MPAKTIKA 100u EAAHNIKOY LYNEAPIOY T1A TO EAIKOBAKTHPIAIO TOY MYAQPOY
Abnva, 2005

KA\iviké 8edopéva

XwTtnpio§ [ewpydTouvAog

O YOOTPIKOG KOPKIVOG €ival O TETOPTOG OUXVOTEPOSG KOPKIVOG OE TTAYKO-
opia KAipoka pe 870.000 véeg mepimTaoelg, Kol 650.000 BavéToug Kot £T0G.
Yuviotd Tn 6e0TepnN aitia BavéTou amd KOPKIvo (UETG TOV KAPKIVO TOU TIVED-
povog) (WHO Cancer Report, 2003). AvoTuX®G, OTNV TAEIOVOTNTG TWV TIEPI-
TTOOEWV OTIS OUTIKEG xMDPEeG (80-90%) O YROTPIKOG KAPKIVOG OIayIYVOOKETOI
O& TIPOXWPENUEVO OTAGIO Kal eppaviel eEAIPETIKG PTWXA TTPOYVWOon (30% ei-
Biwon oe 1 £10G KO POAiIg 10% oTnv 5eTia) (American Cancer Society, 2004)."
To eux&pIOTO gival OTI N EMTITWON TOL YAGTPIKOV KOPKivou gupavilel oTadia-
KM\ pEiwon, oTi§ SUTIKEG xMPEeS, TI TeAeuTaieg dexkaeTieg (National Cancer Insti-
tute, SEER Cancer Statistics, 2002) (ZxAua 1).2 H peiwon auTr) ogeideTan BeBaing
oe ePIBAANOVTIKOUG TIGPGYOVTES (OLVTHPNON TPOYWOV OE PUYEID KOI OXI OTNV
GAun, BeATIOON TOU KOIVWVIKOOIKOVOUIKOU €MTESOL Tou TANBUOUOD), OAAG
oxeTiCeTan mMBava Kol e TNV TERPEAGAANAN Peiwon TG ouXVOTNTAS TNG AoIPWENG
and H. pylori otoug duTikodg TANBLOPOUG, KOTG TNV idlIa XPoVIKA TTEPiodo
(Ixnua 2).* H peioon Touv emmoAacpod Tou H. pylori kai e1dikdTeEPA TV cagA+
OTEAEXAV TOL pIKpoBiov avopéveTal va ouvexioBei kab OAn T diGpkelx Tou
TPEXOVTOG QIMVOG UE POKPOTIPOBEOUO OTOTEAEOU TNV TIAPGTIEQPO HEIWON
NG EMMTWONG TOU YOOTPIKOU KOPKIVOL.*® AvTiBeTa N eMiTITwon TOL YOOTPI-
KOU KapKivou TTou evToTri(eTal OTNV KOoPdia TOu oTopGXoL epavilel adénon

A/v1ig TaoTtpevtepoloyikng Khvikig, ‘Opidog laTpikod ABnvav, Noook. M. airfpou
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TI§ TeAevTaieg SeKaETiEG, av&GAOyN PE OUTHAV TOU GOEVOKGPKIVOUATOS TOL Ol-
oopa&you.®

