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2008 3N REAL-

ALK R SV B O 5t

—RRIE 2008 FiENREEBFHEFE

T
(T HEBE AR AL AP T . ALat BV EE BeFEatl 2B, JE st 100005)

WE (EEFR2K Harald zur Hausen BRI FLSRIRHE H5:(HPV) S E 808, 5 704N ALRNE ZILZET 2008 ¥ DURA:
WP 223, HPV &4/ DNA JaE, HujC4% & 118 . HPV B NI B, J5 K™ AR AL 4610 20 5 B Fl AR i
TRPEAE N B2 R RS AMERE AEPED, H AT A PR FL SRR 3 T PR e i R RE A SR BUR AL LA SR

B W I U TER0A

KR AT, SRR,
BRHEE  Q9394, RT3

2008 4 10 H 6 H ., Fiig it 8 58} 2 e it UUR 2
ZE iy EATHE 2008 A R DR AR B A ) B A
(The Nobel Prize in Physiology or Medicine)$5 7~ {&
FF2 5 R R « 5 Ak (Harald zur Hausen) 1P A7 2 (5 £}
2298 BT « VU i#5 45 (Frangoise Barré-Sinoussi) Fl i 7e ¢
5 1% J # (Luc Montagnier), LA 3 # Harald zur
Hausen “ &3\ FL:k % % 3 (human papillomavirus,
HPV) S8 F 3 ” M Francoise Barré-Sinoussi /1
Luc Montagnier “ 7E A\ 25 % 5 5 [# 5 5 (human
immunodeficiency virus, HIV)HF 57 J5 T 7 H 1 K
W7 ARSEREE DUR AR B 2E B 2 T T 3L
P NP 2 PR BRI, mfa il HPV A
IR RRSN . KA R SCERMER BE A R
PIRHSG, 25 NI OG5 85 h B U1 e s 7
HIV RS IANUR I e 158, SENUAM fik
JI B, BRI K 2 Rl G K 2 RO R
T EJE, HIV 5 8 I8 i # . Francoise
Barré-Sinoussi A1 Luc Montagnier ] FF 61 £ #ff 5T il
S23LUER(AID) 2 T HIV i 3R 8,  AoHt
HERE T 3R ARG S5I0T . ACE A HAN
FLRIE A BE 55 N I A R 4 M 531 AR ) 2 B
e PO 5 Ve AR AT 9k e

F 0 25 S50 A R I 5T R E B9 2 20 AL
1911 4F, Peyton Rous 5 ) FI 2 T2 40 i 1A 964 1l 4
(1) JC AN M 358 B B ) — XS, 3 ) Jig KB 43wl i b
(RS T AR P 40 0 AR, R IR 4 I i 1)
ORI VEDR T AT AR . 1947 4F Claude HLBE
OI AT R I IX A I PR DR - LS s R, I
HAw 4k Rous AJRIF . Rous 25 Q1B MEWT 9T IT
FoE T iR 0 208 DR 2 S R A, 2 i AT R
PLT /IS B g G 5 45 22 b 2 W I gge s 5, i 28
Ji R B (KA L T — =R, RN
s ac NSRS 23 I e 21 g5 ) 4 40 0
i Jg T 7 AT TR0, AR S IS i 147 8 e s 2 706
PR JUEEILA, MR FHAEEE, TR Ew
PR . W HPV &G my I AE 20 8 Ao I H
S, T S A IR e AR 40~50 %5, b, Al
PR EE AN, NS IR EE e B AN D
FREER, 5B FLADSO B g R 7 P A
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H, B ANZHES5MEKNERE, REAHES
BB AT R A, o 2 NI i =
HARZN ) S . HPV BAT ™ 14 30
FEFIZH ke e, DR DLIE S ARG 5% 1) 5 i K =
FAFTRBERURL,  SOHME LAFE A P9 HEAT 98 2 3 AT M)
SEae . PRIBR T N R IR s s Tk . 1972
4F zur Hausen 7501 £ 2000 XU R 2 R R AT IR L At
R B AU AT e B HPV Bk, LA
K152 56 4 T 1977 ~ 1984 4F A= 4 38 P v o o £
HPV-6. -11. -16 il -18, 20 £l 80~ 90 4EACiiE 5L
HPV & Y n] 5 & A0 465 5 U8 75 N 1) 22 Pt vk b
J8. zur Hausen (MR WFIUAA AL T NI RE v] B
IR T EUME S, RO HE S N 2K e s 25 1 BF
g8, HT I 5 N SRIMR AR A DA S I R
TR/ 6 i, b 4 B DNA FidE, 45l
EB Jji 25 (Epstein-Barr virus, EB virus), @fa% A3
3k 9 W B (high risk human papillomavirus,
HR-HPV), &} 9% & (hepatitis B virus, HBV) & A
F I 9% Wi 8 8 ! (human herpesvirus-8, HHV-8),
HHV-8 X F#k Kaposi’s K J& 2 i ¥ (Kaposi’s
sarcoma herpsvirus, KSHV), % 2 #>4 RNA % i :
BN R T kB 40 B % 8 1 2 (human T
lymphotroppic virus type 1) K1 A I %% & (hepatitis C
virus). 294 10%I19 N I8 (1) A2 5 00 B I Gy 55
PIFSE, i HPV & HBV 7 & R A 2K
IR 10%~ 15%, 5IREF A EIEN 80%.

