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AHTIX, HPV ORFOFFEOP T, MEEEMEIBMRT 27 A VA Y X7 B THDH E6 O AR
T & HPV @ A 5 7 ) WfFe 2 L) B TR 5.
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Abstract

An estimated 17.8% of the total global cancer, in the year 2002, may have been caused by microbe
infections V. The most frequent cause is the bacterium Helicobacter pylori (about 30%), and other major
agents are two viral infections, human papilloma viruses (29.2%) and hepatitis B and C viruses (27.5%)". HPVs
have been well-characterized as causative agents of cervical cancer?, and almost all cervical carcinomas
contain genome-integrated HPV expressing E6/E7 oncoproteins®. Two topics of recent HPV research:
structural analysis of HPV-E6*® and metagenomic research on viral infection in healthy humans®?, are
selected in this article.
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HPV O FEE LA RIR

HPV 13#98,000 #5072 2 #HoBrIk 2 A
$HDODNA 7 A VAT, JFrXa— 7Dk
RO X v 7Y MEEER A 5 N
DIANWVATHA. HPV 7/ ZIHEEGE H=
7uE—4% —fy % &T URR (upstream regu-
latory region) & MHEI A HliEIGEL, #IE (T
i, B L OBRIEE TSR L DR S LT
%Y, £ ORFIZH O DNAH (& AH) I
WHELTBY, MEE STy 1 VA
OB 2 Fo 6l odEn T (E1, E2,
E4, E5, E6, E7) »a— F&ih, #IEET
FEBZIETANVAE Y T FEA (L1, L2)
TI— FENTWAEY

BIETRIEHTH Y, INFETIZ176 D
HPV %3438 &, HPV 7— % X— 2 (http://
pave. niaid. nih. gov, http://www. hpvcenter. se)
BRI N TV DY, ZOHTEFNIINA L
DORFHEATERH SN TV AE Y A7 AL (high risk
HPV:hrHPV) (216 B L OV 18 A &4 304
A7 THY, & LTHPVD 2 ODE(LTE6 &
E7 DHBAEG T EZ 5N TWEY, —
7, RET T —TEORMEREIZEICE &
¥ 51%1) A7l (low risk HPV: IrtHPV) & X3
é f(L %)2>3)‘

HPV (3 H iV R 4k o b CeE—55 24 e %
B DA R L, BEHEE T 5.
Z DS TIE 50~100 2 ¥ — (51 FEEE
DIANWART ) ADPBHNTE Y — 4L LT
HMEFR SN, SEACHIRRE O i c B LTl
RIBGARFER MEFF T 2 L E 2 5TV B2, &
JSfEClE, bkl 7zF v adur A 2 TH
% E6 & E7 % &7z AV A T 53 <
MEFFENTWE L Lad s, mEME)S
FRBAERAT LML T BDIHE, AV AT
FHEBEDE ARG S BT/ %22, 2
DX 9 LM I DNA A5 (S) ISR
F, MIFE 2 B L TV B2 FRUSK LT,
DNA RV A 5 —¥ 7 EERIZLE R KT %16
FANAKAE LT A HPV 12, 5 =M
LChEA RS- 24T9 2 &2 & o T S 2R

