MPAKTIKA 60u EAAHNIKOY LYNEAPIOY TIA TO EAIKOBAKTHPIAIO TOY NYAQPOY
Abnva, 2001

[aoTpooico@ayikr) TTOAIVEPOpIKI
vooog — Oioo@ayog Barrett

XwTtnpio§ [ewpydTouvAog

EIXATQrH

H TaoTtpooicogayikr) MoAivopopiky Nooog (TOMNN) eivar pia xpovia vtro-
Tpomdlovoa vooog n omoia TrepIdapBavel éva evpd @Eopa KAIVIKOV eKONAG-
OewWV TOL ouvodelovTal amd afloonueinwTn voonPdTNTa. '

YNUavTIKO TT0o0oTO Twv acBevdv pe TOMNN mapovaidlel Aoipwén amd H.
pylori aA\& dev eival yvwoTo av To piIkpdBio epmAékeTan oTnv aBoyévela Tng
véoou 1 TIPOKEITaI TIEPT ATTANG cuVOTIAPENSG V0 VOONUATWY PE OXETIKG LPNAN
EMMTWON 0TO YevIKG TMANBLOPS.2* EIBIKOTEPO, TTAPAPEVEI GOGPEG KAl OPPIAE-
yopevo ot &1ebviy BiBAIoypagia av n Aoipwén and H. pylori éxel emBapuVTIKO
| TPOoTaTELTIKO POAo oTn FTOMNN R mpokeiTal Tepi 00 aveEGPTNTWV PETALD
TOUG VOOOAOYIK®Y OVTOTNTWV.*

A6 embdnuioAoyIK GToYn, TOPATNEEITAI GVTIOTPOPN XPOVOAOYIKN) OUL-
ox£TIoN TV emmoAaop®v Touv H. pylori kai Tng FOMNN oTIg SUTIKEG XMDPES. Evd
0 £MMOAAOUOS Tov H. pylori peidyveTar oTadIoKG N TTAAIVOPOWIKT VOCOS TIG-
pouoialer £€apon.® Mapduoleg TGOEIS TTRPATNEOVVTAI OTNV EMONUIOAOYIG TV
mabrnoewv Tou cuvdéovTal ye To H. pylori kol auTOV oLV OXeTI(OVTaI PE TN
FOMNN. MpdoeaTtn peAétn deixvel oo PEIwOn TWV TTOCOOTOV VOOnAEiag yia
TMETTIKO €AKOG KAl YOOTPIKO KAPKIVO, pE avTioToIxn avénon Twv TT0C00TOV
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voonAgiog yia ToAvOpopIKA 0100QayiTIOO Kot adevokapkivwpa (adevo-Ca) Tou
o100paGyou.® EmmAéov, mAnBuopoi pe upnAo emmolaoud H. pylori epgavi(ouv
xapnAo emmoAaopd FOMNN evd poopaTa emonuiohoyikG 6edopéva Heixvouv
peiopévo emmolaoud adevo-Ca o100@ayov o TANBLOPOVG pe LPNAS eTmITTO-
Aaopd H. pylori ko atpo@iking yaoTpiTidbag.”? Me BGon Ta Tapamaveo mon-
piodoyiké dedopéva Bewpeitan 611 To H. pylori amoTeAei TPOOTATELTIKG TTOPG-
yovta évavti Tng TOMNN kal Twv emmAokdv Tng.® MopoloauTd, mPocpaTn
avaokdmnon deixver 611 Tepimou 40% Twv acBevodv pe TOMNN eival pOAVOpE-
vol a6 H. pylori, ev gival yvwoTo 0TI N €MITITWON TNG 0100QAYITIONG GLEGVEI
OTIG HEYOADTEPES NAIKIEG, KATI TTOL WG YVWOTOV oupBaivel Kal 0TNV TTEPITITWON
™S H. pylori Aoipwéng.> " EE&GANoL o1 emONUIOAOYIKEG peTaBOAEG TIPONYOUVTAI
XPOVOAOYIKG TNG €VPEING EQPAPPOYNS OVTIEAIKOBAKTNPEIOIOKNG aywyNg Kol Gpa
Oev @aiveTal va oxeTiCovTal pe auTiv. Eivar Aoimév moAd mbave, oda autd
TO QPAIVOPEVO VO oLVOEOVTOI e TIEPIBOANOVTIKOUG TTOPGYOVTESG, OTIwG N BeA-
Ti®ON TWV OIKOVOUIKOV oLVONK®V Kai Tou emmédou diaBimwong aAA& kar n
peTaBoAr Twv SinTnTIK®Y ouvnBeldy, aToug SuTIKOOG TTANBLOUOUS, KATG TO
6e0TEPO MUIOL TOL TIPONYOLPEVOL aIOVA.'? DaiveTal AOITIOV OTI AV LTIGPXEI
ovoxéTion avapeoa o1o H. pylori kon T TOMNN, n cUOXETION QUTN €ival APKETA
TOAOTIAOKN Kot OeV EPUNVEVETAI HOVOOHUOVTG e TNV OTTAR TIGPOTHENON TWV
EMONUIOAOYIKOV PETOBOADV.
A6 KAivikn dmopn éxel onuacia n amdvTnon oTa £§ng epwTAUATO:
a) Moidg o polog Tou H. pylori otnv aimomaBoyéveia Tng TOMNN kar Twv
EMTAOK®OV TNG;
8) Mpodiabétel n expifwon Touv pikpoBiov oe avamTuén FOMNN;
y) MNoié eival n onuacia Tng H. pylori Aoipwéng otn Bepameia Tov aoBevov
pe TOTIN;

O POAOX TOY H. PYLORI XTHN AITIOINMAOOIENEIA THX TOINN
EménpioAoyikég peAéteg

To 6ebopéva peyGAou apIBUOU eMONUIOAOYIKMV HEAETOV OUVNYOPOUV LGA-
Aov LTIEP TIPOOTATELTIKOV POAoL Tou H. pylori aTnv avamTuén TOAIVOPOUIKAG
vooou (Mivakag 1). MpGyuaTi, 0 pécog emmoAaopog Touv H. pylori oe aoBeveig
pe FOMN, oTig peAETEG aUTEG, eivar TTePITOL KOTG 10% XAPNAOTEPOSG O OXEON
pe TOug p&PTLPEG.? MapoAauTd, Ta dedopéva euPavilovy CNUOVTIKA ETEPOYE-
VEIO KOl Of UEAETEG PE TIPOOCEKTIKOTEQN ETAOYA TNG OPGOAS eAéyxou (Gov-
UTITOUOTIKOI PGPTUPES) N O1apopd auTr) KabioTtatar AiydTepo gupavig.'® Eri-
ong oe TIEPIOXEG pe XOPNASG emmoAaoud H. pylori 1o yeviké mAnBuopo, dev
OIOTIOTMOVETOI ONUOVTIKN OIG(POPG OTOV EMTOAGCPO TOU HIKpoBiov peTagl
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Mivakag 1. Emmoiaouog H. pylori oe TOMNN.

