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‘Evag koivog oe¢ouaAika peTadIdOHEVOC 10G TTOU UTTOPEI VO
HOAUVEI TO Oéppa Kol TOV BAevvoyovo Tou TpaxnAou TnG

pfATpag
NepioooTepo amd 100 TOTTOI £XOUV TTANPWE TAUTOTTOINOEI?

»40 amo aUTo(Jg( HPV) pmropei va poAuvouv T10 V£VVI]TIK()
ouampa 20 16¢ HPV |.I£TG5I5£TGI aUKoAu aKOMN KOl HEOW
oTevig SepUaTIKNG ETAPAG ° -

Mepitrou 15 HPV TUTTOI1 BcWpouvTal
uypnAou Kivduvou* kai ptropei

VO TTPOKOAETOUY

Kapkivo TpaxiAou MATpag?

4:111:278-285;3. Trottier H & Franco EL. Am J Manag Care 2006;12:S462—-S472;
ranco EL et al. Cancer J 2003;9:348-359.
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O HPV givai oxeTika pIKpOg 106 Ko TepIEXEl OITAN €EAIka DNA péca
o€ oQaIPIKO Kayidlo TO 0Troio atroTeAgiTal atrod 2 TpwTEiveg, L1 Kai
L2

|

Cirgular DNA

" L3
HPV capsids,
Approximately 55 nm in
diameter

L1 protein pentamer L2 supporting protein

D1 0101 HPV 16 Kot 18 givan utrevBuvor yia > 70% Twv mepioTatikwyv KTM

D1 0101 HPV 16,18,45 kau 31 givan utre0Buvor yia >90 Twv TEPICTATIKWY OAOEVOKAPKIVWHATOG

1. Ferlay J et al. IARC CancerBase. Lyon 2004;2. Munoz N et al. Int J Cancer 2004;111:278-285; 3. Smith JS et
al. Int J Cancer 2007;121:621-632.4 Burd EM. Clin Microbiol Rev 2003;16:1-17



MNovérutrog HPV

16 53.5
18 17.2 71%
4 6.7
31 29 22%
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
82 0.3
Other 1.2

X 4.4

O 10 20 30 40 50 60 70 80 90 100
Cancer cases attributed to the most frequent HPV genotypes (%)

Munoz N et al. Int J Cancer 2004; 111: 278-85.
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39/45/59/51/56
= 18 related

(“A7 species +”) ||

31/33/35/52/58
= 16 related
(A9 species)
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Kapkivwpa ek ASEVOKapKiVWHO
TTAAKWOWV KUTT(]pwV (10 — 20 % of all Cervical Cancer)

TUTTOG HPV % TUTTOG HPV %
16 62.14 16 49.07
18 7.91 18 31.02
45 5.00 45 12.04
Total 75.05 Total 92.13

- HPV-18 plays a greater role in endocervical adenocarcinomathan in squamous cell carcinoma?3

- HPV-45 represents the third most prevalent type in adenocarcinomal-

1.Bulk S, et al. Br J Cancer 2006 Jan 16;94(1):171-5. 2.Castellsague X, et al. J Natl Cancer Inst 2006 Mar1;98(5):303-15.
3.Clifford G, Franceschi S. Int J Cancer 2008 Apr 1;122(7):1684-5. 4. Adapted from: De Sanjose et al, Beijing 2007



L ‘
moavo va evromioTouv e test Pap # a * :

Weudwg apvnTikG atroTeAéopaTa ival
0'UXV6T£pG oT1a a6£VOKapKIV(b|JGTG, HE A’5£VOKap|’(ivaa: H avatouikn 8€on avamrugig Tou
gival SuvaTov va SIaQEUYEI ATTO TA OPIA TG CUCKEUNG

atroTéAeopa KaBuoTepnuévn d1ayvwoT AfWNG Tou ETTIXpPICHOTOC
TOUG

H mpoyvwon Tou adevOKAPKIVWHOTOS
Eival XEIPOTEPN ATTO TO KOPKIVWHA €K
TTAOKWOWYV KUTTAPWYV TOU TpaXNAoU TNnG
unTPag

