MPAKTIKA 4ov MANEAAHNIOY LYNEAPIOY T1A TO EAIKOBAKTHPIAIO TOY NMYAQPOY
ABrva, 1999

EAikoBokTnpidio Tou TTUA®pPOU
KOl 0100(GaYOC

Oe66wpos Pokkdg

H oxéon tng Aoipwéng amd EAikoBoktnpidio Tou mMuAwpouv (H. pylori) ko
TNS YOOTPOOICOPRYIKAG TIAAIVOpOouIKAG vooou (TONMN) BpiokeTan GTO £TTHKEVTPO
NS £PELVNTIKNAG OPACTNPEIOTNTOG TG TEALLTGIG XPOVIO. Ta EPOTAPATA gival
TOAMG Kol oTnv mapovoa Bpaxeia avaokoétnon, pe Bdon Ta BiBAIoypa@IKG
6edopéva, Ba yivel mpooméBeia anGvTnong oTa akOAoLBa KOPIa EPWTAPGT.

Evéxeton 1o H. pylori otnv aimomraBoyéveia g FOTNN;

H TOMNN eival amoTéleopa ékBeong Tou olcopayikol BAevvoyovou oTo
YOOTPIKO LYPO AOY® QVETIGPKEING TOU GVTITIGAIVOPOUIKOD PNXavIopoU, kabu-
OTEPNUEVNG YROTPIKNG KEVWONG 1)/Kal QVETTAPKOUS 0100QaYIKAS KGBapong. To
pH, n oOvBeon Touv TTAAIVOPOPOVVTOG YOIOTPIKOU TIEPIEXOUEVOL KOI 1 I0TIKA
avTioTaon Tou olooPayikol BAevvoyovou kaBopilouv Tn BapuTnTa Tng FONN.
O1 Tp®TEG avo@opES yia TN cuoxETion H. pylori Aoiuwéng Kol YaoTPIKAG KEVK-
ong £6woav aVTIKPOUOHEVD aTTOTEAEOUATA.™® NeOTEPEG KOAG TEKUNPIOUEVES
LEAETEG €0eiav OTI 0 pubudg YooTPIKAG Kévwong Oev emnpedleTon amd TNV
mapovaia Touv H. pylori”? MpoéoeaTa gpeuvABnKe Kol 0 POAOG TNG PAEYLIOVIG
™S Kopdiag Tou oTopdxov and H. pylori (kapdiTidba) otnv Taboyévela Tng
FOMNN a@ov n kopdia Bewpeital cav n kat’ efoxnv a1oBNTIKA TTEPIOX TOU
oTopaGxou Tou pubuiel Tn Aerrovpyia Tou KOX. LTov Topéa auTd 600 TTPOGPO-
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TeG peAéTeg Sev £0eifav avénuévo kivouvo avamTuéng FOMNN oe acBeveig pe H.
pylori kapdimba oe cvykpion pe TNV opGda eAéyxou.”'? ‘Evag GAhog mBavog