MeAémn AoOeveic MapTupeg p

O’Connor, 1999 n=1436 n=2010 (biGpopor)

[Review] 39,4% Hp (+) 50,2% Hp (+)

Hackesberger, 1998 n=130 Nn=227 (QGOULPTITWUOT.) p=ns
38% Hp (+) 39% Hp (+)

Mannes, 1999 n=200 (MO) n=110 (GoLPUTITWUOAT.) p=ns
40% Hp (+) 36% Hp (+)

Wu, 1999 n=106 n=120 (61&popor) p<0,001
31% Hp (+) 61% Hp (+)

Koike, 2000 n=175 ([MO) n=175 (QCLUUTTTWUOT.) p<0,0001
33,7% Hp (+) 72% Hp (+)

Vaezi, 2000 n=108 n=60 (biGpopor) p=ns
33% Hp (+) 42% Hp (+)

Loffeld, 2000 n=118 (MO) n=454 (6i1&popoil, p<0,0001
34,7% Hp (+) 20% 10TOPIKO £AKOUG)

54,6% Hp (+)

MO: MaAvépouikn Oioopayitis

aoBeviv pe TOMNN kol popTOopwv.'>™ AvtiBeTa o TANBuopolS e LPNAG TTo-
000TG& H. pylori Aoipwéng kar aTpo@ikig YaoTpimidbag omwg n lamwvia i n Kiva,
Ol OXETIKEG PEAETEG OEiIXVOUV ONUOVTIKG XaUNAOTEPG TTOCOOTA H. pylori GToug
aoBeveig pe TOMN évavTl Tov PEPTOPWV.'>7 LNUOVTIKS £TEPOYEVEIQ TTAPOUL-
o16{ouv emiong Ta dedopéva peAeTdV Tou e§eTd{ouv TN BapOTNTA TNG TTOAIV-
6popIknGg vooou aToug H. pylori (+) kon oToug H. pylori (-) aoBeveig. ‘ETol dAAeg
peAETEG Ogixvouv amouacia onuavTikAg cuoxéTiong Tou H. pylori pe To 6aBud
™G 0100QayiTIdag'® | TNV Tapoucia olco@ayou Barrett' evdd GAAeg Oeixvouv
oTI N H. pylori Moipwén cuvodedeTal OTIO NMOTEPEN KAIVIKI] EKQPAON TNG TIGAIV-
OpopIKNG vOo0UL.20?!

MaBoguoio)oyikég ouoXeTIOEIG
Mnxaviouoi TOlN
Mpokelpyévou va KATOVONOOUWE ETOPKMOG To poAo Tou H. pylori oTnv

avamTuén Tng FOMNN Kail va gpunvedooLUE Ta £TEPOYEVI dedouéva Twv emon-
HIOAOYIK®V PEAETAV, TIPETE va AdBoupe uTTOPN UaG Tov TOTIO TNG ICTOAOYIKNAS
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ko TaBoguololoyikng ékppaong Tng H. pylori Aoipwéng kar TNV oAAnAemidpa-
on pe Toug TaboyeveTikolg pnxaviopols Tng FTOMN.22 Autoi o1 pnxaviopoi
givar: SIGTAPOXEG TNG AEITOVPYIGG TOL KATMOTEPOL 0ICOPAYIKOD opIyKTAPa (KOL),
KaBuoTepNUévN YOOTPIKA KEVWON KOl QVETTAPKAG 0100QayIKl KGBapon.2>2> 'AA-
Aol onpavTikoi mapayovteg Tou embevyvouv T TOMNN ko 0dnyovv otnv
avamTuén ol00eayiTidag eival o BaBUdS aVETTGPKEIG TOL AVTITIGAIVOPOUIKOD
pNxaviopou (Tapodikég xahdoelg, vmoTovia KOX, eupeyéng d1o@ppayuaToKn-
An), To pH ko1 n oOvBeon Touv YaoTPIKOU LYPOU (YAOTPIKG 00, XOAr) Kal Ol
UNXOVIOUOI GUUVGG Tou olco@ayikol emBnAiov (oiehog, EGF, 10TIKOG @pay-
p(’)g)‘26,27

Kapbitig

To H. pylori 6ev amoikiCel Tov olcopayikd BAevvoyovo kal wg ek TOOTOU
gival amiBavo va emmpedlel TNV olco@ayikr KGBaPon Kal TOug PNXavIoPoUg
GULVOG TOL OICOPAYIKOU £MBNAIOL. OeWPNTIKG Opws Ba ummopodoe va dievko-
Aover Tnv avanTuén FTOMNN eite dueoa, emdpmvTag otn Asitovpyia Tou KOL,
gite éupeoa avfdvovTtag Tnv evaiobnoia Tou oicopayikoly BAevvoydvou oTo
0&0. Qg yvwoTov To H. pylori amoikiCel Tnv kapdiot TOL oTOPGXOL, TTANGIOV TNG
YOOTPOOICOQaYIKNAS OLUMBOARG, Pe TTUKVOTNTO av&Aoyn e aUTAV TOu GvTPOoL.?
YTIG TIEPIOOOTEPES TIEPITITOOEIS N TIGPOLGIO TOL PIKPOBIOL TTPOKAAEI XPOVIG
@Aeypovn (kapbiTda).?? Mepimouv 30-65% Twv aabevav pe FTOMNN éxouv kapdi-
Ti6a amod H. pylori?®?' MahioTa @aiveTan 6T 0 amoiKIopog Tng Kapdiag amo H.
pylori eivar o évtovog oToug aoBeveig pe FTOMNMN o’ 0TI OTOUG GCUUTITWHG-
TIKOUG PUGPTUPES OV KOI N EVTOON TNG QAEYHOVAS QQIVETAI OTI UTTOAEITIETAI
auTNG Tou GvTPOoL.>'31% H pAeyuov Tng Kapdiag uTToxwpel SPaPATIKG PETG TN
Bepameia ekpilwong Tou piIkpoBiov, Opws KATI TEToIo Oev éxel emBeBoiwbei o
aoBeveig pe TOMN.*2

