HiEshTw
% %) E7 % E6 B pRb AL OEE < D&M LS
TLZEMHESNTHEY Y, 200E2E LTHIETIZ
Rry b 7Fus4v 773 —=Td5pl30 &L DG E
BOBKEFEEICLETHL EVIFELH B B0, 7
B, E6, ETOFEMICOVWTIE, TORBICHEBINATVS

EHREORHESZBL T2 & /2wv,
WEBEETFCTHHLLL2EF Y TSI Py 2 LT
WEELTHBY, YA VAR FHEOTRICLHTH S, F
YTV RRLLEYED MDA TV AT TRIEENTS
0, 22212 L2 03 AAENMEEEZ &S, L2ON
KEHFIENED 7 A VA DNA &#EEL, 74 IVADNA %
MR LTS, FELD T FEHTH S LLITH
M, in vitro T A WV AR (VLP) 2B 5 2 &
BNTELW, 22T, L1ICL > THB XN VLP %
Hw/=HPV 7 7 F o %S Twab, Lo L LLIEHPY
ORI R, RFEZ HPV I3 5272 F & L
TIXMEY»E . &2 CRIFCILHEE O H 5 L2 % FIH
L72VLP U 7 F Y ORENELINT N5,

3. WBEOSMEICEKTEL /- HPV Bz FOREHH &
DAIVRE ) LDIES

HPV 233 — N9 % EZFOFBUE LCR Sl & h
TBY, COEBIHEET2EERERTICL ) EAICH
fishTwa, HPVI6 X2 o0 7uE—¥ —%kH, LCR
SO 312 p97 A%, E7 ORF FEIAN IZ p670 A5 & &
Twh, p97 » 51t E1, E2, E6, E7, (E4,E5) %, p670 7*5
L1,12,E4, (E5) B EINnbLEz6hTwh (R5).
B2 18 DA LB BRI Rk g ) T3 p97 29b&RE L C
WBDS, JRYe L7 BRI R OREEICH ), F O
T E—F —{EEIEIER 5. Milsoafb e & b1 p97
DIEEDTCHEITFEZ Y, HfLIREEIZED < & p670 2%
HHALE NG, ZokHiz2o070E—5 =MD
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- WEEZLRTWS ),
rﬁ — ey LCR K63 1 EOBG R T 1k o n it STy,
1000 2000 3000 4000 5000 6000 7000 7904 NFLAPLGR/PR,PEFLTEFI 7;(1:‘5;}, ﬁ%ﬁj—é:tf(ﬁ'liﬁ
les ] m~, Oct-1,p53,retinoic acid receptor, C/EBP 2, YY1,
e PSM 7 & A IEEHE D J7 1~ 5.2 B 5 52 & A9 5T
b7 5(E6)2W, F7- MR 2T N =L L
E ARA EOETEDES T, keratinocyte specific enhancer (KE) 25z &hiCTw 5
= ARA  EGZETEZES P, COFBIKEAT 5 LSRN R ETR T3 E S0
§§§ Egé;ig £ THEHT, KEIIfk4 ERTOMAE/EHIC L ) HRE S
ARA  EBIEICE2ES NTVBEEZLNTWS. U, HIVOI 4 744 7L
'i“”“ o T, HPV O#EL, B X OBE TR oW
— o — vepan EOSMUERE T L ICET I EICT .
AAA  E1,E2,ES
K5 HPVI6 DEEEY ~ LT~
METOE— 5 — (p97) EVET SR L XN5 mRNA EERE R AHMAE i< HPV 7/ A@%’E%LZ‘Z\E
(), Bll7OoE—%— (p670) L VEBENL L ER % EL E22MUL NOVIZHEBT 5. LICFEELE )
% mRNA () #R¥. —RICOM7oE— =551 i%&%‘&@ﬁ'ﬁ% ILETH LD, HEEN (o) A 3“6
El, E2, E6, E7 7%, #ll70E—% -2 513 B4, L1, L2 23 El BMCIIARTHTC, 74 IVADEERTTH S E2
AR A MOZy ZITHETEENDL EEZSNTWAD, 75»14%2: ENTW5B D, HPV OBEEEZIX, E2 2% ori %
EAE5 20V COFEINIAHTH 5. 220 Poly (A) 1 ICHEAE L, #ELZE2DEL EMEMEHTSAZ LT, El
IS S ), p97 205 OEEFEY L ES T, p670 2» % DNA 4% (EIBS) ~Y ZV— 32 E#2 51T
5 DEGEEYNS L1 RO ¥ 7 F V& Hw T Poly (A) 7 w2 (B®4). BRI EIICE2I’R T VRAT 7 FR—
hmEns. B3l ORF 226D % ¥ 57 & RUEHE y— b LTI 2 LAk B 7S, IR YRAE T OB R
mIfTRR FLLCOMERL S oTOR
HPV 7/ AT 213 HEED DNA KR Y A7 — ¥
LIRGFE L TR S CTBY, sids il 7ot —4 —, ED DNA HBIEDLETH L. L LIEEE 2 HEn7:

BEEZRM 70T - LTS, CRHEDOTHE-S—D WIS T R A S BERE L 72 IR 12H 1, 1dED
EHHEE, TeE—-F - B0 ENEEANOEEWO DNA BB E I LPFHTE 2w, 22Ty AL
LG FORE G /38 — Al O bie U TELd %72 AL, b L7z T DNA G & BG LS 5 & 9 2t

X 6

TFIID

!o p— %.20.0800:,

m B EE Ill H BlE g - | m
% m e %
Repll_catlon
origin Promoter

HPV16 O LCR#%& (#HA7O0E—%— p97 FIHEFIV)

LG PRE S LCRICIEWI 7o — % — (p97), HERGELH ), £ OWBERTICI VR EZZIT 5. PI7 OiFHEILIE
AP-1, NF1, SP1, TFIID, TF1, Oct-1, PSM &\ o 7282 EH T2 L D HIEI SN TH Y, LCRIZIZ I NS DEEF R T 25563 5 FEi
WECHIDSAFAET . £7- HPV 24T 5 E2 HHIC L o TOREME% 9 15 CB Y, LCRNIZIE E2 #&EML (E2BS) #%4
TFET D, INOOBERTOREIEEEOMMET B 7T LKF L T 5. T/, LCR WITIZ LR ICHE % 9 1T 5
keratinocyte specific enhancer (KE) 4HIS% RV E V2B TH S GR/PR (FVvaavFa4f FLtv7Fy—/7Tar A
FUY LTy —) EEEBOFEET S, 7 I F /A4 FEEEE, 16 BITIIHEEEER ENTE Y NF1 @&;Eﬂ%é&ﬁ
TWh EWV)REDND LD, HicOEERTOMFENEME L EZ LN TS, F72 GR/PR #EAHEBUT S VE Y OHE %
52 ETIHBLENE L) HEDH 555, EZL TG SND L) DATA 215 TE Y, Z OFEIEOIHEELHIEHI iTED%T
Hb. SHIZLCRICIFRERIEO A% & THEBBEAFEL, ELEEGHE (E1BS) 27T 5.
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7 HPVie #HI7OE—4— FI#METIL
R b7 BECHE T, p670 OIFHEALFH I~ CDP,
YY1 OfEEIC &Y, BT 0E— 5 —imEIZ &I HIE S
NTW5, IS o5 b7 a 77 2125 ) 551t
EHRITB L, SAUERLS R CTH S hSkn-la AT YY1 &
B &b s, /2 C/EBP BIC L AEGOTIHED RO S
NLLHIChD, E5IHLDRFHETIZ, CDPIZX
LHHIDRIE SN, BT aE—y —13EmibEn s &
EZHNTW5,

WBEATHEEZONTVS., ZOMEBREICETICL-
THbNL TV, YT OE—5—Th 5 pI7 1 HEL N
WTCHEIMLTWA E7 1L, pRb 1238 S LT 2 g B 1
OB % i S €5 2 2T, WO DNA HILHH
R FHEMEILT 5. 72 E7 13 PCNA 7% &0 DNA #8125
G32RT2FHET LI LIMONTWS, EBET 2K
L7 HPVI6 13 LEEMIIRATY A LAY/ A% RH & <
BT A v, BT IO L) HIREM O L & iR 5
Z LT, BRI SMEOMEIT D HEL TWwa 10,

~MEEEhE» S AELIERE~

KD 3 LASHE A TN O AR A & LRE~ A7) & p97
OEWTUHEIC L D EL E2 088 E LR L, 2o
THPV 7/ LB EHLI NG, ZOB, E6, E7TD
FHELWMMLTWAEEZSNTHEY, E6,ETICLD
TR N — 2 2O ML R 0 fiiELs, MR b o]
b, BUMOEEERICES L Twh LESRS 17,
HPV % 70 E— 5 — O+ E b7 4 )V 2T
DN, FEAROEEMEAlLETH L. E6 X ET
DB ZDORKMEET 5D T, BL 5 LEFEE
HTIX E2 12X % E6/E7 ORBHIHI K 5 D Tld v
LEZoN TS, Milagfbicft) B 7o -5 —,
p670 OIEPEALHIEIZ, p670 L ~? hSkn-1la & C/EBP p
DIEEDTHREENTVWSE (B7) V132 chs oiEER
TS & b ICEHED M S CTHB Y, hSkin-
la (3B TORBIERSNT Y, C/EBP gldfklL N