aImoTaBoyeveTIKOG pnxaviopog yia Tn FOMNN eumAéker TRV auvénuévn YOoTPIKN
ékkpion oe £€6a@og H. pylori AopmEews. Eivar yvwoto 6T otnv H. pylori Aoipw-
&n avédvetar n BaoikA Kal PETOYELUOTIKA aTIEALLBEPWON YOOTPIVNG Kal N €Val-
oBnoia Twv ToXWPATIKOV KUTTEpwV (parietal cells) otn yaoTpivn pe amoTéle-
opa avénuévn ékkpion HCL* EmmpooBeta n expi{won Tou H. pylori eA\aTTo-
Vel onuavTIKG Tn Baoikf Kol T PeTd OIyepOn pe TIEVTOYOOTPIVN KOI PE TO
menTidio ou ameAevBepmverl T yaoTpivn (GRP), yaoTpikn ékkpion.'> Av kol Ta
6edopéva auvtd obnyolv oTo cuumépaoua 6T n ekpifwory Tou H. pylori Ba
peiove TiIg MBavoTnTeg TOMNN, 0TV TEOYUOTIKOTNTA K&TI TEToI0 Oev oupBaivel
KoBOG N YaoTpIKA o§0TNTA OE PEPIKEG TIEQITITAOOEIG OXI HOVO OEV PEIDVETOI
peTé TNV exkpifwon Tou H. pylori, aAAG amevavTiog umopei kai va avgaveTa.'e?
H mpokalolpevn amd 1o H. pylori xpovia evepydg yooTpiTIOO KOl YOOTPIKNA
aTpoia™ kKabmg Kol n Tapaywyn eE0LOETEPWTIKMY TOL 0E£0G OLOIMY, KUPIWG
NH, ka1 MoV apivov' gaiveTar 6Ti KAaTéxouv KevTPIKO pOAO 0TV TTPOOTIG-
Bela epunveiag Tov TPOAVaEePBEVTOV TTABOELGIOAOYIKGOV Oedopévmy. MOANEG
amo TI§ TApaTave avagepBeioeg vmobéoelg eivar 101GITEPO EVOIOPEPOLOES,
ATIITEITAI OPWG TTEPAITEPW Olepedvnan Kabohg n ouxvéTnTa Tng H. pylori Aoi-
Hwéng oe aoBeveig pe TTaAIVOPOUIKY vOCo Oev Sla@épel amod opadeg eAEyxou.
EmmpooBeTa mBavoloyeitan 611 n H. pylori Moipwén aokei KETOI0 TTPOOTATEL-
TIKG POAO TNV TIPOKANON 0I00PAYITIONG OTAV TIPOKOAE PETPIG £wg coBapn
yooTpimida.2' H mpokadovpevn amd Tn yaoTpiTida eAGTT®ON TNG YOOTPIKAS
€KKPIONG 06£0G aTTOTEAEI pIa EAKVOTIK TOavVA £€Aynon IO TOV TIPOOTATEVTIKO
POAo Tou H. pylori oTnV gpGVION 0IGOPAYITIOAG.

