MPAKTIKA 1200 EAAHNIKOY EYNEAPIOY T1A TO EAIKOBAKTHPIAIO TOY MYAQPOY
ABiva,, 2007

YIapyxel TPOTOTOINoN OTNV MPAKTIKN
pag wg mpog 1o EAikofakTnpidio

TOU MUVAWPOU peTagL KapPdiTIdag

KOl 0100(pGYyov Barrett;

[NavayidTng TouTovpng

Opiopoi

AVOTOHIKG 1] KOPOIO TOU OTOPGXOL AVTITIPOTWTTEVEI TO AVATEPO THIHA TOL OTO-
pGroL, KATW aKPIBAS atréd Tov ol00pGyo. EvrotideTal oe piax {@vn 2 EKATOOTWY KETW
atré To GV 6PI0 TWV YOOTPIKWDV TITUXMV' Kal OLUVHBWS £Xel TTY0G 1-4 XIM0OT&.2 T
TaudId n Kapdia XapoaKTNPIfeTal OTTG TNV TTAPOLOIR HOVO BAEVVOEKKPITIKAV KUTTGPWV
(80-100%) i HEIKTOU TTANBLOHOU BAEVVOEKKPITIKWV KOl BAEVVOEKKPITIKOV-OEE0EKKPITI-
KWV KUTTEpwV (0-20%).>* AvTiBeTa 0TOUG EVNAIKOUG BAEVVOEKKPITIKG-0EE0EKKPITIKG
KOTTOPO OTTOVT@OVTOI 0TO 50-75%, £vid LTTEPXE! £vag TTANBLOUGS 20-30% GTTOL N KO-
Sia atrouoIGiel Kan Tar 0§E0EKKPITIKG KOTTAPO EKTEVOVTAI G T YXOTPOOITOPOYIKN
OLHPOAN (TOX).5 AkSpa Spws Kol O€ EKEVOLG, TToL 1) Kapdia SiarnpeiTal, o fAevvoyovog
TOTTOL OWUATOG OXNPOTIEl TTPOOEKPOAES péxpl T TOX, TTov KAAVTITOLY WG Kol 40%
NG TEPIPEPEING TOL AVADTEPOU GTOPGYOUV. &7

2T0UG NAIKIWHEVOUS, OAAG KUPIWG OE OGOOEVEIG HE YOO TPOOITOPAYIKT] TITOAIVOPOHIKH
véoo (FTOIMN),? BAevvoyévog TOTToU kapdiag eival SuvaTéV va aTravTETal TTGVD aTrd
TO Gvw OPI0 TWV YOOTPIK®Y TITUXWMV.? O BAevvoydvog auTdg BewpeiTal TTPoidV PHETO-

FaoTpevrepoAdyos, MaoTpevrepoAoyikr KAvik, NoonAeuTiké “16pupa MTE
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TAQGTOG TOL 0100PAYIKOU BAevvoydvou, av Kai 1 onpaoia Tou dev eivar EekdBopn).'”
Y& a00eveig pe aTPOPIKY YOO TPITIOO avTodGvoong aiTioAoyiag | amé EAikofakTnpidio
Tou TTVAWPOUL (H. pylori), N TTapovoiar PAEVVOEKKPITIK®Y KUTTAPWY ETTEKTEVETAI TTPOG
TO OWMA, diVOVTag TNV EVTOTIWOTN £TTEKTAONG TNG KAPOIG TTPog T KATw. "