Aiatapaxés KOX

Kot pia dmoyn, mTapGyovTeg TNG GAEYUOVAS , OTIWS 01 KUTTAPOKIVES (IL-
1 ka1 TNF-a), To NO kai o1 mpooTaylavdives (PGE,), mpokahoOv xGAaon Twv
Agiov pUiKGOV V@V kot GucAerToupyia Tou KOL.#333* EmmAéov, n PGE, auEdvel
v evaioBnoia Tou oicoPayikol BAevvoydvou oTo 00> MapolauTd, TPd-
o@aTn peAéTn Oeixvel 6T TGOO n Tigon nPePiog GO0 KOI 1 CUXVOTNTG TWV
mapodikav xaldoewv Touv KOL, dev diagépouv petald H. pylori (+) kai H.
pylori (-) eBedovTiiv, Opwg eAAeimmouv avéloyes peAéTeg oe aoBeveig pe TOMN.3°
E€aANov, n omhaxvikiy evaioBnoia amoTedei peiova mapdyovta Touv Babuol
TPOOANYNSG TWV OICOPAYIKOV CUUTITOURTOV KOl TIPOKATAPKTIKG Oedopéva
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oeixvouv OTI N Aoipwén amd H. pylori avédvel TRV evaioBNGic TOL OIGOPAYIKOD
BAevvoyovou oTo 0&0.Y MpoopaTtn peAéTn Oeixvel 6T n ouxvoTnTa Tou H.
pylori givan onuavTikG peyaAdTepn o aoBeveig pe pn 61aBpwTik FTOMNN am’ oTI
oe aoBeveig pe ol0o@ayiTiba.® Ta dedopéva auTa evioxdouy TNV Gmoyn OTI N
Aoipwén amo H. pylori oxeti(eton mBava pe T pn 6108pwTiki) TOMNN evd £xel
TIPOOTOTEVTIKO POAO OTNV avaTTuEN OIGBPWTIKAG 0100(PaYiTI00G.*

"Exxpion yaotpikoU of£og

DOaiveTal MGVTwG OTI O MO ONUAVTIKOG UNXAVIOUOS eUTTAOKAS Tou H. pylori
otnv avamTuén TaAIVOPOUIKNG vOooU gival of HETABOAEG TTOL TIPOKOAET OTNV
£KKPION TOU YOOTPIKOD 0E£0G. Av Kal 1 £€KKPIon Tou 0§€0G Oev QAIVETOI VO
Olopépel peTad aobeviv pe TOMN kon papTOpw®Y, gival amodederypévo OTI N
oOTNTa (OAAG Kal n ovvBeon) Tou TEAIVOPOUIKOU LYPOU OXETICOVTOI PE TN
BapuTnTa TNG TTOAIVOPOUIKAG vOoou. 24! Katd cuvémelia, n avamTuén Kol Ku-
piwg n BapdtnTa TG FOMNN e€apTdTan mBava amd Tov TOTO Kal T BapdTNTO
™G Xpoviag YaoTPITIOOG oL TIPOKOAEl To H. pylori'*#24 Or aoBeveig pe ya-
oTpimda Tou TEpIoPICeTal GTO GVTPO TOL OTOUGXOL (antrum predominant gas-
tritis), OTIwg yio TOPGdEIYHa TTOANOI aoBevei§ pe OWOEKAOAKTUAIKO EAKOG Kal
pia vmoopdida acBeviyv pe Aeitoupyikn duoTmepia, Tapovaidlouvy avénuévn
Baolkn kol PeTG Oiéyepon €kkpion Tou 0&éog.*#* H maAivopdunon yaoTpIKo
LYPOL pe auénuévn ofOTNTA Kal PEYGAUTEPO OYKO Ot oBevei§ pe ouvLTIGP-
xovoa duoAerrovpyia Tou KOZ | eupeyeBn S10¢ppoypuoTOKAAN PTTOPEl va eTi-
6eivivoer Tn TOMNN kar va 0dnyAoel oTnv avamTuén o100@ayiTidog.* AuTo eTi-
BebaimveTar amd TO yeEYOovog OTI aoBeveig pe TOAU avénuévn ékkpion Tou
o&éog BpiokovTal oe LPNAGTEPO KivOLUVO QVATITUENG OI00EAYITIOOG eV EXEl
KOTOYPOQEl €TTIONG LTIEPEKKPION Tou 0&E0G ot aobeveig pe avBekTIK OTN
Bepameia TOMN.#4 Emiong mPoo@aTeg aAAG Ko TTOAAIOTEPEG UEAETEG Oei-
XVOULV OTI £vO ONUOVTIKG TT0000TSO aoBeviv pe dwOeKaAdAKTUAIKG €AKOG Kal
Aerroupyikr) duoteia eAkwTIKoU TOTIOU (ulcer-like dyspepsia) éxouv cuvuTGp-
XOUOO TIGAIVOPOUIKE 0I00QQYITION.*8-0