Moi16¢ 0 poAog G H. pylori Moipwéng ot Beparreia Twv aoBevdv pe TONN;

AVO KAIVIKEG peAéTeG?>? £Bei§av 0TI N H. pylori Moipwén Oev eixe emidpaon
OTO TIOOOOTG ETTOVAWONG TNG TTAAIVOPOUIKNG 0100¢QayiTIO0G peTd 4 £B60uGOES
TPWIVAG X0pPAYNoNG opeTpaldAng oe doooloyia 20 4 40 mg. Le GAAN peAéTn,
koTG TN diGpkeia 12unvng Bepareiog ouvTAPNong pe oPemPAlOAn, Ta TTOCO-
OTG UTTIOTPOTIAG TNG OICOPAYITIOAG ATAYV ONUAVTIKG XAUNAOTEPO aToug H. py-
lori(+) aaBeveig, oe olykpion pe TNV opdda Twv H. pylori-) acBevov.

Mpémer o1 aoBeveic pe TOMN 1ou BpiokovTon oe avTIEKKPITIKN) Ogpoarreion
ouvTipnong va umoBAnBouv ot Beparrcia ekpi{@oewcs Tou H. pylori;

MeAéTeg £0e1€av OTI N pokpoxpovia xoprynon PPls petaBaAAer Tnv evoo-
YOOTPIKA KoTovoun Tou H. pylori pe eA&TTwON 0TOo &vTpo Kal adénon oTo
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oopa kol 80Ao* Tou aTopdixou. O Kuipers ko ouv. aTn PeAETN Toug? £deifav
o011 n Bepateia ouvTnENOEws Pe opeTPAlOAN TTPOoKaAEl onuavTIK adénan Tng
YOOTPITIONS KOI GTPOYIGG TOL COUATOS TOU OTOPGXOU. TO CUUTIEPOCUG ATAV
OTI o1 acbeveig oe avTieKKPITIKY Bepameia cuvtpnong Ba mpémel va AdBouv
kan Bepameia ekpilwong av eivar H. pylorii+) kaBbéoov n aTpo@ikr yaoTpiTida
evéxel Tov KivOuvo avamTuéng YaoTpIkoO KapKivou. 'AANAEG OUWG TTPOOPATES
PEAETEG? KOTEANEQV OE EVTEAMS QVTIBETO OTTOTEAECPOTO. LOPUPWVO UE TIG UE-
AeTeg auTEG Oev KpiveTan okOmUN N ekpilwon Touv H. pylori oe aoBeveig pe
FOMNN tou BpiokovTal o Beparteia cuvTAPNONg, 10IGITEPT v AnEBei LT dYn
ka1 0 mMOavoloyolueEVOG TPOOTATEVTIKOS pdAog TnNG H. pylori Aoiuwéng oTnv
EUPAVION LTTOTPOTI®V TNG OICOPAYITIONG.?

MpodiaBiter n expiwon Tou H. pylori oe avamTuén FONN;

Mia mpoo@aTn HeAETN Pe TPIETA TTapakoAovBNnon acbeviv pe dwdekada-
KTUAIKO €AKoG £6e1€e OTI £va ONUOVTIKO TTOCOOTO GOBEVAV e OWOEKAOAKTUAI-
KO €AKkog e emTuxn ekpilwon H. pylori avémTuée og onUAvVTIKOTEPO TTOCOGTO
0100payiTION, 08 oxéon pe aoBeveig omou n Bepameia ekPIlO®OEwS ATTETUXE
Ye GAAN TPAoEATN TIPOOTITIKA PEAETN? e TUXAIOTIOINON OXETIKG pe TO av Ba
AGBouv R oxi o1 aaBeveig avTiekkpITikr Bepameia, peTd emTuxn ekpi{won Tou
pIKpoBiov Kail TIPOOTITIKA ETACIX TTOPOKOAOUBNON yia TO £VOEXOUEVO QVATITU-
&ng oloo@ayikng vooou, £0e1e OTI ol aoBeveig Tou dev EAaBav GVTIEKKPITIKA
Bepameio avémTuéav e onuavTIKOTEPO Babud olcopayikr vooo, ae oOYKPIoN
pe Toug aoBeveig mou EAaBav avTiekkpITIKA Bepameia. Ta amoTeAéopata TG
HEAETNG auTNG BPIOKOVTOI OE CLPPWVIO PE TG CUUTIEPAOUOTA GAAWY PEAETOVY
TIOU AVAPEPOVTAI OTNV AVATITUEN 0ICOPAYIKAG VOOOUL PETG TNV eKPi{won Tou
pikpoBiov. H amokatdoTaon Tng mpokaAolpevng amo 1o H. pylori xpoviag
EVEQYOD YOOTPITIOAG KOI YAOTPIKAG GTPOPIaG'™® YeT& Tnv ekpi{won Tou pIKpo-
Biov kar n EANelpn TaPaYWYNG £E0LOETEPWTIKOV TOL 0EEOG OLOIOV ATIO TO
HIkpoBIo, Kuping NH, kal GAAwV apivedv', @aiveTal va amoTeAoOV TiG TIAéov
TIEIOTIKEG €PUNVEIEG YIO TNV AvATITUEN OICOPAYIKAG VOOOU GOV £TTAKOAOLBO
™G eKPI{OOEWS,

YupmepaopaTiké 6Aa Ta mpoavagepBévTa Tovilouv Tnv avéykn uvmdp-
Eews TIEPIOOOTEPWV TIPOOTITIKOV PEAETOV ToU Ba e§eTGoOOLV TTEPAITEPW TO
oOvBeTo Kal 60okoAo Bépa Twv aAAnAembpGoewy TnNG H. pylori Ao Eews kai
FOMNN pe TNV eAtrida e€aywyng TEIOTIKOV OTIOVTIOEWY OTA TEBEVTA EpWTIUO-
Ta.
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