1 HPV BY—R&#ER & & 7E B B

. 3k 4 95 7% (papillomavirus, PV) & — 41 g
£ 5 1K) 7 DNA i B8, 8 3L Sk R W i R
(papillomaviridae), RJ & 4s NI 2 i 2045 HES) )
IR IR BB IE E e 2, 3 R = eiR g A= 5 &
IR RGN IIRE . AN [F R R LSRR B B AT A
(R0 BRI, Ao IR A (Al Ae SOk R, i HE
AR A ARG, B REAEAE N A i b R A
SN LG I 58 O BE ) AR . DALt HPV
HME UL YRR, 3 LA SN RE IR ARG B RIURE
M T HPV IIAHOCHEST. o 7AW e kA TR
SERHOCHOR I R RAHES) T 3L IR0 1 45 1 I B
AR Fp Jeg PRV FL Sk IR s 25 R AU TE AR, G
AT 52~ 60 nm FIE+ IR, 0ok DK
JEE AL 4] DNA, 4hae i 3850 5¢ 4 (L) AR
LA R AL 4L, 54 L1 A7 TR AT

) F1. 28 44 (pentomer), X FK T i (capisomer). ¥k #F
ST 72 AR 1), B T=T IE -+ AR
TS, — AR RE S 5 AN 6 AN AR TR
AHAR, b 12 AN FARAR, A7 T 1f 5 TRAH 281 5
Koo g5 60 ANRNARAR, R 20 AL L2 EEEE
A D, A HPV PAAT 12~36 A~ L2, L2
IR S K e e TP (1 P o W
MR ERI NS, 5 L1 RS G, —
FEILN 2] DNA e,

(b) ®
o — & — B
s L1 T LA /

Fig. 1 Transmission electron micrograph of HPV (a) and
the structure of HPV capsids (b)
E1 ALEFRSBEEE (2 BRIEELTEER (b)

a1 55 K 41 PH G FRRXUEE DNA 731 (K 2),
%2 HPV K 41 DNA K JE7E 7 200~ 8 000 bp 2
6], o> A b DX AEEG DX, b X SRR L7
P2 X (URR) KA il X (LCR), 7T L1 F1 E6 2 [H],

L2

El

L1

7857/1

URR / E6

Fig. 2 The geonomic structure of HPV
E 2 HPV MERSHREE
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K41 1000 bp, X554 DNA KB 4R 47 £
R L ) S s IO, 40 B o Ay e P T i
TREMEE G AN S5 RS ELL
E2 8 IS A A . T BT ) el A SR O
2 ST, 208 8 AN ASHESE, 5]
BEAEZL 2 [ ] DLy B e . b IX ok
DRI X, B X g 5 1R B (147 E6+ E7.
EI(E8). E2. E4(E3)F1 ES. 4-FL L #5(BPV)H
HIHIX 4 E1~E8 1L 8 /> ORF, HPV {1 X
— AN E3 R E8 FEIM, AN HPV Gt /b ES g
. LA (I ThAE 32598 & DNA Rl #65%
VA KAl A, b B4 S5 40 M E BN BE
FIT05 SO () HH PR, A TR LAk i 3
HI. E5. E6. E7T S HAHALIEE. E5S AR
SEZ DRSPS R s i e S iBURGI A 2 ) )
AR TR IR 52 A4 5 G I At R 5. E6 M E7
AW EN R EEEN. E6 AN pS3 4ih
fEILTIRE R, B7 500 540 A 2 g 400 o 2 1
K RDb, pl07, pl30). 4% 1% W1k i (HDAC).
AP-1 H 51 M I35 . 40 i o) 90 25 4 g i
Bt (CDKs) A0 41 L J& 10 22 A0 s s i 400 B 0 A T
S5SNI AEREACSE R, X
it L1 A L2 BApARSEER . L1 SRR 8
BN EBIRSYy, FLRAR IR A R 8 IR 1)
AT B H7E  (elly-roll) 4 Bk — W1 ¥ R 45 44,
AR B St Z (AR Ay Ik, Horb 48 KHS 7y
2PN i B TR AARRIURL AR T, 2003 25 20 e ek
HORIH TR AL I T AR IX . A% DS C i dfr
BN o BRI AR Z A 4, TSR A 0 ()
DogE I , 25 HRENER, )b C
Ui ) 4% 1) 30 ANHF 1L L R it S R IR 1 7 &5
Fe, U)ol 1) SR AR B FE ORI 5, S 50
DNA M EAEM, FITHEEM . st rotnke
S DNA KA Z0K, HZ DNA KNG TE,
ANEFERFFHI ], ek FEANI TS, HAT
WA R BLFL SR B AT e 5 5. 1hRAhR
AL EEA, 1E L2 S AAEMA RSO,
HBEL AT 21 A% B BEAE UK (virus-like particles, VLP)
(IBE ST, 23 MR L1/L2-VLP } L1-VLP.