Ixéon H. pylori kon YXOTPIKOU KOPKivou

O1 pdoeaTteg emONUIOAOYIKEG PEAETEG Ogixvouv OTI O YAOTPIKOG KOPKI-
vog NG Kapdiakng poipag d6ev oxeTileTar pe T Aoipwén and H. pylori, avTiBe-
TO PE TO YOOTPIKO KOPKIVO pN-KapOIoKhg evTomong mou gpgaviel 10xupr
ovoxéTion pe Tnv eAikoBakTnEIdiokA Aoiuwén.” MahioTa, To H. pylori, eppavilel
TapdPoIa I0XUPT CUOXETION TOCO PE TOV EVTEPIKOD OO0 Kal Pe TO OIoXOTOU
TOTIOL YOOTPIKO KOPKIVO. ATTO TIG HEAETEG QUTEG QaiveTal OTI o aoBeveig pe H.
pylori Aoiuwén diaTtpéxouvv 6 TOUAGXIOTOV POPEG PEYOADTEPO KivOLVO avaTTL-
&NG, pN-KapOIOKAS EVTOTIIONG YOOTPIKO KOPKiVo évavTl Twv H. pylori apvnTi-
KOV aTtopwv. Me Baon ta Sedopéva Twv 0poemONUIOAOYIKMOV HEAETOV TO H.
pylori éxel xapaktnpioBei and Tnv appddia emtpotr| (IARC) Tng MNaykoopiog
Opyavwong Yyeiog (WHO), wg kKAGoews 1 KapKivoyovog TTap&yovTog yio Thv
ava&TTuEn YOOTPIKOU KOPKivou.?

Mapdyovreg KivéUuvou

Y& MPOOEATN, TTPOOTITIKA, KAIVIKA) HEAETN, ue péoo Opo TapakoAolBnong
7,8 €1, o Uemura kai ouv. SiamoTwoav avamTuén YaoTpIKoD KApPKivou uovo
oToug H. pylori+ acBeveig (2,9% évavti 0% oe H. pylori-, p<0,001).> Até Tnv
010 peAETN TTPOKOTITEl £TMioNg OTI N TTapouasia coBapng aTPOWYInS, EVTEPIKAG
LETOTIAQOIOG, TIOVYQOTPITIOOG Kal KOO’ LUTIEPOXNV YAOTPITIOOG TOU GMOUGTOS,
ouvOéovTal pe avovoa TEEN TOu OXETIKOU KIVOOVOU avamTLéNG YOOTPIKOU
Kopkivou (5, 6, 16 kol 35 QOPES, avTioToIXa, HEYAAUTEPO KivOuvo). To yeyovog
auTS Oeixvel OTI UTIGPXEI CUYKEKPIPEVOS QAIVOTUTIOE TNG YOOTPITIOOG amo H.
pylori, pe 10ToAoYIKEG BAGBESG (ATPOYIO, EVTEPIKA PETOTIAGGIX, TTOVYROTPITION
f YOoTPITIOO OOPOTOG) TTOLU CUVOEOVTOI OTTO AVTIOTOIXEG OAAAYEG GTN PUOIO-
Aoyia (utoxAwpudpia, avénon yaoTtpivng) kai ot pikpoBioAoyia (eEéheipn H.
pylori, ab&non pikToO TOTOL B’ YEVOU§ XAwPIdOG) TOU OTOPGXOUL KaI TTPOOIBOE-
TOLV OTNV GVATITUEN YOOTPIKOU Kapkivou (Eikova 1).° H telikn ékBaon Tng
Moipwéng amo H. pylori kai n €€éNiIEn Tpog @aivoTumo Tou TPodiabéTel o€
avamTuén YaoTpIKoL Kapkivou e§apTdtal amd Tnv aAAnAemidpaon diapopwv
mapayovTwv (uikpoBiokoi, TepiBoaAlovTikoi kai yovidiakoi TapdyovTeg Tou
EevioTo0)."
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loTohoyia duoiockoyia
- Mavyaotpine - Yioyhwpudpia
Kaf' UnEpOXIV I n
YAOTPIMS CEMIOTOS T Faotpivng
- Atpopia
- EvTepiEn
METOMAQOIG
Mikpofiohoyia
- EEqepaviony H. myion
- AUENOT WKTTG SeuTeEpovevols xhioplbog

Eikova 1. ®aivoTuTiog YooTpIKOU KOpPKivou.