B

L, BSOHEMEITH) LEZ SN TWBY,
ZDIANVARRKTO—2& LTHEFHENL
DHHIL50 7 3 JEEPSREREND E6 ¥ 2737
B TdH VY, hrHPV @ E6 & p53° % E3 L. ¥ % F
2 ) I —EE6APY LM EAEH T 5. ZOfER
E6 & E6AP B & Ups3 &L HAEA 2L L, EGAP
OFPFFREM AT ST L2 EI2L Y, TarT
V=02 E D (X TF A2 ES) ps3 DGk
EREAEL, 7R =T AR 00 F 7,
E6 (X E6AP O 5-7  p53 & 7R3 %A 2 &
L, Tz xF Mbick s 7ur7y—2A
SRE IR B AN ZANCE D T W IES
NTW5. ZOps3 DL hrHPV (2312
S, MoBEFEIO HPV TlRiFE A RS
BN EMSY AL E DREDNR  TRIB S
N5, E512, E613 ps3 DiEEEHNFTH 5
CBP/p300 & biEE L, TOWEx I+ 52 &
T p53 R A “HIERT L TWb EEZHNT
W52 BHIZE6IE Bk L-ERDAMZ S, TR
b — 3 AFFEIZEE 59 5 Bak', FADD24" 5 X
U pro-caspase 8" LAEETHILIZLHST, Z
NOOEEZIAET S Z EAHE ST B9,
Iz T, B6% v /37837045 —Prlik
EEALD 5 VI L (E6A3T 10 X T —
Y E R (TERT) 7HE— 5 —OEH]
HIRT- %08 52 L HE STV,
TERT #HiFEIx, 7047 EOMRHZ X B4
WALDWESD 1D TH B, ZD—FT,
JIEL51%, TERT EBO™” AV AE M ER L
LT, 12045 WIHRE =2 EK L E
IRAERE S 2 72O IHEFNCE < TTRBIEE, T o
A 7 RIFRAF A B i 5l A 15 L3 2 TR
%, ORF%IERL TV 52

HPV O & AIHER OGOV T, A
THIIHL7ZHNEEE - B E LS o HAE
#a? (http://www. ncbi.nlm. nih. gov/pubmed/ 1937
4192) 2 BE 2SN\,

HPV D E 6 % > /X7 EDOILF SR

E6 3 ZNHFIBEREEE Wb oo, 5L
DA b REL 72 % 87 B EMEMR GES)
5 EPTERA EHLNIZENTEBYY,
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ZFOERERENED X O AR &B#%iof
W5, E6lZVATA V) v Fhy VIRFETH
Y, %% zinc-binding (MEHHEE) FAA V24
95 E6N & E6C &I 2 58I SRR S i
Twb. E6 (E6C) 1& E6AP IZfFAE9 % LxxLL
X IEEOT I VER) wEoufT ) vFE
F—=TENLTHET S, 2D L) % E6 Df
EiE, EAPDAND A & — 7 = 1 Ul K
T~ 3 (interferon regulatory factor-3c* %° notch
DA - TIFN=F—ThHLMAML1®¥ 7 &
ThHEsN b, F72, hrHPV®E6IE, PDZ
(PSD95-DIgA-Zol) K A A > %##DPDZ ¥ > /%
2% [LIAiiZDHR (DIg homologousregion) X
GLGF (glycine-leucine-glycine-phenylalanine) &
b#E5L] & CoRMo PDZ#EAEF—7 (PDZ-
BM) 2/ L CHE T 52 & 5iE S92,

w2 > 7T, E6 & LxxLL;E‘f‘ THRLW0

\ZPDZ N X A ¥ & DORE RIS DGR O
%ﬁmmwtmw 77/%@20®Hn&%
(IGBMC/INSERM $ & 187 5 > A 7 RF- 1
Fe v —) EXRET 7 — Y =T REFEOWITEE
513 HPV16 @ E6 & E6AP @ LxxLL €F — 7
(1273 /7 E'L*T°L'Q°E°L'L’G°E"E"R?) &
DA, BN (HPV16 & [H L SAEFFF
+5) vi8¥ao—< A VA 1R (BPVD) &
NE¥F L) VIxxLLEF—7 107 3 /B
MD’D’L'D°A’L'LA’DY) & ofEE xR L,
X MRS & 2 SLARME & O BT B2 L 727
ZIFE TIZE6N B & U E6C OfEAEIT I, ([F
Wige 7V — 78 &0 72) BEEROHE»H 5 b D
DBEF 7R (& LxLL EF—7 &
DOFEA) OREEALIZZ O H CEAEW 2 (2R
THolz. WigeE 5%, LxxLL 12~V b — A4k
YN EFXF ) T ELTHAESE, /2
E6 O LA #5273  BRAR % E6 12
BAT L% EINT COMBE ML LT