Ta adEVOKAPKIVWHATA £XOUV MEYAAN
ouoXETIoN HE Aoipwén pe Tov HPV-18
Ta adevOKOPKIVWHATO aTTOTEAOUV

mepitTrou 10 15 — 25% TWV TEPITTTWOEWY
dINénTIKOU KOpPKivou

. > KapKivwpa €K TTAAKWOWYV KUTTAPWV:
<) H avaropuikn 8éon avaTtrTugng Tou eupioKeTal HEOA OTA
opla TNG CUOKEUNG AQYNG TOU ETTIXPICHATOG

" -

1. Lehtinen M et al. Lancet 2004; 364: 1731-2; 2. Smith HO et al. Gynecol Oncol 2000; 78: 97-105;
3. Renshaw AA et al. Arch Pathol Lab Med. 2004;128:153-157; 4. Franceschi S. Cancer Res 2005; 166: 277-97 5.Castellsague X, et al. J Natl
Cancer Inst 2006 Mar1;98(5):303-15. 6.Clifford G, Franceschi S. Int J Cancer 2008 Apr 1;122(7):1684-5




PTwYN £€KOEON OTA AVTIYOVOTTAPOUCIAOTIKA
KUTTapa (APC)

Xpnoipotrolisi To (pucu(o KUKAO {wN¢g TwV £TTIBNAIGKWY KUTTAPWYV YIA va

amreAeuBepwoel véoug 100G 14 KaB6Aou @Aeypovh, Kapia EAEN
Asv 'ITpOKG)\EI KUTTGpIKO eavaTol -4 TWV KUTpowV TOU OVOOIaKoU UUGTﬁquog

olaP\ W ..
ElcspxaTou OoTO £TMIONAIOKO KUTTAPO TNG BACIKNG OTOIRGdOG
Kal evowpatwvel To DNA
NMoAAatrAaciadeTal OTO KUTTAPO KAl TTOPAMEVEI €§ OAOKARpoOU
evdoemiOnAIoKd. - Tomikn AvoookataoToAR!4

ley M. Vaccine 2006; 24: S106-13, 2.Tindle, Nat Rev Cancer 2002; 2, 59, 3.Stanley M. Vaccine 2006; 24: S16-22, 4. Stanley M. HPV Today 2007; 11: 1-16



ATroucia 1aipiag, KUTTapOAuong | KUTTAPIKOU BavdaTou

6—-12
eBOONGOEG
vaodpoion IKWV WHATIWV L1,L2,E4
10pOPOTTOINUEVA KUTTOPA . 1,000s avTiypa®a iKWy yoviSiwv/KITTapo
K@paon E kai L 1ikwv E6, E7, E1, E2, E5
Vidiwv AvadITTAacIaouOG ITKOUDNA
2.€ Jn d1a1POUEVA KEPATIVOKUTTAPA
I0IPOUHEVA KUTTAPO TauTtdxpovog avadiTrAaciaouos HPV
K@paaon pévo E yovidiw W KAl KEPATIVOKUTTApWVEL, E2
OAU xaunAn TTapa 1\
[TORY XAHNAT TApayLyn O HPV poAuvel Ta KUTTOpa
WTEIVWV . .
< TNG BACIKAG OTIBAdAC
[ (<10 avTiypa@a/KUTTapo)
E1, E2?, E5, E6, E7 Xpovikn oTiypun 0

« To yovidiwpa Tou HPV kwdikoTrolei 8 yovidia:
— 6 KwAIKOTTOIoUV TIC «TTPWIMESY N douIkES TTpwreives (E1, E2, E4, ED, E6, E7)

— 2 KWOIKOTIOIOUV TIC «OWIMES» DOMIKEC TTPWTEIVEC (L1, L2).
1. Stanley MA. J Natl Cancer Inst Monographs 2003; 31:117-124.
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Janeway C, et al. In: Immunobiology: The immune system in health and disease. 2004; 6th ed. New York: Garland Publishing.



