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FONNN ka1 ekpiCwon
EAikofakTnpidiov Tov muAwpovu:

Ymép

XapdAautrog T(abag

To yeyovdg 6Ti n KATG Ta TEAELTAIR XPOVIa EAGTTWON TNG CLXVETNTAS TNG H.
pylori Aoipwéng oTIg aveTTTUYPEVES XWPEG OLVOLAOTNKE pe avénon Tng FTOINN," 0drjynoe
oTnv vtréBeon 611 n H. pylori Aoipwén aokel TPOOTATEVTIKG POAO OTNV EUPAVION TNG
TOIMN.2? MapdAAnAa, emdnpioAoYIKEG peAETeG KaTESEIEaV PGl OO ApVNTIKA CUOXE-
Tion peTa&d Tng H. pylori Aoipwéng kar Tng FOMNN kol Twv emMITAOKOV TNG*” 16iwg o€
CagA BeTIkOUG 010BeveiG.2 10

Av Kail o1 eSNHIOAOYIKEG HEAETEG EVIOXUOLY TOUG BIGOWTEG TOU «KOAOU» €AIKO-
BakTnpidiov ou dev Tpétrel var ekpi{@dveTan yioTi TpooTaTevel amd Tn FTONN, ™2
OTNV TPOYHOTIKOTNTA TO P6vo «kaAd» yia Tr FTOTNN gAikoBakTnpidio eival To «koikG»
CagA(+) eAikoBakTnpidio, ov ouvvdéeTan pe TN xpoévia H. pylori yaoTpiTida kai Tov
KOTOPPEKTN TV SIGOIKAOIOV TTOU 001 yoUv 0NV eVTEPIKA HETATTAOON, 0TN SuoTTACCTCr
KOl TO YOOTPIKG Kapkivo.'

ATT6 TNV GAAn, av Koit 01 ETTIONHIOAOYIKES HEAETEG LTTOOTNPICOLY EVaV TTPOCTATEVTIKG
pbAo tng H. pylori dofpwéng yio n TOTNN, Tuxaiotroinpéveg eAeyXOpeveg peAéTeg (RCTS)
6¢ SiammoTdVoLV Kapia eTTidpaon atd Tnv ekpidwaorn Tov H. pylori OTX CUPTITAOHATO
s FTOMNN. Eivar Aoimrév duvatdy, To H. pylori va gival evepyeTiké o€ TTANOVOHIOKS

AvaTrA. AievBuvTrig FaoTpevtepoloyiag, FaoTpevrepoloyiki Movéda, B’ MpotroudeuTik MadoAoyikr KAviki
MavemioTnpiov ABNVeY, NOOOKOPEID «ATTIKOV»
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eTTiTredo (ETIONHIOAOYIKEG HEAETEG) OAAG Ko 1) eKpiCwor] TOL va eivon ELEPYETIKY (1
ovdETepn) o€ aTopIkS etriredo (RCTs); DaiveTar 6T K&TI TETOIO £ival TTOAD TIBAVE. X
TIANBLOHIOKS ETTITTESO TO CUVOAIKG ATTOTEAEOHG B0 AVTOVOKAS TNV ETTIKPATOVOX ETTI-
Spaon ot FTOTNN 6Awv Twv aoBevidv pe H. pylori Aofpwén otn Sidpkeia poKpoXpOvIOS
TTapakoAovdnons. EGv n H. pylori Aoipwén odnyei oTnv TAEIOVOTNTA TOV TTEPITITOOEWY
0€ YOOTPITION TOL OWOPATOG, YOOTPIKI ATPOPIa Ko axAwpudpia, TGTE TO CUVOAIKG
TANBLOHIOKS ATTOTEAEOPO Bar 0ONYEl O€ pIa avTIoTPOPN GUOXETION Tou H. pylori pe T
TOMN (1rou eivon 0&eo-e§apTdpevn). AvTiBeTa, £va TTANOUVOHIOKS OTTOTEAETHO LTTEP
NG eKPICwang Bo TTPOEKVTITE EGV €VOl GUVOAIKG OTTOTEAEOPO EAGTTWONG TOU 0E£0G
O€ HIO UTTOOPGOA LTTEPEKKPIVOVTOG TTANBLOHOL ATOV TAXOTEPO KOl I0XUPOTEPO ATTO
£va oLUVOAIKG atroTéAeopa avENaNg Tou 0&€og oTNV axAwPLOPIKT OpGda. ‘Evar TETOIO
amOTEAEOUQ B ATAV 0 EPPAVEG GV HIG VTTOOPGOX LTTEPEKKPIVOVTWV GOBEVAOV
giyav ouPTTEPIANOET 0N PHEAETN, 6TTwG oupPaivel pe aoBeveig TTov LTTOBGAAOVTOI OE
ekpiCwon H. pylori yia dwdekabakTUAIKG €AKOG.