MikpoBiakoi mapdyovteg

ATIO TOUG TIOPGYOVTEG QUTOUG, TIEPICOOTEPO €xel pHEAETNOel N TTPWTETVN
cagA Tou xapakTnpiCel Ta AolpoTolikG oTedéxn Tou H. pylori. Ta oTeAéxn
auTé @aiveTal OTI CUVOEOVTOI e auENUEVN ETIITITWON ATPOPIKAG YOO TPITIHOS,
ooBapr) YaoTpiTida TOL COPATOG KOI LTTOXAWPELOPIC, DIGTAPOXES TNG I00PPO-
oG PeTAlD KUTTOAPIKOU TTOAAGTIAGCIGOUOU KAl GTIOTITWONG, Kol TEAOS auén-
pévo Kivouvo avamTuéng TETITIKOU £AKOUG KOI YOOTPIKOU KOPKivou. 23

MPOCEOTN PETA-OVAAUON TWV OXETIKOV PEAET®V Oeixvel OTI n TTapouoia
cagA &imlaoialel Tov Kivbuvo avamTuéng pn-kapdiakng aITIOAOYIOG YAOTPIKO
KOPKIVO évavTl Twv Pn AoipgoToliIk®v oTedexdv Touv H. pylori (OR:2,01, 95%
C1 1,2 - 3,3)."* O kivbuvog auTog givarl mBava uoekTiunuévog dedopévng Tng
£TEPOYEVEIOG TTOU TTapovaoiGlouy Ta cagA+ oTeAéxn Touv H. pylori wg TTpog Tn
BIONOYIKI) TOUG CUUTIEPIPOPG, AVGAOYD PE TN QUAOYEVETIKI) TOUG TIPOEAELON
(ao1aTIKOO | BUTIKOU TOTIOL GTEAEXN)'SY 1] TNV IKAVOTNTG TOUG VO (PWGPOPL-
MovovTal ge TTOAaTAEG BEoelg Tou popiou Toug (apiBuds Bécewv pwopopu-
Aiwong, EPIYA).1819

Mepi6aAdovTikoi mapdyovTeg
H Sicita uPnAng TepIekTIKOTNTOG e AAGTI Kol VITP®MON KOl XGUNAAG TIe-
PIEKTIKOTNTOG OE PPOUTA Kal avTIoEeldwTIkoOg TapayovTeg (Birapivn C) Tpo-

6100¢Tel 0 avamTLEN YaOTPIKOO KapKivou.2?! EmmAéov, SiaiTa xapnAng Te-
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PIEKTIKOTNTOS 0t pouTa Kai Bitapivi C ouvdéeTal ye 5 Qopég PEYGADTEPO
Kivbuvo yaoTpikoO kapkivou oe H. pylori + aoBeveig.?? Emiong, To K&mvioua
éxel amodeixBei 0TI amoTeAEl ONUAVTIKG TTAPEYOVTA KIVOOVOUL YIa QvaTITUEN
YOOTPIKOU Kapkivou.??> O cuvbuaopog kamviopatog kai H. pylori Aoipwéng
vmrepdekamiaoidlel Tov Kivduvo avamTuéng YaoTpikod Kapkivou.?*

lovibiakoi mopdyovTes

MepioodTepo éxel pedetnBei To yovibio Tng IL-16, KUTTGPOKIVNG PE 10XLEN
QVTIEKKPITIKT Opd&on Tou avfaveTal oTn yaoTpimida amnd H. pylori?® "Exel To-
patnenBei 0TI o1 diGpopol MoAvpopiopoi Touv yovidiov Tng 1L-16 kai Tou
vmodoxéa Tng 1L-16-R cuvdéovTarl pe OI0QOPETIKA TIPOPAEYHOVOON OpacTn-
PIOTATO Kail O10popPeTIKG BaBpd vmoxAwpudpiag. ‘ETol Aoimdy, o e1dIKdG TToAL-
pop@iopds Tng 1L-16 (1L-16 31 C/C) ouvdéeTal pe ONUOVTIKG PEYOAOTEPO
kivbuvo avémTuéng vmoxAwpudpioag oe cuyyeveig o' Babuoly acbevodv pe yo-
OTPIKO KOPKIVO KOI ONUAVTIKG HEYOAOTEPO KivOuvo avamTuéng YOoTPIKOD KOp-
Kivou (IxApa 3).2° Emiong, éxel diomotwOei 611 e1dikoi TToAupop@Iouoi Twv
yovidiwv Kot GAAwV TIPOPAEYHOVWOMV KUTTAPOKIVGOV Kol TTapaydvTwy (TNFa,
LT-a, IL-10, INOS) mou eumAékovTan oTn yaoTpimida and H. pylori, avavouv
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Ixpa 3. Molvpopeiopodg yovidiou IL-16 kai Kivduvog YOOTPIKOU KapKivou.
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MaoTpIkOG Kapkivog