AvTiBeTa o1 acBeveig pe xpovia TavyooTpimIda (pangastritis) TTapouoIG-
{ouv OXETIKG pelmpévn EKKpion Tou 0&£og oe Babud avéhoyo pe Tn coBapdTn-
To Tng yooTpiTidag Tou ompaTog.’! MepioodTepo coBapr yaoTpiTida Tou
oOpaTog (corpus predominant gastritis) oUVOOEDETON OTIO CNUOVTIKG PEIWUEVN
ékkpion Tou o0&£og (uTToxAwpPLOPia) TToL aTTOKABIOTATO! OE (PUOIOAOYIKG ETTITIE-
6a peté Tn Bepameia expilwong Tou pikpoBiov.*52 H utoxAwpudpia ogeileTal
mBavé oTnv avTiekKPITIK OpGon TTapayovTwv Tng @Aeydovng (IL-18, NO) 35
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otnv e€apdvion Twv M, uTTIOGOXEWV,* 0TV BAKGAOTIOINTIKY dP&OoN TNG TTAPG-
Yopevng apuwviag (oe avénuévo pH)* otn Oidxuon Twv OITTavBpoKOV Kal
otnv TaAivopopn SiGxuon 10VToV LOPOYOVOL IO TO PAEYUGIVOVTA YOOTPIKO
BAevvoYovo,” OTNV EVTEPO-YOOTPIKA TGAIVOPOUNoN xoARG,*® otnv avamTuén
QUTOQVTIOWUATWV £VAVTI TNG AVTAIOG TTPWTOVIV>® Kal KUPIWG OTNV avATITU-
&N TTOAVECTIOKASG ATPOPIKAS YOOTPITIOOG TTOU GUVOOEVETOI OO TNV KOTO-
OTPOP TWV OELVTIKOV GdEvwV Tou OTOPGX0L.”® Kat' GAloug, n avamTuén
YOOTPITIOOG TOU OMPATOS amoTeAel HeikTn TTPoUT&PX0LOAS LTTOXAWPLOPIGS
mou dnuiovpyei TI TPOUTTOBECEIS évTovou aToikioyod amd H. pylori Tou o®-
HOTOG TOU OTOPGXOL (TIP@IUN TTaIdIKr Aoiuwén, Gropa pe vTToBPEePIa, GTOUG
pe €16IkOd ToAvpop@iopd IL-16, aoiatikoi TANBuopoi)."%? AvefdpTnTa TavVTWG
Ao TO PNXQVIOPO TIOU TNV TIPOKOAE, N LTTOXAwPLOPIG cuvdéeTal Pe TNV
Tapovsia PETPIOG i 0oBapng YOOTPITIOOG TOU OMOUATOG.? MNPOCPATEG PHENETEG
emBeBaIOVOLY TO ONUAVTIKO TIPOOTOTEVLTIKO POAO TNG YROTPITIOHOG TOL GK-
patog otnv avanTuén FTOMNN. Avo Evpwmaikég pedéTteg Seixvouv 6TI o1 aoBe-
veig pe ovpmtopata FOMNN, xwpis oicoeayimida, éxouv TTOAD CUXVOTEQO Kal
oe peyaA0TEPO BaBus evepyd yaoTpimida Touv omuaTog am’ o1 oI aobeveig pe
0100QayiTda.**3® YTV idlo KaTeVBUVON KIVOOVTOI T OTTOTEAEOUOTO AUEPIKO-
VIKNG PEAETNG TToL Oeixvel 0TI aoBeveig pe MoAivOpopIKh olcopayiTida éxouv
avéhoya mocooTd H. pylori Aoipwéng pe Toug PGPTUPEG OAAG AIYOTEPO OUXVG
Kol piIkpdTEPOL BaBUOL YOOTPITIOO TOL CHOUATOG. MAAIOTA, GTNV TTOALTIGPO-
YOVTIKA avéAvon @aiveTal OTI 1 YaoTPIiTIOO TOU OOUATOSG OXETI(ETON UE HEI®-
pévo KaT& 54% kivbuvo avamTuEng TTaAvOPOUIKNG 0100(payiTIOnG.%5 TéNog ot
lommwvik peAéTn o1 Koike kar ouv. SIGmMOTOVOLY CNUOVTIKG XGUNAOTEQO TIO-
00016 H. pylori Moipwéng, oA& Kupiwg oNUAvTIKG pIKPOTEPO BaBUG aTPOI-
KAS YOOTPITIOAG OMOUATOG Kol GvTPoL aToug acbeveig pe olcopayiTida ot oTI
oToug pdpTupeS. H aTpo@ikn yooTpimida ATav nmoTepn aToug H. pylori (+)
aoBeveig pe olco@ayiTidba am’ 6T oToug H. pylori (+) acBeveig pe pn diaBpwTi-
Ky FOTNN.%®

Ta 6ebopéva auTd gpunvedouy, eV TTOANOIG, TO AVTIKPOUOUEVO ATIOTENE-
OPOTO TWV EMONUIOAOYIK®OV PEAETAOV Kal £&nyolv TIG OIGPOPEG TTOL TTAPOTN-
pouvTal aTov emmolacud Touv H. pylori peTadd aoBevav pe TOMNN kar popTO-
pwv, e AclaTikoOg TTANBuoPog Kol 0 NAIKIwPEVoLS acBeveig (e LPNAG TTo-
000T& ATPOPIKAG YOOTPITIOOG).!> 170 Agixvouv ettiong 6T n TaGAIVOPOUIKA vO-
00G XWPI§ o10o0PayiTIda uTopei va cuvutidpxel pe fmov 6abuod yaoTtpiTida
TOU OMUGTOG (0e GOBeVei§ e PUOIOAOYIK YOOTPIKA EKKPION), eV avTiBeTa
ooBapdTepou Babuod YaoTPITIOO TOU COPOATOG TIPOCTATEVEI ATIO TNV OVG-
mTUEN TEAIVOPOUIKAG 0100QaYITIdaG Kol emMOEeTIKOTEPWV pop@®dv FTONN.
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CagA* oTedéxn