FLARIR A BRI A 2 RSy, i EE B IR X 43
e FBLRARE L1 JE R340 1 ) Y5 1 L 3 gk A7
(. a5 L1 R DR [R5 b5 LAt 28 S AH B /N T
90%, WIFRH K —AH “H” (type), 4 F AWM
1E 90%~98% 2 [H], WIFRILA “ILAY” (subtype),

)5 AE 98% LA b, WAR O AL Py« AR R bk
(variant)” . 534NCL L1 JERI S5 o A A AT, AR
Pa A\ PV 1E3ELL B (phylogenetic tree) H1 55 5 ¢ &
(R 3ZC T AR R FL SRR BEEA T 428, 1% 0 VLR
RORE R BRI, HRSE—Fr 2L —H,
AN e A2 R P R 1 A ABA )9 14 28l 5 4
3, DI SCERIRE 2 WK HPV (429
RPN PE AN R EAT 73 2800, RS K LA
(AN [F1Ks HPV 53 4y W R Tk 2 00 6 65 4 7 K2
I8 R TS 20 SOMR A B e J5 5 A AL 1 RO AN, 4
HNeoa R AU M A 0 & s B HPY
(high-risk human papillomavirus, HR-HPV), I
HPV-16, -18, -31, -33, -35, -39, -45, -51,
-52, -56, -58, -59, -68, -73 Al -82 it 15 Fp A
Al fER HPV BGY 50 30 S g 5 A2 (1) R AR
YR, WAMNESE. AT BE. B2k
MR8 SRR AR IR R AR ARG b, R B A Rk
2B [P /& 2 HPV (low-risk human papillomavirus,
LR-HPV), HuErc%xEf 12 8, 4 HPV-6, -11,
40, -42, -43, -44, -54, -61, -70, -72, -81,
-CP6108, H:rf HPV-6 1 -11 KIS 5 90% LA E
AR TE SR YRS SRR b R 19 A 55 7 1) R A 3 )
FHOGs oo R B R AT BE v fE B A 3 B, )
HPV-26, -53 Fl-66; d. by 4MEAT LEHR 5 55 A i A%
)R VE R RE W R g, a1 HPV-34, -57 M
-83. RGN HPV T8 A B G K 5 I i Jk g L
Al 2R RO 53 DA

HPV (1) 435 8 30 5 R 418310 43 4k % D) A
. HPV 23t B2 ok S R IS IR ik /N G 4 Sk g b Bz 1)
FERCT 4R, R AR 40 MR 5244 B T AN B,
SCHRIRTE [ AT BE 2 A a6 385 3. CDI6 FIT %
(heparin). HHT-FLRRREERR T 5 1E 7 AR L
B A4l 5 2 A0, RS 5 VE 2 B 2 R 1) 41 e 25
B, PR ERE M A bR IR MR AN I 41 i
AR, TR 0 IH R 40 i o] B8 AN A7 AE HPV
SEMANMISZ AR, R FE AN IT R N4 A% AR S5 A
70, AT BESREIN ) ok S RIE . IR LI R A
D ERE R HIA R A EL A E2, EI/E2 B&Y)
Sk mgiG, B 5L M DNA A6
S AT B DNA S P AHOCE 1, 3 3 i
SRR EH. BRI, Hph—
AN M B T RE IR Z BN Z i BESE DA 21 DA (5 5
SN HIERAEE, HEZH I, ARG
G R DAL DB 0E 20~ 100 >, 46, Y



+ 1098 - SMF 5L RER

Prog. Biochem. Biophys. 2008; 35 (10)

BUW T WA ES. E6. E7 B AL 4EFr gL 4l
J Ak -3 R R MG 5 A S vk s R, AT
BERE AL S e . B S IR A i 1) R 2T RS
ST Ak (R A A A B, R R A
(P97 34 K A M £ 0 25 1 0 I8 s T 0 25 e 191 )3 30
T, JA BN R W S AR g B 1 L1, L2 A1 E4
PR, DAIMAE B A AR L P ) s 5 1) 5%
Rl 7y 38 e SeHE, RSN et 1 B 41 RIxT
e EESE A2 LR RN R A, TEEGEEE e B, R
A MR G R ARNUEAT N —4e s, mrLh
T LT3 B P A 3T ) B0 s g R DR L 1) S A
AAE B R A A N, I RS A R S B
TAETANEPRAS, WS 8 - os SR sEdh e
H IR AR AR IR Z A E R, PR
BRI A2 LR S s B SR R A S Ak e B I
K2, JE bR A AT .