LA RAENRDL Z LD, KIGHEZE W
%K&/M? (E/~—) OWFELIIHEII L
T EDNT ORI D %D T2 HEERAT O
FEA, E6AP B L UVIF ) v LxxLL I3, E6
® LxxLL %4 K % v b (LxxLL-binding pocket)
N BRI T D AR, TOMEIZRL

B00 (BAxRFHEINTS) REa—<7 AV
Z (HPV16 & BPV1) M THEELL TWaH Z &S
S E o728 L7zas> T, Z® LxxLL %
ERry NOWEFEEEICEETH Y, HEED
ER L 725 2 EHTRBE RN,

—7, A7) v v1)y 7= e
(Leibniz Institute for Age Research-Fritz Lip-
mann Institute) OFZEZ IV — 713 NMR % H
ThrHPV®O—2T& 5 HPV51DE6 (E6C) &
PDZ % > /378 Tdh Ak b Dig (hD1gl/SAP-97)
L OREEEABHS LY FREL T T v
A—KEDOWZE 7V — T HCESERIZ 5

25 (FATR) #E6 (B A L7275, TRy »
/\7 L pS3 KA TEDSRIBET B 72 &, I E

WO A AR RIG LTz, Z2TRAY
DWFFET N — T AR DE6% v /37 otk
1% J:\ZE6D PDZ-BM & hDIg?® PDZ K 4 A >~
2 L DFEE % ENT L, PDZ-BM # 1% hrHPV-
E6 M Cokm: & J 4 o 1 )V AR TORER
2 R L7z

ISR EE, E6 5 2N r O
L OB S oo H ), E6 0)(:
B2 A7 1# 9 5 LxxLL #% & fH18 & PDZ #%
%—7,£;WEMDN£ﬁ_TE¢é§E%
A (PS3AEAITNEL) FEBII K AE R D 2 LN
v (B2 AR ZENZIVER T LR E
T5) ZEHLNLRSTZR

HPV D X 2%/ LR

5, KE=2—3—27 KFOMEIN—TF
&, NIHOb b= S 270N/t —27a s
I (Human Microbiome Project : HMP) @7 —
& N— 2 % T HPV B E BB OIFIED 72,
103% DK T > F 14 7 O (< 4 7 aNA
F—o EEIIME ARSI &AL S, 22
f@@%»x%ﬁ%thwé)@f&f/A
RNt 247> 72", HMP I, EHIRFEEICH L b
DA 7 UNAF— L% ffiird 522 HIgE
L w5 (http: //commonfund. nih. gov /hmp
/index).
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18 2°7) X D L72 DNA %25, b M#EfzT
WiF b & 7z4 ) 2w Wik b L 72 IR Ry 7
Tav N YY—Ar Y ARFTH. MAT, HE
T EDY Ay TR XD IEMIZAT) 72012,
16S V) 2R — 2 RNA (16SrRNA) O variable 78
3% PCRICTHIME L (4RI IE 16STRNA DL
ZN=H N T T A 7= EERA R
%), €O PCREWZ KM —7r o —%%
ffioTNA ZANV—Tv & (BIFIKY) (ZEfET
By % f#s% L, NCBI 72 & Oifmf/N > 7128
FRSNIBITF LG HEMERER) T2
W&, MEoE, HoVIdHEEFEETLHD
T4 (http:/www. nih. gov/news/health/jun
2012/nhgri-13.htm).

HMP O 5 — & ~— 131,000 HEFL LT o8k
WFNDTF—% ThsHZ EHEL, 7 IV —
Tx, ST ay VY Y= v AN
2T S NIRRT ok 5, HPV & AHEME
DFEWIEERLY % HPV & LT L7z, o
KR, HPV ORISR E 2R b < (61.3%)
BTl (41.5%), HHE (30%), B & U4
(17.3%) L#5en7z7. TRFEFTOPCRIC & B
fZFlrcld, IROEE DRSS D HPV
MHERIEH 20 ~45%, CIEIZ BT SRR
T35 11% (0~81%)" LW ) HiEhdH Y,
SOFERIZHARB LWt oT05b,. F
DEHEE LTEESIL, 1) INETORELD
LR EASR E L7z (3~ 4 25EH 5 8
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