Eivar yvwoTd o011 n pdAuvon amd AoipoToéika CagA+ oteAéxn Tou H. pylori
amoTeel TTapdyovTa KIvOOVOUL Yo avaTITuEN coBaPNG ATPOPIKAS YROTPITIOAS
TOU OQOUPOTOG KOl UTTOXAWPLOPIGGY*® aAAd& emiong TapdyovTa KivOOvVoL yia
avamTuEn TETTIKOU €AKOUG® Kal YOAOTPIKOD KOPKivou.”® Mpoo@aTeg UENETESG
Oeixvouv OTI Ta OTeAEXN aLTG AOKOOV ONUAVTIKA TTPOOTOTELTIKA dpdon éva-
VTl TNG TTAAIVOPOUIKAS 0100¢payiTIOog Kal Towv emmAok®dv Tng FTOMNN (6nwg o
0100payos Barrett ko To adevo-Ca Tou 0100¢pGEyoL), KOpIa £TTEION TTPOKGAOUV
LVTTOXAWPLOPIA.T774 Agv QAIVETOI OPWG VO GOKOOV TIPOOTOTELTIKY Spdion
évavTi TngG pn d1oBpwTikng FTOMNN.7>73 Akopn ol aaBeveig pe TOMN éxouv onua-
VTIK& XounAOTepn emimTwon avTi-CagA avTIOWPGTWY GTOV 0pO TOUG OTIO
TOUG GOBEVEIG PE TIETITIKO £AKOG KOl YOGOTPIKO KApKivo.”>”® Tar dedopéva auTd
éxouv 0ONyNoEl PEPIKOUG 0T OIGKPION PETOED “KOAMV” aTeEAexV H. pylori o0
OpOLV TIPOOTOTEUTIKG KAl OQEIAOUPE VO TO OIGTNEACOUPE KOI “KOKMOV” TTOU
O6pouv emBapuVTIKG Kol o@eilovpe va Ta ekpi{®ooupe.”” T diGkpion auTn oev
O6éxovTon GANOI OUYYPaEEi§ TTOL TMOTEVOLY OTI To H. pylori MpoaTaTE EI ATIO
Tig emmAokéG TnG FTOMN pe Tov id10 punxaviopd mou odnyei oe YAoTPIKO Kap-
Kivo Kal OTI €T Tou TTAPOVTOG To 100(0YI0 Baplvel caEng vTép TN Bepa-
meiag Tou pikpoBiov.”®

KAIvikéG pedéTeg

AvoTuxa)g dev €xoupe oTn 61GBE0N YOG APKETEG KAAG OXEOIGOPEVES, KAIVI-
KéG peAéTeg TIou va e€eTélouv TNV emidbpaon Tng Bepameiag expifwong Tou H.
pylori otn @uoikn 1oTopia Tng TOMN. M&vTwg, N empuépouvg avaAvon Twv
amoTeAeopGTwV, 0T HEAETN Twv McColl kar ouv. £6ei§e onUAVTIKG pEYOADTE-
O TTIOCOOTO TANPOLS VPECNG TWV CUPTITOUATWY OE aoBeveig pe TTAAIVOpouI-
KoV TOTIOU duoTeia (aoBeveig pe TpoeEdpxovta cupnTOpaTa FTOMNN xwpig
olco@ayiTidba) mov éAaBav Bepameia ekpilwong Tov H. pylori évavTi auTOV
mou éAaBav placebo (20% évavti 2%, p=0,007).7° Le &GAAN TuxalOTIOINUEVN,
OIMAN-TLEAN PeEAETN o1 Axon Kal ouv. Ogv OlamMOT®VOLY PETABOAR OTN PUOIKNA
I0TOPIG TNG TTOAIVOPOUIKAG VOOOU €va XPOVO PETG Tnv ekpifwon Tou H. py-
lori® Téhog, o1 Tefera kal ouv. o TTEPOGPATN PEAETN Toug, Oev dlAMOTHOVOLY
onpavTIkéG peTaBoAég oTnv maAivdépdunon Touv offog oe acbeveig pe M
ol00QayiTIda, TPIv Kot 3 pnveg petd T Bepameia expi{wong Touv H. pylori®!

DaiveTar AoImov 6T n ekpilwon Tov H. pylori e peTaBaler Tn QUOIKN
1oTopia TNG FONMN, evd PTTOPET VO €XEI KO EVEPYETIKEG OUVETIEIEG TOUAGXIOTOV
oe pia vmoopGda acbeviv pe FTOMNN xwpig olcogayiTida.>
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MPOAIAGETEI H EKPIZQXH TOY H. PYLORI *E ANAINTY=H TOIN;

H mBavétnta va mpokaiei n exkpifwon tou H. pylori cupntdpata FTOMNN
f va podiabéter oe avamTuén TTaAIvOPOUIKNG olcopayiTidag oe aoBeveig Tou
Oev mmaoxouv apxikG amod TOMNN, eivar éva Bépa e€aIPeTIKG AU@IAEYOPEVO TTOUL
amaoxoAei coBapd Ta TedevTaia 3 xpovia Tn diebvr BiIBMoypagia. Mpoopa-
TG PEAETEG TTOL GIPOoPOVV aabeveic pe dwdekadakTuAIKG Akog Oeixvouv avén-
pévn eminTwon moAivOpopIKAg olco@ayiTidag peTd expifwon Tov H. pylori?8
EVR GAAeG Sev OIOTTIOTMVOLY, G ONUOVTIKO TTOOOGTO, AVATITUEN CUUTITOUG-
Towv FOMNN Kal o100QayiTIdag PeTG TNV ekpilwon Tou pIKPoBiou 48 (Mivakoag
2). AvTiBeTa o1 TTEPICOOTEPES KAIVIKEG PEAETEG TTOU APOPOVV OBEVEIG Pe Ael-
TouPYIKA duoTrePia 1) ACLUTITEUATIKG TTANBLOUG CLPEWVOLV OTI N ekpPi{won
Tou H. pylori ota GTopa auTG dev cLVOOEVETAI ATIO GEIGAOYR TTOCOOTG VG-
TTLENG TTOAIVOPOUIKAG VOCOU Kol 0100QayiTIO0G.292 MGNIOTA, 08 UEPIKES TTEQI-
TITOOEI§ PAIVETAI OTI TIPOKAAE] OPECN TTPOUTIAPXOVTWY TIGAIVOPOUIKOU TOTIOU
OLOTIETITIKOV CUUTITOUATWV.”!