2 HPV MIRH#E AR EHIRMN

HPV 222 5 B 2% V) i AL 7, W8 Ik 1
HPV == B2 b5 R 2509 7 A7 11 25 1) 8 e i 7 2
%, SRS E b s Je R T AL R, I AhK
P A B 3 A Al ] T R R B A 1) At
A, BESEZ [A) 0 ELAL R W T A JH IE K G HPV )
BERAE A3 o R P 3R 4B B L, LR 52 R PR
SRR P RE AL B8 LAE 23 Wik R mh 138 20 Wb 3543
HPV-6 J¢ -11 &Yefrsl. A5 HPV LB A AT
NARE, PEIRSh HPV il G ZhI - FhBRR L 7%,
Wm0 g J IR BBk - B2 D e %

HHT HPV O B 5 E 118 &1, Hrp 2/3 24
W& S k4l HPV, BEREIBALA Y 1/3. WE R k4] HPV
TR NS4 b 7 20 23 )5 d s DL 10 AR it 2 B R
BFEF I mTYE. BRUESE. N RPOE R L
M R, @R, Z2H06EE 2 FHHA
TR . BRI & RS KR, IR
Bl TR T SR A S LR ) S RS
PIAH G . PR R &K B A R (eoudernidtsokasua
verrycufirnus, EV)i& —F /> WL DL E 7@ 5 ik
Wi, AR BRI L, 413 AN A
H B AR BA A 2 B g, HPV-8 AT -38 BH P I ]
R EV B, BV BE 2 40 % Dy Rk b
ekl R 2 AR HPV TR AL, EV BAR
S W S I AT e A T P g R B, R AR
g, RO RAES. FIE A HPV X AW
& L] HPV AXT 4.

FEIY HPV 24 T/ B %5E T 4 40 7, Horh
23 Jymfa, AN 13 e, FEEGEA
WPRARTEIE . AL S TR R b e, TSR I
ARBLHG S FPOIR I A SR B S R A RSB b
. OWRARRERFAA E S BE. BE. B
AN BHZEL T Bk MBI IR X L, e w]
RAAEE S B S R e P 22 S 4% AR
Ry VW Bt DR AT B L) % Rtk A i
TR N BRI, AR I R B e . LS
&M FL 3k IR 98 (juvennile onset recurrent respiratory
papillomatosis, JORRP). . bk .
Jii v AR BE AR PE(RBUIE JE (condylomata acuminata)).
NLJADE S S0 CRH 5 290 % SH T AT &1 H 286 5 F A i
R EEE . FIER . SR B, DA
AR, RAEAR T DU Lo T R A B R B
(00 R % B v, R B A B IR 2 A 1 v R
Wi, EEBAGES HPV &GS, ot i HPV-6
Jo =11 RGP O BEMEIE ST 90%. M
AR DU 20 S S R RO e, RRRVE N,
B 5 AT I L ROBE R, AR LR
DX A L AR, s fE R HPV K
PP EC, Horb 54%LL R R S A AR R S
B HPV-16 512, 10%~ 15% M HPV-18 5| &, %
Toft S G 5 R FR Rt 8 B S VR 189 74 1) HPV IR e Y
AT A AR B A e S 2, (AT ER b e e
EiAsh, Wy e fa s HPV, HLL HPV-16 4 .
0 S AR AL R R A, R e Y HPV,
Rt & de v 1O b5 8 S0 BT O AR — 8, R b
HPV-16. U4, HPV-16 K -18 Zif &[] i A
B < T D R = e 0 i R HCAt A 1 b
e, WNATAUNE . RS B AT B A g A
-5 HPV [IEGBAT KRR, J5h HPV G i
RARIFHRNE WA B2

3 BUFEMSEE HPV AR EIEL
TR EEFEA

B T 00 22 B AU TR RN SRR T 56 300 A HL A,
HPV AHICEPE IR &, PR HPV BB K R A
e LTI, SR EIR, PEEIRIE &
HPV B, 2005 50%~80%, b 50% %
G HPV JE& Y. HPV G TCATATIR AR, 1M
H.2) 50%~ 90%[1] HPV J24e m] 76 4L 5 % H 2
2 NP RGTE R, G YRR S (] R
8~12 M H, HAESER HPV I 1T 347 Br i

