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O¢pareia kou FTOMNN, Afjyn MZAO,
pokpoxpovia Afgn PPIs

XapdAaumos T{aBag

To yeyovog OTI n KaTé Ta TEAEUTAIO XPOVIO EAGTTWON TNG CUXVOTNTOS TNG
H. pylori hoipwéng oTig avemTuypéveg xmpeg, ouvdvaldTav pe adénon Tng FOMNN'
obnynoe otnv vtoBeon oI n H. pylori \oipwén aokei TPOOTATEVLTIKG POAO OTNV
gppavion Tng FOMNN.2? Mapd TavTa n vobeon auTtr dev emBeBaidBnke amo
GANEG PEAETEGH KO OVO TIPOOPOATEG TUXOIOTIOINUEVEG EAEYXOUEVEG HEAETEGY
koTédeiGav OTI, oe avTiBeon pe Ta amoTedéopaTa TnG PEAETNG Twv Labenz kai
ouv.,® n ekpilwon Tou H. pylori dev emBaplvel TN cLPTITWUATOAOYIO TwV CI0BE-
vV pe TOMNN kair 6ev amoitei adEnon Twv avaykodv oe PPls. Ta 6ebopéva auTd
armopakpuvouy TNy mMBavodTnTa KAIVIKAG cuoxéTiong Tng TOMNN pe Tn Aoipwén
a6 H. pylori. ©ewpnTIKG, N Aoipwén and H. pylori Ba umopovios va avénoel
NV IKavoTnTa Twv PPls va eAaTTdvouy Tn YyaoTpikr) ékkpion kai eival mbavov
n Bepameia ekpilwong va kabiotd Tnv avTipeT®mon Tng FTOMNN duokoAdTE-
PN,%"% oAAG N KAIVIKA onpooia auToOv Tov mMOavoTAT®Y gival TTOAD pikpn).® Eival
Opwg 161aitepa mMBavov Ta CagA(+) oTedéxn Tou H. pylori va pooTaTedouvy
amo Tnv epedavion g FTOMNN Adyw Tng TEOKGAOVUEVNS YOOTPIKNG GTROYIOS
Kol TNG €€’ auTAg eAaTTWPEVNG TTAPOYwYNS 0&£os. 3 H mBavotnTa auTh, av
Ko evioxVel Toug BiaomTeg TNG Bewpiag pn ekpifwong Touv H. pylori va e€ako-
AouvBouv va voaTnpiCouy TNV Gmoyr Toug,™ ol pdvor acBeveig Tov Pmopei va

faoTpevTepoAdyos, EmpeAntig A’, B’ TaoTtpevtepoloyikny KAviki, MTNA “O Evayyehiopog”
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w@eAnBolv amod TNV TePapovh TNG AoiUméng eival auUTOI TTOL £XOLV TOV LPN-
AGTEPO KivOuvo avamTuéng YOoTPIKOU KOPKIVOL." LAUEQO, GOPQOVA KOl UE TIG
kaTevBuvTnpleg 0Onyieg Tou Maastricht-2 Consensus Report'® n Bepareia ekpi-
{wong Tou H. pylori (0) Aev OxeTi{eTal, OTIG TIEPIOOOTEPES TIEQITITMOOEIG, HE
avamTuén FOMNN kai (8) dev emBaplver mpoumdpxovoa FOMNN, Kol kG ek TOV-
Tou TO H. pylori Ba Tpémel var ekPI{OVETOI COPPOVA PE TIG UTIRPXOVOEG EVOEI-
Eeig expilwong'™ xwpig 1diaiTepo kivobuvo avamTuéng 1 embapuvon Tpolmap-
xovoag [OMN.