H eTepoyévelo TwV OTOTEAEOUGTWV OTIG PEAETEG TTOU APOPOVV EAKOTIO-
Oeig oxeTileTon mMOava pe TNV akpiBeia TNG avayvopiong TEOUTOPXOVTWV

Mivakag 2. Emintwon FOMNN peta ekpilwon H. pylori.

MeXétn Ap. acB. Nococ  Follow-up Toog peréTng AvamTugn
(n) (étn) rornN
Labenz, '97 460 AE 3 avodPOpIKN/eAeyxOpevn +
Di Mario, '98 (a) 447 AE 4 TIPOOTITIKA/UN eAeyXxdueEVN +
Malfertheiner, '98 (a) 309 AE/TE 0,5 TIPOOTITIKI)/€EAEYXOUEVN -
Tepes, '99 63 AE 4 TIPOOTITIKI)/EAEYXOUEVN -
Vakil, '00 244 AE 0,5 TIPOOTITIKA/EAEYXOHEVN -
McColl, '00 97 AE/TE 1-3 TIPOOTITIKI)/ N EAEYXOUEVN -
Bytzer, '00 276 AE 2 TIPOOTITIKI/€EAEYXOPEVN -
Mantzaris, '00 (a) 75 AE 1 TIPOOTITIKI)/ N EAEYXOUEVN -
Befrits, '00 165 AE 2 TIPOOTITIKI)/€EAEYXOUEVN -
Fallone, '00 87 AE 1 TIPOOTITIKI)/EAEYXOUEVN +
Talley, '98 (a) 170 AXE 1 TIPOOTITIKI)/EAEYXOUEVN -
Malfertheiner, '00 (a) 674 AXE 1 TIPOOTITIKI)/EAEYXOUEVN -
*Hamada, '00 572 AE/TE/T 3 TIPOOTITIKI/EAEYXOPEVN +
**Rokkas, '00 (a) 50 AE/AXE 1 TIPOOTITIKI/UN eAeyxdpevn +

AE: AwbekabakTuliké ‘EAkos, TE: TaoTpiké ‘EAxkog, I': laoTpitis, AXE: Avorrepia Xwpis EAkog,
*/*% [lapdyovTes KivoOvou: SIappayuaToknAn/yaotpitis oopatos/CagA+ oTedéxn, a: ab-
stract
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TTOAIVOPOUIK®OV CUPTITOPGTWV /Kol olco@ayiTidag. Eivalr yvwoTd 611 o1 aobe-
veig pe dwdekadoKTUNKO éAkog TTapouoidlouy oe ONUAvVTIKG TOCooTO (20-
40%) ovvumigpxovTa copntopaTa FTOMNN 1/kor nma olcoeayimida mouv ekdn-
A®VovVTal PTG TN Bepateia TOL €AKOUG KOI TNV ATTOPGKPLVON TWV OVTIEKKPI-
TIKOV POPUAKWV.'# MapoAauTa, TPOCEaTES HeAETEG Ogixvouv OTI N Aoiuw-
&n pe AoipoTolika CagA+ oTehéxn Touv H. pylori, n mapovocia coBapng yaoTpi-
TIOOG TOL COUATOS Kol N OTTOPEN euPEYEBOULS BIBPPAYURTOKAANG, ATTOTEAOOV
aveEdpTnToug TapdyovTeg KIvOOVOL avamTuéng TOAVOPOUIKAS OICOPQYITI-
6ag, peta expifwon Tov H. pylori, T6oo ot eAkomabeig 6oo kal oe aobeveig pe
AerToupyikr] buomepia.”** H oico@ayiTiba Tou avamTOCCETOI OTIS TIEPITITR-
0€IG auTEG gival KaTG Kavova Ama (Tov-20u BaBuov) kar TpoAaubaveTal
OTTOTEAEOPATIKG e TN XOPAYNON GLVABOUG OOCEWS AVOCTOAEWV TNG GVTAIGG
TIPWTOViwV. 49

H Bepameia Tov H. pylori (CagA*) oe aoBeveig pe cobapr yaoTpiTida Tou
OOPOTOG PTopei va 0dnynoel oe avénon Tng YaoTPIKAS EKKEIONSG*®Y Ko ekon-
Awon FTOMNN%* g acBeveig pe GLOAEITOLPYIG TOL AVTITIGAIVOPOUIKOD UNXAVI-
opol OTWG eivar yio TTOPGOEIYUG o1 aoBevei§ pe eupeyeOn OIGQEOYPOGTOKNA-
An.10010T YAANNOG UNXavIOPOG gival N GTTOAEIG TNG TTPOCTATEVTIKNAG Op&ong Tng
NH, oTtoug aobeveig pe H. pylori yaoTpimida Tov owpaTtog.'**'% ‘Etol Aoimdv
aropa pe avénuévn emmintwon CagA* otedexdv H. pylori kan pe coBopr| (aTpo-
QIKR) YOOTPITIOO TOU OOUATOS OTIWG aolaTkoi TANBuopoi,*** acbeveig pe
YOOoTPIKG €Akog” Kar mBava pia LTTOOUGOO GoBevAV pe HWOEKAOAKTUAIKO
£Akog, 5219 BpjokovTal oe peyahdTEPO Kivouvo avamTuéng FOMNN petd Bepa-
meia ekpilwong Tou H. pylori. NMpémel dpwg va onueindei 0TI o1 aoBeveig auToi
eite éxouv amoluTn évdeiln expi{wong Tou pikpoBiov (eAkoTabeis) eite Bpi-
OKOVTQI O€ OOQ®S auénuévo Kiviuvo avamTuéng YaoTpIKoU KOPKivou, TTou
OTIG TIEPIOOOTEPES XDPES e§akoAoLBel va Tapapével 4 Popég CUXVOTEPOG
amd 1o adevo-Ca Tou o100@GyoL. 105106

MOIOX O POAOX TOY H. PYLORI £TH OEPATIEIA TON AXOENON ME
rornN;