Bl
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)N 5~6 4N H, B HPY hy 8~14 4, 1 H
HPV-16 55 -18 [¥)47S2 K 44 I 1) LU AL At B 1) BE 4K
0 A TR DA b 149 A ) 3 2 AR W H [ —
fE ) HPV DNA #0 A 2 RFab bk 4. etk
FRE M fE R HPV B YS,  A fE d5 2 35 A8 O B 50
. MR VERRER IR YL B K LA S e L 1
PERAEFIRELE HLA JEPRIUAE, 0 HIV B i 5k
PR BRGNS i HSV-2 M VB HR A J5i 4k CT Jk
Jeligh, FIHPV YR Bk R R
ARSI SNV R R Y I L Sk,
HoAth A e DR 32 I A FE WA FRIRI0 A B 30 R A 58
. REAEAEREME, LTI & fE 5
HPV R 3 55 #% DL AR AR I A7) A7 2% M AL RE T
PRIk — 1 2505 FLAth N S0 993 55 2 AN ).
YLAE 19 20 ATt R B 4 2 P P 3900 R R
B, 20 20 I a6 T 2 XU DR 2 R A T 2
W57, 1972 4E zur Hausen 1 {32 H B $00 1] fig
HPV &5, P scs s T 1977~ 1984 4
M A Bl T8 PE h vE B B HPV-6. -11. -16 F1 -18.
1976 4, Meisels F1 Fortin $2 Hi, 55520 WA v (1)
U123 [ F AL A0 (koilocyte) A FH B HPV JITEk, JF
fr RAERPRPR A A S JE R B 20, 1 e A b
B B AN R AR ] e J Ry T S . XS R ok
#1528 T IE 5. zur Hausen Z57E 1981 4E 5¢ 1% 11
HPV 5 5 39 ¢ R IMRAT W #0E5L, WA HPV 1]
BELE E5 800 1 R R R . AT e 19 31
RSN SEIIT TR SCRE . rh B2 222 e Sl s 2 4T
FOITA B\ w kSR S AT AL 1 1984 4R TR,
Lo [ TS s 2 s 2 e 0 75 2 E BT 1140 R 58
o [E Y A AR IR T T 11 zur Hausen ZUR 51, T
JEXF B B S0 (P RAT A, N T 2 5|
PCR 7%, XL, Adb. @, seMl. Byl
6 M DX 1) K RIS 2 o S R TR AR A I A B -
HPV-16 5175 & B A 20w S £ 2w #5840, 76
BRI R BHYE R A 60.4%, B KRE T EA &
ESIE IR AR R E T HPV YA S S, B
J5 MAFSE T mifa i HPV-E6 M B7 & (20 i 1 %
AL A, HEATETE R TR IR E6 5k E7 Ml
fE AT 5 S NIH3T3 S nl AR 40 i R A2 iR L
TE AR TR IR, BT M0 5 e o 28 3h 1) Js AR 4
Ik A4k, B IR) Hi-ras & fos 7] 5245644 AR
W AT L, E6/BT B[R] A R 3 0 7k AR A i A 2
AN MR, Hnr g5 5 AR AR B R 4l ik A AL
GFEL T KBNS S E AL R), Pl LA

HSV 8 HCMV W [R], ] i 7K A= A% 48 0 3058 1
A B HPV B BH M R 4 i b E6 A E7 IR
i, AR A M R R ) R MR . 20 4l
80~ 90 AR [ K= FE B 57 5 FE AN FE A 4 7 095
BRI D g & HPV BUEALE], RN 7E HPV (1)
A S 3 B TS P 9 T AR 9 TR E A T SR
M. XL A R AN f B EABE S T FF
Ak e B HPV e o S0 A 1 B A
HPV 2% G 40 i S AR S IR 1 5z 14 93 4% 448 i o
R O EORAS, BEE A S RN E, &
FE R B FE R AL R LE T, 15 RO R S B
15 EIENGI v, &5 KRAN, El. E20 ES JOKHB
Sy et SRR P AT 2L L O, 1 E6 A E7 JEA
JFE BV LCR SR Ok PR . B2 788k
JRYLB B RT3 B6 FI E7 (261K, 5 Bk X ) 4
A XA AT LU R, S ECE6 A ET I
KOPERIE, Ah5EER (I ZRIE R S GH A KCTEIR
Tik. FAh, WIRAREERA PG S AT S
P BT, AR AT BEAR I B g 3 DR 1 v KO R
K. 5 HPV GO AH L, B YL O 11 e 2 1) %
R B P9 A KR R TR E6 BT BT AR MR IA
KT BER R, R E6 & ET HAMFKEKTY
993 72 T 0 e P R AN L T 20 P e A B D) A O
HPV-18 J -16 BH M 1 18 40 i 28 A = 2009 440 ffa v
RS P S TE AR R &, D
AL 41 DNA 23 211 A7 7E, B6 K& E7 itk
1 R KT RIA R 55 R A 2 B A 35 D) A K
f10) Fc T B AR ) 2 AR 6 R E7 AR M 40
P PR IR (K K. mfa i HPV B7 &R (1 540 i
SISO YE B pRB 45 & KIS ) RE. E7 S
5 B2F A K F a4 PR 44 pRB, 33 E2F
B BRANMM G1 2] S Bk, mfai! HPV
E6 %K [1i# ik E6-AP (E6 associated protein, E6-AP)
A5, MRAF ps3 & N Z BU N B iR 12,
R JE G% A f o Al DRLIEE A I 403 4 15 | A P 4 e ) 341
IR g . WS R R () S 5 e L 4
A RN e S 3 PR R AT OC. B6 IR TS Ak ity by g
PO B T ES BAR — A B A AR,
EATS A /D 05 143 3 DR 4L LAY (AR A1 103 B AR A7 AE
A[FIk ES ®E, dbmfedE EGF-R S R 0 B 1R
ErbB4 & (1K) i K T3 IE, A 36 12 330 40 i 34 58 15
5, S HERA SR, FIRE R
B BEWR R, HPV BSR4l B Ad TS 187 1 40 e
FERA, R TR R AL S A A, R
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FAT AR R B S DR (0 20 AN T g3 5, A
TR L BE AE T A B bl
1EAE BRI ER S I 2 P = W RVE R, Af
TR AT i 5 DR AR S AN R AN, S A R G A e
TAHB—R TGN K fE B e R
HPV [ I8 AE AL AT AEY 2 B RZ R
FEPE. W HPV-6/-11 E7 #2115 Rb 45 53R K M /6
B HPV-16/-18 Ik 10 fi%, i HAKSEAY HPV ¥ E7 &
P17 20 54 4 RN CKIT B R AL 1) 2505 -t W A
Trafafd HPV. PIGE s HPV 1) 58 1A A