YOppwva pe To Maastricht-2 Consensus'™ 1o H. pylori Ba mpémer va ekpi{o-
veTal oe GAOUG TOUG GOBevEIG GTOUG OTIOIOUG ATTAITEITAI AKPOXPOVN 10XUPN
avTiekkpITIKR Bepateia (PPls). Eivar yvwoTo 611 n pokpoxpovia xopnynon PPls
peTaBAAAEl TNV evOOYOOTPIKA KaTavoun Touv H. pylori pe eAGTT®WON TOL ETOIKI-
OpoU OTO GVTPO KO aUENCN TOU ETTOIKIOPOV O0TO oA Kol B0A0' kar 6TI ol
Kuipers kai ouv. £dei§av onuavTiko BaBuol adénon Tng cuXVOTNTAG TNG ATPO-
QIKNG YOOTPITIOAS TOU OMOUATOS 0TOUS H. pylori BeTikoOg, GAAG OXI KO GTOUG
H. pylori apvnTikog aoBeveig pe TOMNN mou eAGuBavaY HOKPOXPOVIG OUETTOA-
(OAn."™ Luveticdg 0ot o1 H. pylori (+) aoBeveig oe avTiekKpITIKA BepaTeio cuvTh-
pnong Ba mpémel va ekpi{daouvy To H. pylori pia Kal n oaTPOIK YOOTPITIG
mapamépTel o KivOuvo avamTuéng yaoTpikoU kapkivou. MapoT n opdda Twv
Lundell ka1 cuv. bev kaTéypaye kapia diopopd oTn CUXVOTNTA EPPAVIONG YO-
OTPIKASG OTPOWYIOG KOI EVTEPIKNG PETATIAGIONG PETASD H. pylori (+) kan H. pylori (-
) acBeviv mou edauBavav xpoviwg opepaldAn'® n vtddorrm 6iebvrig BiBAIo-
YPo@ia*?! gival cuvnyoPNTIKA Twv amoTeAeoudTwv Twv Kuipers kar ouv.' kai
UTTOOTNPIKTIKA TNG 0dnyiag Tou Maastricht-2.'0

MapoTi o poAog Tng Aoipwéng amd H. pylori 6oov agopd Tov Kivduvo
eAkoyéveong oe acBeveig mou Aapbavouy MIAD eival ap@IAeyOpevog Ko O1&-
@opeg emdNuIoAOYIKEG peAéETEG Bewpolv oTI To H. pylori avfaver (Aalakee C,
Gastroenterology 1999;116:1305-9), ehatTtvel (Pilotto A, Dig Dis Sci 1997;42:586-
91/Stack WA, Gastroenterology 1999;116:A97/Sautolaria S, Aliment Pharmacol
1999;13:1511-8), 4 6ev mailel kavéva poro (Cullen DJ, Gut 1999;41:586-91/
Labenz J, Ital ] Gastroenterol Hepatol 1999;31:110-5/Wu CY, Scand ] Gastroent-
erol 1999,341:234-7) otnv eAkoyéveon amd MIAD, 6Aeg ouppwvoLy OTI To H.
pylori kai Ta MXA®/acmipivny amotedovv aveldpTnToUS TAPGYOVTES KIVOUVOU
yia 1o TENTIKG €Akog (advisable/2).'° To 1997, o1 Chan ka1 ouv. dnuocicvoav
TP®OTOI 0TO Lancet Ta amOTEAEOUOTO TNG PHEAETNG TOUG CUPPWVO UE T OTIOIQ,
n expifwon Touv H. pylori piv Tnv évapén Beparieiag pe MZAD, eAaTTOVEl
onpavTik& Tnv mlavoTnTa eAkoyéveong oToug xpnoTeg MIAD.2 To amoTeAE-
OPOTO OUTAS TNG MEAETNG appioBnTABNKaV évTova amd Toug Hawkey kai ouv.
mou, éva Xpovo apyoTepa, dnuoaicuoav 6To id10 TEPIOdIKG PEAETN COUPVO
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pe Tnv omoia, n ekpilwon Tou H. pylori oe xpdvioug xpnoteg MIAD Kai 1I0ToPI-
KO TETITIKOD €AKOUG, EVEQYO TIETITIKG €AKOG 1] éVTOVA OUOTIETITIKG EVOXAAUATA
Ox1 pévo 6ev etnpedlel TIG LTTOTPOTIEG TOUL TIETITIKOD £AKOULG Kal TNG duoTieyiag
(o e€aGunvn TapakoAovBnaon) oAAG 6pa Kol AVAGTOATIKG OTNV £TTOVA®OCN TOV
YOOTPIKQOV EAKMV, KGTI TTOU €QUNVEDTNKE PE TNV KUTTGPOTIPOCTATEVUTIKY OP&-
on, Aoyw TOTIIKNG TIAPAYWYAS TTPOGTAYAGVOIVGYV, Tou H. pylori?® To amoTeAE-
opaTta TnG peAéTng Twv Hawkey kair ouv.?? mou vmooTnEixBnkav Kal ammo GAAeg
oOyxpoveg peréTeg (Yeomans ND, Am | Med 1998;104(3A):56-61/Bianchi PG,
Aliment Pharmacol Ther 1988;12(4):355-60) odrjynoav otnv 1oxvupn 6¢on o611 n
expifwon Touv H. pylori 6ev svvoei TNV emoVAwon Twv YaoTPOOWOEKAOAKTUAI-
KWV EAkV og aoBeveis Tou BoiokovTal 0 QVTIEKKPITIKI) aywyn Kai eEaKoAou-
Bouv va AauBavouv MEA® (strong/1),'° evd n peAétn Twv Chan kon ouv.?? oTn
oboToon 6T n ekpilwon Tov H. pylori mpiv 1n xoprjynon MXA® edattwver Tov
kivéuvo mentikoU éAxoug (advisable/2).'® Nedtepn peAéTn Twv Chan kai ouv.?*
embBeBaidver TNV 10xvpG vooTNPEI(OevN Béon 6T n expilwon Tov H. pylori
glval amo udévn NS avemapknS yia TNV TEoANWn TnNg VTOTPOTNS THS QiUOPOA-
Yias amd menTiké €Akos o vwnAou kivouvou xpnotes MEA® (strong/2),'® eved
kaTadeixvel 0TI n ekpilwon Tov H. pylori eival cUYKPICIUNG ATTOTEAEOUOTIKOTN-
Tag pe TN xopnynon PPIs yia Tnv poANyn Tng LUTTOTPOTIAG TNS CIJOPPOYIOS OE
a0BeVEIG PE I0TOPIKO QIHOPPAYIOG aTTO TIETTIKO £AKOG KOl XapunAf 660N aomipi-
vng (80 mg).