Mnxakum onTO(puyng Tng (puou(ng
avoooEmITAPNONG ato Tov HPV

v KaraoToAn Twv e€apTwpévwy SIKTUWV peTaywyng onuartog TLRI
Héow E6/E7

v Emidpaon tn¢ ékppaong TnS IFN péow E6/E7

v Emidpaon tn¢ ékppaong Twv IFN- e§apTwéVWY SIKTOWV HETAYWYAS
onuatog pEcw EG/E7

v EA\GTWON TnG peTavaoTeuons Twv KUTTdpwy Langerhans
(EAAaTwon TG E-cadherin péow E6)

pan keratin TLR9
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duaoioloyiko x40

AcOeviig a
HPV16 x20

AcOBeviig B

HPV16 x20 Stanley M, et al. Vaccine 2006; 24(Suppl 1):S16-S22.
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v O HPV xoapaktnpileTan amwd TnVv IKAVOTATA TOU vV
OlI0@QEUYEI OTTO TO PUGIKO UNXOVIOHO OVOOIAKAG

aTravTnong
» Agv rpokaAei 1aupia (Try Hraritida)
» Aev KATOOTPEQPEI AUECA TA KUTTOPO TOU EEVIOTI

» Aev TpoKaAei pAeypovi) Kol KaBUOoTEPEI T
@Agypovwodn amrdvrnon HEOCW KUTOKIVWY

Margaret Stanley. Immune responses to human papillomavirus. Vaccine 2451 (2006) S1/16-S1/22.
Stanley, Lowy, Frazer. Chapter 12: Prophylactic HPV vaccines: Underlying mechanisms. Vaccine 24S3 (2006) S3/106-S3/113.
Munoz, Castellsagué, Berrington de Gonzalez, Gissmann. Chapter 1: HPV in the etiology of human cancer. Vaccine 24S3 (2006) S3/1-S3/10.



H @uoikn Aoipwén dev €TAYEI IKAVOTTOINTIKE AVOCIOKK ATTAVTNON

Kal Ogv 00NyEi TAVTU O€ ETTAPKI AVOTia VIO VA TTPOCTATEUCEI ATTO
HEAAOVTIKEG AoIpwEEIC pE Tov id10 N S1aPopeTIKO TUTTO TOU HPV

Anpioupyia avTICWHATWY TTaPATNPEITOI KABUGTEPNEVA KOI HOVO
~ 50% Twv yuvaikwyv PeTd atrd QUOIKA Aoipwen

Katd tn d1apkela TnG EvepynS 0€SOVNAIKNG TOUG {WNG, O1 YUVOIKES
Kivduveuouv atrd Aoipwén pe oykoyovoug Tutrous Tou HPV kai
emakOAoudn eravaloipwin

Mayrand M-H, et al. J Clin Microbiol 2000;38(9):3388-93 Viscidi RP, et al. Cancer Epidemiol Biom & Prevention 2004;13:324-7 «» Stanley M.

HPV Today 2007; 11, 1-16, . Carter J. et al. J Infect Dis. 2000; 181:1911-19, . Viscidi R et al. Cancer EpidemiolBiomarkersPrev2004;13: 324-
27, . Ho et al. Cancer Epidemiol Biomarkers Prev 2004; 13, 110



‘Ek@paon Tou yovidiwpartog Tou HPV oTtnv eppévouca
Aoipwen Kai 0 pOAOG TOU OTNV £CEAISN TG VOO OU
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Viral DNA

al DNA

CINZ2 =p  CINS »  CaCx

Doorbar J. Clin Sci (Lond) 2006; 110:525-541.



Mrveg petd Tnv évapén oeCoUuaAIKnG dpacTnEIOTNTAG

Atrotpotril Aoipwing
TTPIV TV Evapén TnG.
MpéAnyn péow
guBoAiaocou

CIN 3

Puaioloyiko XaunAou Badpou YynAou Babuou AinBnTiKO
EMONAAIO £vOOETTIONAIOKEC AANOILIOEIC eVOOETTIONAIAKEC AANOIWTEIC KapKivwpa
- | 32%

» e 2%

» — 43%

— | 57%
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