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‘AN voorjpoTa

XapdAaumos T{cOag

EAikoBakTnpiSio Tou TTUAWPOU KOl VOOIIHOT TOU TTOTOG KOI TWV XOANPOp®V

H uvmoBeon 611 n xpovia Aoiuwén amod EAikoBaktnpidio Tou MuAwpos (H.
pylori) umopei va oxeTi(eTal pe VOOUGTG TOU ATIGTOG KOI TWV XOANQOP®V EXEl
Baoi00ei KOpla oe peAéTEG TTOL AYPOPOVOGY OTNV TIPOKANGCH NTTATOKUTTAPIKGOV
VEOTTAQOUATWY Ot TIOVTIKIG Tou eixav pohuvOei pe H. hepaticus' kai otnv
avevpeon Tou DNA Tou H. pylori (kat Tou DNA GAwv ehikoBokTnpidinv) ot
aoBeveig pe TAOACEIG TOL ATTATOG KOl TWV XOANPOPWV.2? Av Kol LTTGPXOLV
OPKETEG PEAETEG TTOL BEixvoLV LYPNAOTEPO TTOCOOTG pOAuvvong pe H. pylori oe
000eveig pe Kippwon o oxEon pe oudGoeg eAéyxou,*'0 o1 peAéTeg aUTEG eAéyxo-
vTal pio kar o opGdeg eAéyxou Gev TTANPOUV KOIVWOVIKOOIKOVOUIKG KPITAPIO
QVTIOTOIXNONG TTPOG TIG OUAOES TWV KIDPWTIKOV, KOI EIVOI YWWOTO OTI KOIV®-
VIKOOIKOVOUIKO[ TTapGyovTeG amoTeAOVV 10XUPOUG TTPOdIaBECIKOVG TTOPGYO-
vTeG Tou OXeTiovTol TOCO pe T poluvvon amd H. pylori 66o kal pe TIg
ouvnBeieg Kar Tov TPOTO (WG TTOL CUVOLOVTAI E TNV KiPPWON. LTI HEAETES
QUTEG gpeLVATOl Kal 0 POAoG Tou H. pylori 0Tn vOCoOo Tou TETITIKOU €AKOUG
oTtnv Kippwon. NapoTr o kivbuvog avamTuéng TETTIKOO EAKOUG OTOUG KIDPWTI-
KoUG givan 20-70 @opég PeEYOADTEPOG OE OXEON PE TOUG PGPTUPES O TTaBoyeve-
TIKOG pdhog Tou H. pylori oTnv Kippwon TOPOUEVEL AUPIAEYOUEVOS KOl Ol
TIEPICOOTEPES PEAETEG,*578 ekTOG O00,%0 dev cuoxeTi{ouv TNV eAkoyéveon e
TV H. pylori Aoipwén otnv Kippwon.
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MpoogaTta dnuooiedBnKe PEAETN pag TTov £pedvnoe To POAo Tou H. pylori
OTO TEMTIKO éAKOG oTnv Kippwon.' X1n peAétn authy n amouvcia H. pylori
Aoipwéng Oev ameTéAEOE TIGPGYOVTO TIPOANYNS TNG LTTIOTPOTIAG TWV TIETITIKGOV
EAKOV OTOUG KIDPWTIKOUG aoBeveig, yeyovdg Tou KaTadeixvel, oe avTiBeon pe
TO KOIVMDG TIOPOOEKTG YIG TNV LTTOTPOTI TOU TIETITIKOU £AKOUG OTO YEVIKO
mANBuopd, 6T GANo1 TTapGyovTeg TIEpav Tou H. pylori evBOvovTal KOpIG YIa
v aimorraBoyévela Tou TEMTIKOV AKOUG OTNV Kippwon.