(VA VA §58% H27,

DFEBTHHH, MO L HIFEBEIEAT 5.
¥¥I12 C/EBP Bl LEMleo b~ —h—Ch b7 7 F ~
10 (K10) ©5sHFHE= 3D SWI/SNF & 04 b i &
NTHY 32 HPVOR7o®— % —fHiEo s o<+
UHEEOEHRICHEG L Cw AR H . TR
REETIE p670 2 & I2HI#H L Twb CDP (CCAAT
displacement protein) Sl D 5L i2)e U TRIGILT %
EWV A HER M p97 1I2B1F B LCR FHIEOE A 12 H
HMENTWBEVIHEDLH S, LCR FHIE D& OEEHIH
BEEEHILRFTH S Spl &, ZDOT V¥ T=AFTH
% Sp3 DAL SLIZIE U TEIL T 5 2 & ofl,
APl OREBUL T DZEALD G- T 57202 b Tn5.
COEHIC EEFRETIEEE LI Nz p670 226 F ¥ T
K& X7 ThaHLL L20KEICHEBL, Y4 VART
DIEEABZ 5. #RSL L2 AEAMENIZIEZ ) LT
T&72HPV O A VAR T DRI HFAEL TV 5,

FREME CIE EA OB IGE L TB Y, B4 &
BIA NI F U R T 45 AL DORESHESNT
Wa Y, HPV BESICBIF B E4AICL B 74T A MHED
BENTE Do TRV, BEFS 7 AV % #lfayt
RO BB, Ml 2 AL E IS T 1R S 5 DT
WFewnmneEzoNTn5, bEAAINIANIE E4 1T
MEPOMEZA L TnwaE EEbs,

29 LT &S Lz HPV K71, AL L 72/ ol
HL LIRS, oBEENEEL TWw L.
low-risk & HPV [&4%|2 X % BPENEEE R high-risk £ HPV J&%
YO RHERZETIE, 20X 2EEoMiasike &0
DN TANADTA THAZVPHILLTWDLEEZS
nTwns 2,

4. BRFEE HPV IC & BBHKFEHE

FRED L IICHPV IE, TEEOSL - B2 FIH S
B TGS 2 AV ATH Y, 53D DNA
EREERE 2T LT A 2 L3 YA VA E > THHETH 5.
L LA SZ0REE LT EEOBBREZFEL, 29
L TR ASTOME L 720 T lE, BIETARL EOERK
B LD SBbEE 285, B L 2SI B
WL, HPV 7/ 213 B2 §Hi % K38 L 72 IRREC 1 £ DNA
CHAREINTWDL I EDNL W, ZTOMAAARIZLD,
HPV IE7 A VA& L TIIERARE L 2555, E2 DREIC
£ E6/E7 ORIUXTT 2 ADOHEz LD L 720, Zhb
DIFBRIETORBPRFITET LI LR b, 20720
ML OGBA I, 7/ AARAREESFESNS.
HPV BE4siifiid, o OBEIEMEICAY i 2 & T,
FEALNEM LD SN TWB Y, 2B HPV ¥/ A0%EE
et fRICHAGAE NS IS LT, MARAEw, it
WEPE Do TR v, Lo LIEGSALIC BT 5 HPV 7
J ADMAARG, EUEROREL LTEETH L 17,
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HPV (ZMEAT A% L T8 O LRI g L, Fibuskds,
RS LR DS SR CHENIHIE T A7 A VA TH .
O 0D TR L NIV TB I A 720 0B R IR S LR,
FEEY L 0O BRIED 7250, MBOEIRN DG D 7
HIZBTAH. TOL) KL ) HPVIZA L AL %
o, ESHAICEEL) DLW EFEEZBHETE
7. LPLHPVD I A 7394 7 VI L TERZRID
BB ELHENTWES, ZhETO HPV %L, 55
RO BEEMNEN S, FHMEFHER T Th % high-risk # HPV
D E6, E7 12 & 2 LRI ARSI B b 2 AT AT 0 &
o TWwiz, L2 LedS, HPV OFEU Lo 2 5 5
low-risk # HPV (2FF L CiZ, E6, E7 IZBE - T # DRk
RSP ENT WAV, HPV O#E %2 5 L, HPV &
B2 XD 7256 SNLEHMTH AL, FLTIA VA
PEMLIHERTIEE L, BYOMEELFHET L0700
RIRMOFERTH D, TEFEHR L, HPV OEGIC L 595
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Papillomavirus is a pathogenic virus that induces benign tumor at the infected lesion, and its asso-

ciation with malignant tumor was first identified by R. Shope using animal model. A variety of cancers

have been reported to be associated with the infection of human papillomavirus since the report by H.

zur Hausen that describes a connection between the HPV infection and cervical cancer. The HPV

infection is broadly distributed as a sexually transmitted disease (STD) and recently the initial age

diagnosed as the cervical cancer is getting lowered. Because of its clinical importance, the study on

HPV has been focused on the oncogenic properties, and the results of which had great impacts on the

researches of the tumor suppressors, such as p53 and pRb, and "ubiquiitn-proteasome" pathway. On

the other hand, the biological properties of HPV remain mostly disclosed. The lifecycle of HPV is

tightly linked to the differentiation program of the target epithelial cell, and this unique property has

hampered the study on the HPV replication mechanism. Here we summarized the findings on the HPV

lifecycle, including the virus gene functions, the regulation of viral gene expression and replication.
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