Ye TpdopaTo TeOX0G, 0TO TEPIOOIKO Lancet, o Pounder oe éva editorial pe
TiTAo “H. pylori and NSAIDs — the end of the debate?”? mpoomabei va dmoel
ATIGVTNON OTG EPWTHAUGTO TTOUL £0ETAV TG AVTIKPOUOUEVO ATIOTEAECUGTO TWV
TIPONYOUPEVWV HEAET®V 0TNPICOPEVOS O 00 EPELVNTIKEG EQYOTIES, TTOL ONUO-
olevovTal oTo id10 TevxoG. XTnv mME®TN, of Chan kai cuv.? emBeBaidvouy Ta
OUUTIEQGOPOTO TNG TIPMTNG PEAETNG TOUG? TOPa ot acbeveig pe H. pylori
Aoipwén kar 16TopIkS TETTIKOU £AKoug 1) duoTeiag, Tou TTPdKeITal va AdBouv
pakpoxpoving MEAD, émou n ekpi{won Touv H. pylori eAaTT®OVEI ONPAVTIKG TOV
KivOuvo TIETITIKOD £AKOUG KAl TV EMTTAOK®V Tou. LTn 6e0TEPN? N TTRPOLGIN 1
un Aoipwéng amd H. pylori etmpéade onuavTikG TNV mMOavOTNTA TETTIKOV €A-
Koug (42% évavTi 26%), o1 aoBeveig Tov eAdubavav MZAD kai eixav Aoipwén
ano H. pylori eixav 61,1 @opég peyaddTepo Kivouvo TETTIKOU £AKOUG IO N
xpNoteg MIZAD/H. pylori (-), kai n mBavéTnTa ciyoppayiag and H. pylori,
MZA® kon H. pylori + MZA® avfave 1,79-4,85 ka1 6,13 @opég avTioToixa. Me
Ta 6ebopéva auTd, o Pounder divovtag Tov mapakdTm aAyépiBuo, SiepwTdTal
UATIOG aLTOG eival To TENOG TNG Siapdxng.

e Ta MZA® auvédvouv onUavTIKG Tov KivOuvo eAKOYEVEDNG.
* ‘Opwg ol acbeveig pumopei va pooTaTevBolv pe TN oLYXOPAYNON €VOS

I0XUPOU QVTIEKKPITIKOU papudakou (PPI).
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MepipévovTag Ta amoTeAéopaTa Twv OOKIPaoI®V avixvevong Tou H. pylori.
Y1oug BeTikoUg oTn Aoipwén acBeveig Ba mpémel iowe va xopnynBei Tpi-
TAG oxApa ekpilwong.

Ev TovToIg TapG TNV ekpilwon Tapapévouy uPnAoL KIVOOVOU YIO EAKOTIG-
Beia kar pémel va AapBdvouv pakpoxpovia PPIs.

Aev yvwpiCoupe edv auTo TO iowg euvoei “the end of the debate” ekTog ediv

BéAel va avTIOINOTEIEl ATIAG KOl POVO EKEIVEG TIG TIEPITITOOEIG aoBevdv e
EVEQYO TIETITIKO €AKOG, LTIO QVTIEKKPITIKA aywyr, TTou ouvexi{ouv va AauB&-
vouv MZAD®, o6mou n Bepameia ekpilwong Tov H. pylori 8a Tpénel va peTaTiOe-
Tal 08 XPOVO PETG TNV TANPN £TTOVAWON TOU TIETITIKOU €AKOUG.
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