ABTERALTEE.

U A R R T E AU AR B
RUDC PRI S A X, R e A 2 A A A A T 30
BAT I BRIR E B IS PERFEEE i fa L HPV
G B 5 Je 1 J g G AEIRE B T 2L 10~ 20 4RI TR]
AE D HOW 50 A6, 1 ~2 45y BITRT 3 e o 5 i
TR AR A SR BRI, KRR BV B
G BB F AR AN R 4 AN B WA 3
Js.

10~ 20 4= 1)k R AR

G \

mﬁﬁéﬁL&‘HPV@?%L& CIN1 ‘ ‘ CIN2

v

CIN3

R IR b R 453453 (LSILs)

F JEBEIR_E 45345 (HSILs)

Fig. 3 Disease progression from koilocytosis to carcinoma

B3 M HPV BEZEETREAEHIEMEXE

BrBe 1. 5 8 BB B A 1 4R (cervical
intraepithelial neoplasia, CIN/1), 4f ig 5 74 3% 2F 55
B, ARSI A, SRR IR 1 e
J93 4% (low squamous intraepithelial lesions, LSIL).
LSIL 22 w] R fa R sl e 1 HPV IG5 ke, ]
FEAT 2 R HPV BUIIE[REGE, 9 # DNA % LU
BB A7AE, E6 Ml B7 Rk AKPEAL, RIEWREAK
e, JERTRTBUREERURL. 44K 2 4 CINT 7] [
R DB R T R R R A A, TR
PRI

FrBE2: EAE R AR 2 Z(CIN/2), 41
FEFTINGAE, 320 MR 73 A T A AR I 1R 4H
M, J@ gk R B A K A2 (high squamous
intraepithelial lesions, HSIL).

BrBe3: EE R ISR 3 U(CIN/3), ZFTBL
WA b B IR A JE S8 O R e AR AR A e, 8

HSIL, 4045 1] 78 S8 B I e B 1) B A58

B 4. R B 2805 A8 11 40 Jig 5 i L I
RPN KRG, R R MR B

PR RIR bR A, SO RTINS, R AT
AR TRERE T, I EE DNA &Rk E E41 e, H
BEE AR N, AW p e, B
Jeis AR TS LIRS A, AR
HPV-16 BHE (e 4 i v