H avTikatdoTaon Tou BAEVWOYGVOU TOU KATOTEPOL OICOMPEYOL A6 KUAIVOPIKG
emBORAI0 BewpeiTal TTaBoAOYIKI. To KUAIVOPIKG auTS eTMIBRAIO PTTOpPET Vo TIGpEl TiG €€
poppEs: a) e€e1dikevpévo eOAAIO (XOPOKTNPICETAI OTTG TNV TTAPOLCTA KOAVKOEISWV
KUTTGpwV), B) TOTTOL KOPSIG (XOPOKTNPIZETAI OIS TTAPOLCITa BAEVVOTTOPOYWYWDV
KUTTGPWV), Y) YOOTPIKOU TOTTOU (XOPOKTNPICETOI OTTé TTOPOUCTa 0EE0EKKPITIKAV
KUTTGPWV)." ATT6 aUTEG GAES TIG HOPPES HOVO TO eEEIBIKEVUEVO ETTIBAAIO pE EVTEPIKN
peTémmAaon TOTrou HI TTpodlaBéTel oTNV AvATITUEN AOEVOKXPKIVIOHATOG TOU 0I00QGYOU
1 TNS KaPSIaG Kal XopakTnpideTal wg 0100¢pGyos Barrett,' evad yia Ta uTTéAoitra pévo
EIKOOTEG PTTOPOUVYV Va Yivouy. '

KapdiTig

OvopddeTain n) @Aeypovr| oTnv Kapdia. Xe aoBeveig pe FTOMNN oty Tepioxn YOpw o1ré
71 FTOX aviyveDeTal (PAEYHOV HE XXPOKTHPES AVGAOYOUS PE AUTOVG TTOV TTEPIYPGPOVTOI
OTOV KATMTEPO 0100PEY0 0TOVLG A0Bevel§ avTOUG, SnNAadH TTapovoia pIKkPoL apIBOV
oudeTEPOPIAWY, aBPOITEWV AEPPOKVTTEPWV KOI TIAAGHATOKUTTAPWY, OAAG cipBovia
nwoivo@idwv. AvtiBeTa oe aoBeveig pe H. pylori BeTIKA TTAVYOOTPITION OvIXVEDETOI
oAnBrg Aeypovr] TNg KOPSIaG pe XOPAKTAPES GVGAOYOUS PE XPOVIO TTAVYXOTPITION,
Snhoadr| agBovia evepyoTroINpEVWV AEPPOKVTTEPWY KAl TIAGCHOTOKUTTGPWY OAAG Kal
ovdeTepOPiAwVY, aAG otrévia nwaoivopitwv. H pAeypovi og emBriAio TOTToU kapdiog
oe aoBeveig pe TOMNMN ouvbéeTan pe ep@avion evrepikrig peTdmAaong ToTrou I, evdd
auTr| og aoBeveig pe H. pylori pe evrepikr] peTammAaon TOToU 1.'° XTIG peAéTES TIPIV TO
2000 6110U TO TTPWTEKOANO AfYPNS Proyidv TrepieAGpPave AP Pe TO YROTPOOKOTTIO
oTnv euBeia, aAAG Kol o av&oTpogn B€on, TTGvw 0TI YPOHHT Z Kal ol duo TUTIOI
Yoo TpimiIdog eiyav aviyveuTel oTnv Kopdia.'>*"? NedTepeg HEAETEG GHWS, Pe TN ARYn
Broyidv pévo oe avéoTpopn BEon Kal KATw OTT6 TN YPoppr z avadeikvoouv H. pylori
BeTIK] TTAVYaOoTPITIOO 08 88-97% Twv aoBevidv pe KapdITIda Kou H. pylori BeTIKr
YOoTpITId 0TO GvTPO 0XEOGV 0TO OUVOAO Twv oBev@v.?* To emTAéov TTOCOOTS
QVTIOTOIXEl 0TI PAEYHOVI] TNG KOPOIG, TTOU OXETICETON PE PNXOVIKY] KAKWOTN TOU
AVAOTEPOV OTOPAXOU, KATG TOV EYKOAEOOHO TOU TIPOG TOV 0100PGy0.* H @Agypovii
Tou PAevvoySvou TOTToU Kapdiag, rou oxeTiCeTan pe T FTOMNN eival cuxvéTEPN 0TOUG
GVTPEG, TNV AEUKI] PUAR, TIG HEYXAVTEPES NAIKIES (TTAPGYOVTES KIVOUVOUL KOIVOUG KOl
oTov olcopaGyo Barrett), oAAG ki og aoBeveig pe diebpuvon Tng kapdiag, dnAadr oTig
id1eG opGidEg TTOL YOpaKTNPIfovTal a6 ePGvIOT BAevvoydvou TOTToU Kapdiag Tavm
amé ) FTOX.2*2¢ XToug aoBeveig aUTOUG O KIVOUVOG VATITUENG EVTEPIKAG HETATTAC-
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ong ToTrov Il av€Gvel pe To e6pog Tov PAevvoydvou TOTTOL KOoPdiaG Kail eivarl 15% oe
aoBevel§ pe e0pog kapdiag <1 ekaToaTsd, evd avédvel 0To 70% Ot AIOBEVELG pe 0POG
1-2 ekaTooT&.57” H Aeypovi PfAevvoyévou TUTTOU KOpOIoG pe eVTEPIK HETATTACON
TOTrO0UL I AVIYVEVETOI OTO OUVOAO TWV KOPKIVV TNG YOO TPOOICOPAYIKIG GUHBOARS
pe S1GUETPO WG 1,5 EKATOOTG* Kol OTO 2/3 TwV pPEYOAUTEPWY GYKwV.>” H evTepIkn
peT&tAcon TOToUL | avTiBeTOr SEV avTITTPooWTTEVE! TTOP&YOVTa LPNAOD KIVOLVOL YIXK
KOPKIVOYEVEDT OTNV TTEPIOoYA.>