H. pylori ko GTTOTEAECPATIKOTNTH TWV XVTIEKKPITIKOV QAPHAK®WV

Eivar yvwoTd, amo eT®v, OTI n avTIEKKPITIKA 0pdan Tng opempaloAng,
TOOO OE QOLUTITWUOTIKG GTOPO 000 Kol 0t aoBeveig pe OwOEKOOAKTUAIKO
éAKoG, eviox0ovTal ONUAVTIKG amd Tnv Tapovacia Tou H. pylori'?71% M&MioTa
n ekpiCwon Tou pikpoBiov TepIoEIlel TNV ATTOTEAEOUOTIKOTNTA TNG OUETTPG(O-
Ang ka1, og pikpdTEPO BaBUd TNG paviTidivng, wg TPOG Tov £Aeyxo TNG evoo-
YOOTPIKAG 080TNTaG, ' diaiTepa kKaTd Tn OidpPKela TNG VOKTOG (nocturnal
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acid break through).'"2 To @aivopevo auTo éxel mBavé oxéon pe TNV auénué-
vn apaywy) NH, amé 1o H. pylori kai Tnv 10xvpr| eE0LOETEPWTIKA IKAVOTNTA
mou ep@aviCel oe avénuévo pH.' Akdun, éxel TTPOOEATA TIEPIYPOQEI GUEDN
gvioxuon amo To HIKPOBIO TNG avaoTOATIKNG Opdong NG opempaldAng emi
TV TOIXWHATIKOV KUTTAPWV KOl TNG avTAiog TTpwTovimv.'3* H mapouacia Tou
H. pylori mpokoei peyaAdTepou Babuol peinon Tng petd OiEyepon €KKPIoNg
Tou 0&£og KaTé Tn Beparieio pe opeTPAlOAN KOl ATOTPETEN TNV TTaAiVOpOLN
ékkpion Tou o&éog (rebound acid secretion) peTéG TNV ATIOPGKPLVON TOU OGP-
pékov."*5 To (nrolpevo eival av kol o molo BaBpd Ta dedopéva auTa
emmnpedlouy, o KAIVIKO eTTiebo, Tnv amoTeAeopaTikhy Bgpareia Tng FTOMNN pe
QVTIEKKPITIKG PGPUOKO.

MPOo@aTn KAIVIKA PEAETN, OEIXVEI ONUOVTIKG LPNAGTEPO TTOGOOTE ETTOV-
Awong Tng oloopayiTidag, 4 koi 8 eBoouddeg peTa Bepareio pe MavTompalo-
An, atoug H. pylori (+) évavTi Twv H. pylori (-) aoBevv.'"® "ANAN peAéTn Oeixvel
KOAOTEPO £Aeyx0 ouUTITUGTWY OTIS 4 £B800ouddeg Bepameiag e opemPalOAn
otoug H. pylori (+) aoBeveig.'” AvtiBeta o1 Schenk kar ouv. dev apaTrpnoav
Kapia diagpopd oTnv amaiToduevn 66on cuvTPNoNG TNG OUETTPACOANS Yia TNV
0QEON TWV OUPTITOPGTOV Kal Tn dlaTAPNoN £MOVAWONG TNG OICOPAYITIONG
peTald H. pylori (+) xan H. pylori (-) acBevdv."® Emiong o1 Peters kai ouv. dev
mapaTApnoav diagopég oTnv £kBecn Tou o100PaYIKOD BAevvoyovou oTo 08D,
KoTG Tn SiGpkela TNg Bepameiag pe avTIekKPITIKG GAPUOKD, PETalO H. pylori
(+) ka1 H. pylori (-) acBevov pe oico@dyo Barrett.""® Katd ouvémeia, oe KAIVIKO
emimedo, TTapaTnpeiTal iowg pia oplakn Peinon TG OPACTIKOTNTOS TWV AVO-
oToAMwV TNG avTAiag mpwTovinv oToug H. pylori (-) acBeveig pe TOMNN xwpig
OUWG 1IBICITEPN KAIVIKA Onuaoio.

H. pylori xou kivBuvog aTpo@IKiG yOoTpIiTISaG

To H. pylori amtotelei, g yvwoToV, TNV KOPIG CITIO XPOVIOS YOOTPITIONS,
n omoia pe TNV TGPodo Tou XxpPOvou eEeAicoeTal 08 ATPOPIKN TTOL BewPEITAN
TPOoVeOTAGOUATIKI BAGBN.%12° [MpdopaTteg pueAéteg Oeixvouv OTI n Bepareia
LE avooToAeig TNG avTAiag pwToviwv (PPI's) cuvodedeTan amnod embeivwon Tng
YooTpimidag Tou oduaTog aToug aoBeveis pe H. pylori Aoipwén.'?"1?2 Auto To
PAIVOPEVO PTTOPED Vo o@eideTal 0 PETABOAEG TNG vOOYOOTPIKAG KOTOAVOUNG
Tou H. pylori, ye eAGTT®ON TOU GTIOIKIOUOV OTO &VTPO KO GUENON OTO OWUG
TOu oTopPGX0UL.'? "AN\oI cLuYYPOPEIG diaTeivovTal OTI O1 IOTOTTGOOAOYIKEG UETO-
BoAég Oev mpoUmoBéTouv amapaiTnTa adENoN TNG TIUKVOTNTOS GTTOIKIOUOD
Tou H. pylori 6T0 oGOPa Tou OTOPGXOL'?M 1?4 Kot &TI N embeivwon TNG IGTIKAG
BAG6NG Tou BAevvoydVoL TOU OMUOTOG OQEIAeTal OTNV avEnuévn dpdon Twv
Boktnpiokwv Toéivdv (NH,) e€aiTiag Tng peiwong Tng YooTpIkAg 0§0dTNTOG. 2
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Moapapével OUwG aoaPES Kal AUQIAEYOUEVO OV O ouvOLaouos H. pylori kai
I0XUPAS AVAOTOANG TNG EKKPIONG TOU 08£0G ETITAXVOVEI TNV GVATITUEN ATPOWI-
KNS YaoTpimidag o oxéon pe povn T Aoipwén amd H. pylori. ‘Exel mapatnpndei
OTI N EAGTTON TNG vOOYaOTPIKAG 0EUTNTOG uvoEl TNV avamTuén deuTepoye-
voUg BakTnEISIoKAG XAwpidag Tou TToAAamAcoIGlel Tn BAaTTIKI) dpdion Tou H.
pylori, emTaxOvovTag £€TO1 TNV KATAOTPOPN TOL YOOTPIKOV BAevvoydvou (aTpo-
pia).120