SO A T S AR G R B, R
AR T FUIE, = R g 16 5 AL,
SEAM LT 50 JTR R, 25 JIBET R, IL
ok R E R 23, RIERE IS EAEX, &
ABRE S BN 10% . 4> TIRAT IR AT R B
29 99.7% LA F IR F S0 bR A HPV B, [ PR Ja i
WFFT 20 2L IARC) A 25 AN [ 58 (ARG 25 30
DX 3 607 B S bR A BT TR T 15 Flsfe
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BOHPV, & BELE B 8000 41 23 K 1 BE R
i 2 R IR HPV-16(53.5%) -18(17.2%)+
45(6.7%) -31(2.9%). -33(2.6%). -52(2.3%)~
-58(2.2%) -35(1.4%)+ -59(1.3%) -56(1.2%)-
51(1.0%) -39(0.7%). -68(0.6%). -73(0.5%)F!
-82(0.3%). 11 5 K [l B #0002 V) AH O 32 B B 2K
BRI N HPV-16. -58 F1 -18, HPV-58 & F H .
A W AR R X S R i 2R AT AR . 0 H 3R
EAbR. Kyb. B 0o, B, DOIRIpE2r
1 555 5l /p [ 10 4 ICC 4143 HPV 114> 14T 9%
TR, Ea HPV A R 82.5%, 3L
DL HPV-16 & 4 & W, & 60.2% , KA
HPV-18 (8.2%)+ -58(6.1%). -52(2.8%) -33(2.2%)-
31(1.2%) -6(0.8% ) -59(0.7%)- -45(0.6% ) Fll
-35(0.2%)".

4 HPV BENFRIARHRE

4.1 HPV Tl 14E &

ST RN A B A P R PR KK HES)) T A
R ME ST . WO R I R SR FL Sk W e
(CRPV)VHIB 77 B bk E 40 M, 4 30 g Nk
AILRBIRENR TG, TR AR SR g IR ,
T Wl RGAEFE T HPV J e vt 25 1 B4 ]
H A4 2¢ HPV TR 2 1 0 9 5 B4R P 70 5
RIARSEE A L1 M2 L2, 1991 4F,  Ji4a 454 56k
T HPV L1 AT DL A 4128 5o 5 A J0RE(VLP)®. VLP
HAT 58 Wb — R S R s b, 20
B S 25 W o L1-VLP 4% 5h 4 ml LA )7 5L
Sk IR 975 B 2% e s 0 L Sk R e EEAH DG ARV IR,
VLP AEIiEEHE A4 DNA, JoRGerE, 224t
{EASTR) R0 1) VP 51 1) 5 928 J I3 ELAT v 55 282 531
e, ACAE B YR ) HPY B ) 2 (a] (an
HPV-18 Hil -45, HPV-16 I -31)f1 & FL B A8 X
P N, R —FP L5 HPV L1 VLP 3 LARE X
LRI HoA TR 5 (R i . R FRARY L1 VLP J%
BN T I w a8 HPV.  H T &4 ik HPV
TR T b, 40 & Merck 2 ] ¥ DY 95 1
“Gardasil” M GSK A& X EH “Cervarix” .
“Gardasil” &5 AN LTS HUEEET. ZET A
% HPV-16. -18 I Efa il Ll & HPV-6. -11 P
AMESETY L1-VLP JRAPERETH, |ARIEMR NI
Wi RE, AEH MRy S5 4S. “Gardasil” 1
I PR I S 86 R 0, S kR, B
100% il B 41 ¢ L 55 HPV 5 | 1) 28 5 38 52 LA &% B

i B BIERE AT, B AR ] S
F. “Gardasil” T 2006 4= 6 H3K75 3% E FDA it
HEAE 9 5 UL BRI NBFP A AT, BT i Ok
L SBPEEF. gk, RREAE 60 2N [E K AHLIX
RAFHEAE BT, GSK A A XU £ 1 “ Cervarix”
AL RYE T B AN B Rk RS 1) HPV-16 A1 -18
AN L1-VLP &AM i, R AS04 17 (F 5
fBAR I MPL). 1ZFEETLE 16 000 44 UL L ffid Zorp ik
TR T390 A M YIRREG, &5 53R m, iRt iR
P HPV-16 F11 -18 #HICIF1p B8 B 44 S CIN1-3 Jijii 78,
I HXAF HPV-31 F1 -45 RPN BY A — @ FRBE AL
XART RS, G IR I SE50 P R Rl R B oR, e
I I ATk 6.4 AR, H BT 1 A KA
WA REAE T 45 5 LU i 2otk e HADE K1
VR BIEE AR, ET HPV Rt e 2
B R MBI R, R 10~ 20 4,
WS T 98 0] T S 1) Y R e A, LA
2020 FZ Ja A HEIRAT.

FRIE HPV TR 1 5 v (1) SE Rl 5 46 1 20 tH4d
90 FEACAIN,  FRATTUR AL HL I HR R A FH K T
MR RGRILRAT T H e 3L L (1) HPV-16.
-6 J¢ -11 [ L1-VLP, Hu/IERMMHEE K “863”
THRIIEE RFE R . S EWANEATAE, IE
TER B B 4 o 304 R EA TR 5 R AL AT A T B8
Pk HPV-58 12 iR & 1Pk L1-VLP 315 1l R H A
7%, ZEWA S HPV-16, -18, -58, -6, -11 %%
5 Fp A HPV L1-VLP, HAF mUR S kom, & T3k
B E 4, A= VLP BT F A s R R o B 32
A vGE G, SE AN L1 AL, RiE
VLP (W= &, HAA T A5, sE 23k
PRERBUARY . HarE WA 2 XK A al i e
HPV 5 1 2 f IR R AT T, Tivlh 2~ 3 4Fnf ik
NIIR SEBEHIT T B