Evad o pakpOg oico@&yog Barrett mapouoidlel pikpd wg ndapivé rooooTé uTro-
OTPOPNS pe BepatTeian pe peydides S60eIg avaoTOAE WV TNG avTAIBG® f avTITTGAIVOPOUIKN
Xeipovpyikn emépPaon? (4,4-7,5%), o PporxVs oloogpdyos Barrett avTatrokpiveTon o€
PEYOAUTEPO TTOCOOTO (30%) KOI 1 EVTEPIKA PHETATTANCT TUOTTOL KOPOIOG O€ TTO00OTS
70-75%.2%2° H Beparmeion ekpiCwong odnyei oe LTTOXWPNON TNS PAEYHOVAS 0TV Kapdia,
OAAG eV LTTEPYOLV OTOIXEID YIO TN ONPACTA TNG O€ AOOEVEIG PE EVTEPIKT HETATTACON
ToToUL 1.2

O pbAog Tou NO Kol TV VITPIKOV TNV avaTTuEn KapdITIdog Ko TNV epgpavion
EVTEPIKAG HETATTAGONG PEVEI OBIEVKPIVIOTOS, TTOPATI 1) TTEPIOXN XOPOKTNPICETAI OTTO
VPNAEG ouykevTpwoeig NO.* MapdAa auTd dedopéva amrd Tov oicopayo Barrett dei-
XVOuV GTI 0 pOAOG TWV VITPIK®YV ival HGANOV TTEPIOPIOPEVOS. !

O100@ayog Barrett

O pbAog Tov H. pylori og aoBevelg pe YOO TPOOICOPAYIKT] TTOAIVOPSHNON Kol €161
K& o€ auTOUG Pe oloogdyo Barrett mapapéver aoaprs.*>* H mrapouvoia Touv H. pylori
TEPIOPICETAl 0TO BAEVVOYGVO TOTTOU OWPATOSG I KAPSIOG XwpI§ eVTEPIKN HETATTACON
Kol T&vTa KGTw améd T FOX, evd n rapovaia Tou o€ oloo@&yo Barrett 1§ oe adevo-
Kapkivwpa Tng kapdiag i} Tou oigo@dyou eival eEaIpeTIKG aovvrOng.*

ApKETEG peAéTeg £xouv Pper 611 To H. pylori ipooTaTedel amd TNV avaTLén
TOMNN 1} oic0@ayiTI6ag*** gved n ouxvéTnTa TNG H. pylori Aoipwéng oTo oTSHOXO Ei-
VoI HIKPOTEPN O aoBevVei§ Pe o100@ayo Barrett fj adevokapkivoopa Tng kapdiog rj Tou
0100(PAyoL o€ OXE0N pe TTANBLOPG PP TUPWV.3+3240 H TpooTacia eival peyaAlTepn o€
000evei§ pOALOPEVOULG pe cag BeTIKG aTeAEXN.*' TTapSAa auTé KATTOIEG HEYGAES, KOAG
oxedlaopéveg peAéTeg dev avédbei§av emdeivaon Tng FTOMNMN* 1 Tng oicopayiTidog*
PETG BepaTtreian ekpilwong, eVid HIX PHEAETN ava@Eépel BEATIOON TwWV OUPTITOHATWY
HETG Beparreian ekpiCong.*