Katé 6e0Tepo AGYo, 01 ETTIONHIOAOYIKEG HEAETEG CUXVA ATTOTUYXGVOUV V& TTPOTOIO-
pioovv Tnv brapén H. pylori 6Trwg oupPaivel oTNV TTEPITTTWOT HEAETWV O€ YOOTPIKOUG
Kapkivoug 1] 6ev AapBévouy emapkds v SPIv TPAPUVTIKOVG CUPTIAPBYOVTES, HE
QATTOTEAEOPO VO UTTEPEKTIHOUY TO poAo TG H. pylori Aofpwéng. Eivail yvwoTtd, 611 peTad
Tou H. pylori(+) TANBLOPOL, N ATPOPIKA YOOTPITIS Kai 1 oxAwpudpia eivon ouxve-
TepN 0g NAIKIOHEVA GTOPQ,™ 6T 0TO SUTIKS TIANBLOKGS N CUXVETNTA TNG ATPOPIKAS
Yoo TpiTIdOg eival UPNAGTEPN O TTPONYOVHEVES YEVEES, KGTI TTOL TNOAVOV GUVOEETAI
pe TePIBAAAOVTIKOUG TTOPAYOVTEG OTTWG N HEYOAUTEPN KATAVGAWOTN GAGTOG KOl N
HIKPOTEPN TTPSCANYN AVTIOEEIBWTIKWY, 6TI peTal Twv H. pylori(+) TANBLCUIOK®Y
OHGOWV N OLXVETNTA ATPOPIKAG YHATPITIONG Kol oryAwpudpiag eivan onpavTik& vyn-
A6Tepn oTnv AvaTolr, kUpia oty lamwvia, otré 6T ot B. Apepiki | T A. Eupodmn'™®
KOI 0TI YEVETIKO! TTAPEYOVTEG GTTWG O TTOAVHOPPIOTHES TWV YOVISIwV TTOU KWOIKOTTOI-
00V TIG SIGPOPEG KUTTAPOKIVEG TTOL CUPHETEXOLV 0TI PAEYHOV®DON OTTGVTNON 0TV
H. pylori Moipwén, pe o TPEo@ATA HEAETNPEVO TO TTOAVHOPEICHS TOL YOVISIOL TNG
IVTEPAELKIVNG-1, au§Gvouv onpavTIKG Tov KiVOUVO avaTITUENG ATPOPIKAS YOO TPITISOG
Kol oxAwpudpiag. '

Mo1d Spwg eivar ) MPAYHATIKE £midpaon g ekpiCwong Tov H. pylori
oTIG S1POPES OpGdeg aoBevwv;

Xe a00evei§ pe SwEeKaGAKTUAIKG EAkOG

AVo TP6oPaTEG HETAVOADTEIG TTOU OUYKPIVOUV TNV €TTIdpaCT TNG BepaTreiog
ekpiCwong Tov H. pylori pe gikovikr] BepaTtreia oe aoBeveis pe dwOekaASAKTUAIKG €AKOG
emPBefaidvouy TNV améppiPn TG apxIKAG LTTEBEDNS, 6TI N ekpiCwon Tov H. pylori
OXETICETAI PE EPPAVION TTOAIVEOPOUIKIG 0100payiTIOOG.!” ZTnV TPWdTN N eKpilwan
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Tou H. pylori, TapSTI CLUVOEETO pE OLXVOTEPN EPPGVIOT SIABPWTIKAS 0100PaYITIdOG
(OR:1,52), n eppdvion KaVOOU O€ GOBEVEIG PE AITTOVOTCl CUPTITWHATWVY TTPO BEPOTTES-
ag Ko 1 €mbelivaon Tou KKBOOL O AOBEVEIG Pe TTPODTTGPXOVOA CUPTITWHATOAOYIO
BeATIOONKE peTG TN Bepatreia ekpiCwong (OR:0,66 kai 0,47 avTioTorya)'® kal oTn dev-
Tepn n mapovaia FTOMNN e§apT&TO TS TNV PO TNG BepaTreiag eKPIlwONg TTAPOLGTT
KaOooUL Kol 6x1 oTr6 TNV TeAIKA €kPaon Tng Bepartreiag ekpilwaong.™

Ze aoBeveig pe mpodmapyovoa FTOMNN

H TedevTaia peTavéAvon™ emPBeBaidvel T ATTOTEAEOPATO TIPONYOUHEVWV HE-
ATV 0TO 6TI N €MTUXIG EKPIwan Tov H. pylori &g peTafGA)el Tr UOIKH TTopeia
mpolTapyovoag FONN.