[ MNolkAia cuVSuACUWY TWY TIPAYOVTWY KIvDUvou ‘

xnpo 4. [aoTPIKr) KOPKIVOYEVEDH.

TOV KivOUVO avaTITUENG YOIOTPIKOU KapKivou. MaAIoTa, o kiviuvog auTog au-
EaveTan akoun TEPIOOOTEPO OTAV OLUVUTIGPXOLV TTIEPIOOATEPOI TOU EVOG CUV-
6voopoi Twv yovoTOTwv vPnAod Kivdlvou.” Télog, or Figueiredo kai cuv.
HEAETOVTOS oLVOLAOUOUSG AOIHOTOEIKDOY YOVOTUTIWV Tou H. pylori pe vpnAol
KIvOOVOU YovoTOTIOUG Tou &evioToU, KaTEANEOV GTOV TIPOGOIOPICUO UTTOOUG-
6wv aoBeviv pe e€aipeTikéG LPNAG KivoLVo avaTITUENG YROTPIKOV KAPKiVOU.?
DaiveTar Aoimév 6T oTnv TTOAOTIAOKN S1adIKagia TNG YOAOTPIKNG KOPKIVOYEVE-
ong, Tou apxiCel amd TN XPOVIG evePYO YOOTPITIOO amd H. pylori Koi KOTOAA-
YEI TNV avATITUEN YOOTPIKOU KOPKIVOU GUPBGAAEI éva GOVOAO TIPAYOVTWV
Tou pikpoBiov, Tou TePIBAANOVTOG Kol KUpiwg Tou evioToV. H moikidia Twv
peTald Toug ouvduaou®v TPoaodiopilel kol Tov akpiBr kivbuvo avémTuéng
YOOTPIKOU KOpkivou (IxAua 4). ATTO Toug TTap&YOVTEG QUTOUG UTTIOPOUV ETTI
TOU TIGPOVTOG VO eAeyxBo0V o1 SIAITNTIKOI TTAPGYOVTES KAl TO KGTIVIOUG KO
Bebaiwg pmopei amoTedeopaTik& va BepamevBei kan n Aoipwén amd H. pylori.

EkpiCwon H. pylori xon TipoAnygn yooTpIkoU KaPKivou

MpoopaTeg peAéteg Oeixvouv OTI N ekpifwon Tov H. pylori amokaBioTd
TNV €KKPION TOL YAOTPIKOU 0§£0G 0 aoBeveig pe LTTOXAWPELOPIG, > EAATTR-
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vel To BaBud TNG aTPOYIOG KOl PEIOVEL TNV EKTOON TNG EVTEPIKNG PETOTTAAGIOG
(IM)*'22 ki TéENog TipoAapBaver Tnv e€EMEN TNG IM TTapdAo Tov dev TNV e§aei-
@133 EmMmAL0V, TPEIG TIPOOTITIKEG UN TUXAIOTIOINUEVES PEAETEG IO TNV Aoia,
6eixvouv oTI n ekpilwon Touv H. pylori TpooTaTedel TOug GoBEVEG pe adeVMUO-
Ta TOU OTOPGXOUL ) TETITIKO €AKOG amo Tnv e§éNIEN TIPOG YOOTPIKO KOpPKi-
vo,**35 Kal Toug aoBeveig pe TPONYOUUEVN £VOOOKOTIIKA) GIQPOIPEDN TTPMIHOU
yooTpikoO Kapkivou (EMR) amd tnv de novo avamTuén.3®