Av ko1 o péhog Tou H. pylori oTnv Kippwon TTOPOUEVEI AUPIAEYOUEVOS
UTTPXOLV KATIOIEG PEAETEG TTOU CLOXETI(OUV TNV TTapouvcia Tou H. pylori pe
HIa TUTTIK €TITTAOKNA TNG Kippwong, TNV NTTATIKA eykepalonéOeia. Qg yvwoTov
TO H. pylori éxe1 pio LPNAAG BPACTIKOTNTOG OLPEGON TIOL UTIOPE] VO ATTIOTEAE-
O€l ONUOVTIKO TTOPAYOVTO TIGPOYWYAS CUP®VIOG KAl KOT ETTEKTOCN NTTOTIKAS
EYKEPOAOTIGOEIOG. LTIG PEAETEG QUTEG KIDPWTIKOI AOBEVEIG e NTTATIKY EYKEQPO-
AoméBeia gixav onUAvVTIKG LYPNAGTEPO TT000GTO H. pylori hoipwéng oe oxéon
UE KIDPWTIKOUG XwpPI§ NTOTIKA £ykepoaAomdBeia’'3 kai oe pia’® n xoprynon
opemPaloAng-apo&ukiIAAivng BeATimoe onuavTikG To BaBud Tng eykeoaiom-
Beiag oToug BeTikoUg aoBeveig, evd aToUg aPVNTIKOUG O BABUOG eyKEPANOTIG-
Beiag apépeive oTaBePOG. EVTOOTOIS TIOPOPEVEI AOQPEG EGV TO EVEPYETIKO
amoTéAeopa Tng Bepameiag opeideTar oTnv ekpilwon Tou gAikoBakTnEIdioL r
otn OeuTepoyevn emidpaor] Tou oTnv evTepik xAwpida. O1 Zullo kar cuv'
X0PNYOVTOG LOPOEAUIKO 080, évav I0XUPO GVOOTOAED TNG OUPEAONG XWPIG
avTipikpoBiakr) dpGon, Ot KIPPWTIKOUG GODEVEIG PE NTTATIKI EYKEQPOGAOTIGOEIG
KaTédeifav onuavTIKA peioon Tov emmédwv appwviag otoug H. pylori BeTi-
KoUg, eve Oev umApée petaBolr otoug H. pylori apvnTtikolg acBeveig. Or
LEAETEG AUTEG cuvVNYoPOUV OTI N H. pylori Aoiuwén pmopei va oxeTileTar ye TNV
UTTEQOUUWVIGIUIO OTOUG KIPPWTIKOVG. XTNV o TPAo@aTn PYEAETN,> TAVT®S,
Oev emBeBaiyveTar n ovoxéTion H. pylori Aoipwéng Kar NTTATIKAG £YKEPOAAOTIG-
Beiag. LTn peAétn avTn n ekpilwon Touv H. pylori e BeATiwoe 00TE TN vevpo-
AOYIKA) onueloAoyio o0Te PETEBOAE Ta ETHTTEOR AUPWVIAS KIDPWOTIKOV GOBEVAV
UE NTIATIKI £YKEQOAOTIGOEIG Ko emTAéoV ovdepia peTaBoAn TapaTnEROnKe
OTIG TTO TIGV® TIAPAPETPOUS 0TOUG aobeveig TTou Tapéueivay H. pylori BeTiKoi.
YupmepaopaTikd, oOppwva pe Ta uTigpxovTa O1evr) BIBAIOYpaIKG Oebopéva,
n oxéon H. pylori Aoipwéng Kal LTTEPAPPWVIOG TIGPOPEVEI AUQPIAEYOUEVN.

‘Ocov a@op& To poAo Tou H. pylori oTig Tabnoelg Twv xoAnEdpwy, av
Kol To H. pylori 6ev pmopei va avamtuxBei mapovoia xoAng, o1 Fox kar ouv?
£6eifav o1 diGpopa oTeréxn eAdikoBakTnpidiov pmmopolv va em{foovy OTN
xoAndoxo kOoTn (H. hepaticus, H. pullorum, H. billis k.&.). MeAeTOVTOG pe Texvi-
kég PCR 23 acBeveig pe dloyvwopévn Xpovia XOAOKLGOTITION amopovahdnkav
O16popa oTeAéxn ehikoBakTnpidiov (rappini, billis, pullorum) Tou givar yvwoTto
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OTI PUTTOPOVV va evoxoTroinBolv yia KAToIEG “akopa 1610Tabeis” voooug Tou
ATTOTOG Kol TWV XOAN@Opwv. To H. rappini ou mipokaei Aoiuwén, amoBoln
OTO GUVOEPIPIa KOl O&gia NTIATIKA AVETIGPKEID 0TO EUBPLO éxel aTTOPOVWOET
oTa KoTpava aoBevav pe digppoia, To H. billis mpokadei meipapaTiké nmai-
miba oe movTikia kal To H. pullorum pmopei va amoteAéoer aiTio Aoipwéng pe
eupL P&opa ekONAG®OEWY, amod diIGppoIa PEXP! OIGYKWON TOL ATTATOS Pe avén-
on TV NTATIKOV ev(OPWV.