O1 6100¢01peG PEAETEG KATAAAYOUV OE OVTIKPOUOUEVD OTTIOTEAEOUOTA TTOV
éxouv mBavé oxéon pe TNV emAOYN TNG opGOog EAéyxoL, TNV GTIOVCIC ALOTN-
POV KPITNPIWV YIO TNV OTPOPIKI YOOTEITION Kl TN SIGPKEIN TTGPOKOA0VBNONG
TV 00BevOV.'7 130 [GVToG pio TTPOCQOTN PEAETN, YE PEYGAN SIGPKEIR TIOPO-
KoAovBnong Twv aoBevav (1,4-11,2 €Tn), deixvel COPHOG HEYOAITEPN ETTITITWON
ATPOPIK®OV aANoIOoewv oToug H. pylori (+) acBeveig pe TOMNN mou AapBévouv
xpoving opempaldin (4,7% évavTi 0,7%).1%° "ANAN TaN peAétn Seixver ko’
UTTEQOXNV KOTAVOUR TNG OTPOQIKAG YOOTPITIOOG OTO OMUA TOU GTOUGXOU
pévo atoug H. pylori (+) aoBeveig Tov AapBdévouv PPI's.3" AveédpTnTa mavTKG
atéd Tov KivOuvo avamTuéng aTPOIKAG YAoTPITIONS QaivETAI TTIWG N £MOEiVK-
on TNG XPOVIOG KAl TNG EVEPYOL PAEYUOVASG TOU CMOUATOS OTIO Tn XOoprynon
PPI's aTtoug H. pylori (+) acBeveig, oxeTiCeTan ye avamTuén vmoxAwpudpiag,>' 42
avénuéva emimeda yaoTpivng'' kar auénuévo Kivouvo YaoTpIKoD KapKivoy.62132133
AvTiBeTa n ekpilwon Tou piIkpoBiov, OTNV TEPITTWON AUTH, CUVOOEVETOI OTIO
ooQN peinon Tou BaBUoL Kol TNG EvEPYOTNTOS TNG YAOTPITIONG OTO GG TOU
OTOPGXOU OANG Kal EAGTTWON TNG TTPOKOAOUUEVNG UTTEQYOOTPIVAIUIGG. 134135

Me Baon auTd Ta 6edopéva n Gmoyn TIOL KUPICPXE ONUEPG €ival QUTN
TOU EKPPGOBNKe oTo TPOGOPaTO Eupwmaiko MAaiclo Xupewviag (Maastricht
Il), oTo omoio mpoTeiveTal n ekpilwan Tou H. pylori oe aoBeveig pe TOMN Tou
BpiokovTal i MpokerTal va AdBouv xpovia Bepareia pe PPI's.13

H. PYLORI KAl OIZO®AIOX BARRETT

Ta 6ebopéva yio Tov emmolaoud Touv H. pylori oe aoBeveig pe o160pGyo
Barrett eivol opkeTd opoloyevr) Kol SEIXVOUV YEVIKG TIGPOUOIG TIOGOOTG H.
pylori Moipwéng otoug aobeveig auTolg Kal oToug acbeveig pe amAn FTOMNN
TOUG GOUUTITWUOTIKOOG PGPTUPEG.E18Y0 YITGpXoUV TIAVTWG KO Aiyeg PEAETES
mou Ogixvouv xopnAdTeEPO emmoAacpd H. pylori oe aobeveig pe olco@dyo
Barrett o’ 611 oToug pGpTLPES.?' 74 O amolkiopdg Tou emBnAiou Barrett amd H.
pylori dev @aiveTal va eival cuxvog Kal TTAVTO CLVOOEVETAI OTIO YOOTPIKA H.
pylori Moipwén.? MpooeaTtn peAéTn deixvel TTOAD XOUNAG TTOGOOTO ATIOIKIGUOV
oicopd&you Barrett amo H. pylori kon pGMOTA GTTOKAEIOTIKO OTIOIKIOUO YOO TPI-
KOU KOI OXI EVTEQIKOU TOTIOL PETOTACOTIKOU emBnAiov.'” Emiong dev éxouv
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napaTnEnBei Slaopés wg TPog TN BapdTNTA TV PAEYHOVWOOV GANOIDNCEWV
peTald H. pylori (+) kot H. pylori (-) acBevdv pe oicopdyo Barrett o0Te éxel
KaTaypagei ovoxéTion Tov H. pylori ye To ouvoAIKG prkog, TNV OTIGPEN OTe-
VOOEWV 1 €AKOUG | TO VEOAGOUATIKO PETOOXNUOTIOUO TOU OloOQGyou Bar-
rett.”313814 Qaivetan Aoimov mwg o pdAog Tou H. pylori oTov olco@ayo Barrett
gival éPuecog Kol PGANoOvV TIPOOTATEUTIKOG. ‘ETOIl, TTPOoQaTn PEAETN Oeixvel
TOAD xopnAn emintwon H. pylori oe aoBeveig pe olco@ayo Barrett kai upnAo-
Babun dvomAaacia i adevo-Ca 0100pGy0L." "ANAEG TTGAI HeAETEG Oeixvouv aTTouL-
oia hoipoToikiv CagA* oTedexwv H. pylori oe aoBeveig pe oilcopayo Barrett n)
abevo-Ca 0100¢pGyov.”"7* O TPooTaTELTIKOG POAOG Twv CagA* oTEAEX(DV TOU
H. pylori évavTi Tng avanTuéng oicoedyou Barrett ko adevo-Ca oico@ayov,
ouvOéeTal mBava pe TV avémnTuén coBapod BaBuod YyaoTPITIdAS TOL CHUO-
TOG TIOU £XEl OAV ATIOTEAEOUO TNV KATGOTOAR TNG £KKPIONG TOU YOOTPIKOU
0&£0G KOl TNV EPPAVION LTTOXAWPLOPIOG.O7/ 142143
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