bR ] A (K HPV B P T, A
HPV-16 K -18 WFlE & HPV, AT £ 70%[H)
R, I R ST 56 2R I X P 29 1 0SB Ah v e Y
HPV R4 S s 2 %A B /e, #m B
M Dt, R EGIR ORI Z, AR R T 7
s R R R E AT, Rk, 58 AT
985 VT (1) R J 5 ) 2 B B s w0 AN [R) R 51 (1) 7
FREEERBRAR A, H A7 2E —AC HPV TR 1 92 i
AR TP AE TSR IR FE I IR BEAM SR 1 L2, Roden 55
7E 2000 “E KRB, L HPV-6. -16. -18 %Y 1.2 &
1B SRS R HE PR A2 U RIRE ST, R
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J& BPV-L2 }2 HPV-16 L2 [#] N % 1~200 aa [ IkE
PR R R A BUR S T2 HPV BB, ik
(03 B AR 8L, (R LI-VLP k™4 1)
OB B AR 2 ~3 MRS A,
John T. Schiller B 5T /N 41¥ HPV-16 L2 [1) 17~ 36
PSR R IR B S —Fh o R ¥ TLR2 P A4 A —
A Th £ AL P25 T8 i 58 28 1R A5 T 1 23 SCIR 4544
/NS 2] T ARG I S R 7ok, R ARE
S TE 3N FH P92 et 2 H TR 7 1)

BT H AT b T R U T R AN
HPV-16 & -18 WP fa 2L, i H A6 HPV-16 /¢
-18 JEYL B ) N AREAT IR AH N L 551 HPV JE A G
(IR AR i DA 00 92 v AN e 58 A0
BB IR, H A SR A T S A
MFE.

4.2 HPV AT HERE

1 T7E HPV 26 G4 AH 5 110 98 13 22 S Ak 1 0%
PEIR A, R RS TR A, W
EERERE W ER, LRI E S, Kt
TR 988 Pl U ST (B G AH S AR AT VR YT A
F. HPV 677 P 9% 0 32 LR R B AR S0 A2 4
b KO B R A B MR IA 1K E6 M BT R A
1T, 2 H R R =R A 8 ke 1 40 i
Yo g S N BT IR T 1 9% B I ST O 2 LA E6.
E7 A EAl, XA 2B, WiV /4
PR . DC 4 MR i 2 kel d (1 1 A
DNA %1%, BUH T IRIRSZR: 1) HPV-16 E7 £ Jik
JE T ALFE HLA-A *0201. HLA-A *2401. T #fiBhk
K2 B 4 ffulik, LLE7 2K %5 HPV AH G 8 99
N, AIPEARRE S CTL Y. 4ihd HPV-16/-18
] E6/E7 $T I £ A7 i1 DNA % 1 ZYCI101.
ZYC10la 75 [ HIF0 T Wi R iR it R T R

UFIPT HPV RN S34b, A AR,
LT BE S A PR 28 A4 Y5 P AR A SIS IR IR A TR 45 2R
Ja s WBHTIEIR T/ W58, A IHE4 T 1995
SEFFURER G HPV 16 [F13A 7 MR WA 9T, & ibx)
E7 A& DA A 9% Rk K B g PR 4y 1 AL EE BT-1.
HSP70. CD40L & IL-15 ({4 THFoE, R1G T %4
PEGF G B PR 5 1R N 58 8 HPV-16 DNA %% 7 ,
P2 P T AR G 7 3 N B AR BT ORE S IR 40 G
R, FEATSE A ORY Gg/N BROAHPT HPV-16 FHAEI R
ur By, BATE— DT IRRTER I E.
TR e i T IR A, H AT JE A 2 HPV
TR MR T )
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Human Papillomaviruses and Cervical Cancer Vaccines:
To Decode 2008 Nobel Prize in Physiology or Medicine

XU Xue-Mei *
(Institute of Basic Medical Sciences, The Chinese Academy of Medical Sciences & School of
Basic Medicine Peking Union Medical College, Betjing 100005, China)

Abstract Human papillomaviruses are small DNA viruses and over 118 types have been identified. They often
infect host through mucosal surface or skin. Some of them (types 6 and 11) cause benign tumors such as
condylomas whereas others (16, 18 etc) cause malignant tumors such as cervical cancers. Currently, there are two
kinds of HPV preventive vaccine have been approved to market abroad. This article reviews progress in the field of
human papillomaviruses (HPVs) biology, mechanism of carcinogenesis by persistent infection of high risk HPVs,
and the development of prophylactic and therapeutic viral vaccines.
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