2e 00DeveiG ue SUOTTETTTIKG evoxAfuOaTO

Xe pia pey6An RCT é1rou ) expidmwon Touv H. pylori ouykpiBnke pe eikovikr] Bepa-
meia og dSuoTeTTIKOUG H. pylori(+) aoBeveig pe duotepia (eTYaoTpIKS GAYOS He 1
XWpIig Kavoo) oTnv TpwToB&Opia TepiBaAyn, n ekpiCwon Touv H. pylori ouvdEBnKe
pe onpavTIKy BEATIWON TV SUOTTETTIKWOV eVOXANUGTWY, 16iG 08 aobeveig ye ko’
LTTEPOXHV CUPTITOHATA TTOAIVOPSUNoNG.>*

€& QOUUTITWATIKA ATOUO

H peTavéiuon Teaodpwv RCTs TTou OLVEKpIVAV TNV £TTIOPOOT) BepaTTeiag ekpiwong
pe gikoviki o€ 14.941 LyI ACUPTITWHOTIKG GTOHO* 28 £6¢1Ee 61 Sev LTTPXE dlaopd
ot ovpTrTwpatoloyia FTOTNN éTav ouykpiBnkav éAeyxosg H. pylori kai ekpiwon pe
eiTe eIkovikA Bepatreian i} pn €Aeyxo Ko Bepartreio.

Z0p@WVa HE TIG TTOPATIAVW ETTICNPGVOEIS £TIPERAI®OVOVTAI 0F KATELOLVTHPIESG
odnyfeg Tou Maastricht-2 Consensus Report?® rou emmavoAfigdnkav oto Maastricht-3,
2005 Consensus Report, cOpgpwva pe TIG oToieg: o. n Beparreia ekpilwaong Tou H.
pylori dev oxeTiCeTan 0TI TEPIOGOTEPES TTEPITTTWOEIG Pe avaTrTLEN TONN KOt B. dev
emiapuvel mpodTTapyovoa FONN.

>0ppwva Kol pe Ta mpdogata Consensus (Maastricht 2-3) To H. pylori 8a rpétrel
va ekpI{@veTan o€ 6Aoug Toug aoBeveig pe FTOTN o€ pakpPoXPOVIO OVTIEKKPITIKE OywYr|
pe PPls. Eival yvwoTé 6T ) pakpoxpévia xoprynon PPIs peTafdAAer Tnv evboyooTpikn
kaTavopry Tov H. pylori pe eAGTTWON TOL ETTOIKIGHOD OTO GVTPO KOl ETTEKTAOH TOU
ETTOIKIOHOU OTO OWHA Kol B6A0 Tou oTopdKoL® Kai 6TI o1 Kuipers kai ovv. €dei§av
onpavTikoL Pabpol abénon Tng cLXVETNTOG ATPOPIKAG YROTPITIOAG TOU CWOHATOS
oToug H. pylori(+) aaBeveig pe TONN Tou eAdpavav opepaldAn oe oxEon pe Toug
H. pylori apvnTikoUs.*" Zuvetrddg 6Aol o1 H. pylori(+) aoBeveig o€ avTIEKKPITIKI Oywyn
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ouvtApnong Ba mpéter va ekpi{dvouv To H. pylori Adyw Tou kivdlvou avamTuéng
ATPOPIKAG YHOTPITISOG KO TNG aLENHEVNG TTIBAVOTNTOG YOIOTPIKOU KAPKIVOU HETW
TNG OKOAOLBIOIG ATPOPIC — EVTEPIKI PHETATTACION — duaTTAGCTO.

MopdTi n opdda Towv Lundell kon guv. dev kKaTéypape kapio diagopd oTrn oLXVETN-

TO YOOTPIKAS OTPOPIOG KAl EVTEPIKAG HETATTAGONG HETOED H. pylori(+) ko H. pylori(-)
a0BeVAV TTOL eEAGUBavaY Xpoviws oprepaldAn,®? n uréAortn d1ebviig BiPAoypoipio® 3334
VOl VTTOOTNPIKTIKA TWV ATTOTEAEOPGTWY TwV Kuipers kal ouv.?’ Ko CLVIYOPNTIKK
TV 0dnyI®dv Twv Maastricht 2-3.

ZUPTTEPACHATIKG

Y1ép Tng Bepatreiog ekpiCwong Tov H. pylori otn FTOTMN yioTi:

H BepaTreia ekpiCwong Tou H. pylori dev @aivetal va mpokoAel TOMNN A va eTri-
Bapover pobrépxovoa FOMN. Qg ek ToOTOUL €KPIlWOT CLVIOTETAI VIO GAEG TIG
OpGOES YIO TIG oTTofeg LTTGPXE! €vdel€n ekpilwong.

Mopd Tov mBavVS TTPooTATELTIKS poAo Twv CagA(+) aTedexwv Tou H. pylori, ekpi-
{won ovVIOTATOI O GAOUG TOUG BOBEVELG HE I0TOAOYIKEG OANOIDCEIS ATPOPIKAG
Yoo TpiTISag AGyw Tou av&npévou KIvEUVOL KOPKIVIKASG EKTPOTTIS.

ExpiCwon Tou H. pylori cuvioT&Tan 0g 600V 0oBEeVEIG AdpGvouy paKPOXPOVIG
PPIs Adyw Tou KIvEUVOU €TTEKTAONG TNG PAEYHOVAS TTPOS TO CWHO KAl BGA0 Ko
avamTULENG ATPOPIKHG YAOTPITIOOS.
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