TéNog, oTn pdvn PEXPI ONUEPT TIPOOTITIKI) TUXAIOTIOINUEVN KAIVIKS) JEAETN,
o1 Wong kai ouv. Ogixvouv 671 n ekpiCwon Tou H. pylori, oe TAnBuoud vPnAon
KIvOOVOU YIa YOOTPIKO KOPKiVO, OV LTTEPEXEI 08 OTATIOTIKG onuavTIKG Babud
NG Bepameiog pe EIKOVIKO PAPUOAKO WG TIPOG TO TTOCOCTO AVATITUENG YOOTPI-
KoV kapkivou.” Mapo)N autd, otnv opdda mou élaBe Bepameia ekpilwong
uTPESE apPIBUNTIKN PEIWON TWV YOOTPIKOV KOPKIVWV KOTG 37% (IxAua 5).
Emiong, n empépoug avdiuan £6eiée 61 n expilwon Touv H. pylori undévice Tnv
avamTuén YaoTpIkoO KapKivou OoToug aoBeveig Tou Oev TapouoiG{ouv aA-
AOIOOEIG OTNV apPX TNG PeEAéTNS. Ta evpnUATa QUTG evioxVovTal amd T
6ebopéva TTPOCPATNG TIPOOTITIKAG PEAETNG, GO TNV lomwvia, Ue evveoeTn
mapokoAolBnon Twv acBeviv, 6Tou OIOMOTOVETOI avATITUEN YOOTPIKOD
KOpPKivou povo o1o 1,1% Twv TEPIMTOOEWY e TTponyoLuevn ekpilwon Tou H.
pylori. ‘OMoi o1 acBeveig mouv avémTuav YaoTpikd kopkivo (20) eixav diari-

g IYNOAO AZOENQON
1.
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Ixfpa 5. Expilwon H. pylori kol TpdAnyn YaoTpIKoO KapKivou.
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oTwpévn coBopr) aTPOPia TOL COPOTOG TOU GTOUGXOU TIPIV ATIO TNV eKPI{w-
on Touv H. pylori3®

2UPTTEPAOPOT

O yaoTpikdg KOPKiVOg amoTeAel onuavTikG TPOBANUG dnuociag vyeiog
mopd TN peiwon TG eMMTWOoNG, oL eppaviCel, TIG TEAeLTaIEG SEKAETIES, OTOUG
6uTiKoVOg TTANBuooUS. To H. pylori eival o kKOpIog TTapdywv évapéng (initiation)
Ko €§€MIENG (promotion) TNG VEOTTAGCOUOTIKNAG GAANAOULXIOG TTOU 0bNYel oTNV
EPPGVION YOOTPIKOD Kapkivou. H aAAnAemidpacn Tou pikpoBiou pe ta yovibia
Tou EevioToO (T.x. IL-168) kar mapdyovTeg Tou TepIB&GAAOVTOG (SioiTa, KGTVI-
opa) mpoadiopilel To péyebog Tou OXETIKOD KIVOUVOUL. AUGTUX®G, GYVWOTO
TOPOPEVEl TO onpeio “pn emoTpo@ig” (point of “no return”) Twv IGTOAOYIK®OV
Kol yovidlok®v peTaBoldv.® Oaivetal, 6T n ekpilwon Tou H. pylori w@elei
TEPICCOTEPO OGO O TPMIa cupBaivel oTnV e€eNIKTIKA aAAnhouxia Tng yo-
OTPIKAG KapKIvoyéveons. MNavTwg, Ta emoTnuovikG dedopéva O aiveTal va
guvooUlv, €Tli Tou TOPOVTOG, TNV €PapPPoYH Padikol eAéyxou kai BepaTmeiag
Tou H. pylori oTo Yyevikd TANBuoPO (screen and treat) yio Tnv TPOANYN Tou
YOOTPIKOU KOPKivou.3940
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