O1 Molloy ko ouv €6e1§av 611 01 0BeVE(S pe SwSeKABOAKTUAIKG £AKOG 1] adIELKPIVI-
OTNG evTAIONG €AKOG £X0UV HIKPATEPO KIVEUVO aVATITLENG AOEVOKOPKIVIOPATOG OTNV
Kapdia, Y1 SpwG Kol o1 aoBevel§ pe YooTpIKO €Akog.* O1 Brown kai ouv €bei§av 6T
aoBevelg pe Suomepia oav €Akog e1dikéG 6Tav oxeTiCeTal pe dwdekadAKTUAIKG EAKOG
€xouv avénpévo kivbuvo avaTTTLENG AOEVOKOPKIVAHATOG TOL 0100(GyouL.* X Sk
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paG PEAETN AVNKE OTI 0 KIVOUVOG GVATITUENG AOEVOKOPKIVIOHATOG TOL 0I00¢PGryoU
eival HelwpEvVog o€ aoBevelg pe SwdekadakTUAIKG €AkOg Kol 0100¢pdyo Tou Barrett ko
pndevikdg o€ aobevels pe H. pylori BeTIKG Yoo Tpik& €Ak kail oico@dyo Touv Barrett.*” H
opéda GOSPE £6¢18g 6TI ) CUXVOTNTA TWV YOOTPIKWV EAKDV EIVO HEIWHEV OE OOBEVEIS
pE olo0@ayo Tou Barrett o€ oxéon pe aoBEVELG e OI00POYITION EVK N CUXVOTNTA TWV
5wdEKABAKTUAIKAV EAKAWV eivar ATTapGAAGKTN.* X1 SiKA HOG PEAETT) TEOO TA YOOTPIKG,
600 Kol Ta 6WdeKASAKTLAIKG EAKN ATV £€i00V OLYVG Ot COBEVEIG pPe 0100PEYO0 TOU
Barrett oe oxéon pe duotremTIKOUG HGpTULPES.

Aev eival oa@ég To10g gival 0 pohog Tng Bepatreiog ekpilwong oe aobevei§ pe
ol00gdGyo Tou Barrett. ‘Exel avagepBel de novo avamtuén oicopdyou Tou Barrett o€
a0OEVH PE ATPOPIKT YOOTPITION,* evd HIO PHIKPI] OVOOPOPIKA OEIp& O€ GoBEVEI§ pE
0100&Yo Tou Barrett £6e18e 6T1 N ekpiworn eival OXETIKG AOPOARG O GOOEVEIG g OI-
go@A&Yo Tov Barrett kal YaoTpiké €AKog, SHwG o€ aoBevei§ pe SwOEKADAKTUAIKG EAKOG
HET& TTApOKOAOUONON TGV a1ré 90 pPrveg n TOAVOTNTO AVATITUENG XAPNASBaBuNS
duotAaoiog fATav 56%.° ETOI ) avéykn xoprynons Bepatreiog ekpidwang TPETTEl va
OTOOHIOTEN TTOAD TTPOCEKTIKG HE TOX OPEAN AT TOV KiVOLVO avATITUENG ATPOPIKIS
YooTpITISag amd xpovia AP avaoToAéwy TG avTAiag.®! AvTiraAivipopiki XeIpoupyikn
Bepatreia, fowg €xel Oéon oe aobevelg pe oico@dyo Tou Barrett, €161k dTav n apyikni
€VOOOKATINOT AVAOEIKVOEI ATPOPIKI YOOTPITION €16IKG OTO OWHO,* 52 £’ GO0V QUTH
€ival KaT& KOpI0 AGYw P avaoTPEWPIPN 1] GKOHX £’ GO0V OQVATITOGOETAI ATPOPITL PIE
ToxO puBpS oTo eTolo follow-up.*
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