To 1994, o1 Offner kal cuv'® avokoivwoav TNV TTAPOULCIC IS TTPWTETVI-
kg ovoiag 130Kda ot xoAn mou euddwve TNV KPUOTOAAOTIOINGN TNG XOAN-
oTePOANG. Emiong BpéBnke 0TI n mpwTeivn CagA Tou H. pylori ¢xel idlo poplakod
B&pog pe exeivn Tou Offner kar 611 kar o1 600 auTéG TPWTETVES Sivouv TTapPod-
poia diooTaupolpevn avTidpaon pe Tn Asukivn-apivotienTiddon. Téog, o Fig-
ura kot ouv' Bprikav anti CagA oe deiypaTa xoAig o 15 amd 16 aabeveig Tou
vToBAABNKOV e XOAOKULOTEKTOUA AGYw XoAiBiaong ol otoiol ATav BeTikoi I
CagA oteAéxn Tou H. pylori. O1 TTapaméve ava@opEég TTAPATIEUTIOUV OTNV
eutrAok Tou H. pylori otn 6iadiIkacia TG KPLOTAAAOTIOINONG TNG XOANCTEPO-
Ang ka1 oTn dnuIovpPYia xoAoAiBwv.

EAikoBakTnpi6io Tou TTUAwPOU Kol GAAG e€WYXOTPIKG VOO pHOTa

H. pylori ka1 xpovia TTaYKOEATITIOO

Eival yvwoTd 0TI n Topoucia, n KaTavopr Kol n 6apdTnTa TNG XPOoviog
YOOTPITIOAG 0TO OTOUAXO OXETI(OVTAI GUECT PE TIG PETOBOAEG TG £KKPIONG
Tou LOPOXAWPIKOV 0&EDG, aLENUEVNG, EADTTWUEVNS 1] (PUOIOAOYIKAG, TTOL TIG-
paTNEOUVTAI 0Toug aoBevei pe xpovia maykpeaTiTida. MpoopaTta amodei-
xOnke 0TI TGOO N 0oBAPATNTO GCO KOI N KATAVOUA TNG YAoTEITIOOS Kal KOTG
OUVETIEIR Ol EKKPITIKEG HETABOAEG TTOU TTAPATNPOVVTOI GTOUG GIOBEVEIG e XPOVIO
maykpeaTimida Oev oxeTi{ovTon e TNV mapovasia A un H. pylori Moipwéng.'

H. pylori ka1 ookxapadng 61aBATNG

Yr&pxel oNUAVTIKOS apIBUOG PEAETMOV TTOU gpeuvoLY TNV MOAVOTNTA Va
ovoxeTiCeton n H. pylori Aoipwén pe Toug didpopoug TOTOUS cakxapmdn Oia-
BTN Kol To POAo TNG Aoipwéng oTn PVBUION Tou cokxaPOON d1IabATN Kal Ta
emimeda TNG amauToluevng yia TN pLBuIoN Tou cakxap®on d1aBATN IVOOLAI-
vnG.'2" Ta OTTOTEAEOUOTO TWV PEAETOV EIVOI AVTIKPOUOUEVO KAl PEXPI OAPEPD
Oev LTIGPXEI ETTAPKNG TEKPNEIWON K&ToIoL pOAov Touv H. pylori oTov TOTIO N
oTn BePaTeVTIKN TTPOGEYYION TOL CaKxapP®On 61aBATN.
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H. pylori ki 6iG@opa voouaTa

Zovbpouo aipvidiov maibikol BavdaTou

YT&pxouv opoIOTNTEG PETOED TV £MONUIOAOYIK®OV O£OOPEVWY TOL OUV-
6popou aipvidiov Taidikod BavaTou kol TG H. pylori Aoipwéng. Apopolv Kkai
Ta 600 OIKOYEVEIEG XOUNAOU KOIVWVIKOOIKOVOUIKOU ETITTEOOU, PN AEUKNG QUANG
ko Baivouv kol Ta 600 peloVpeva Ta TedeuTaia xpdvia. To H. pylori umopei va
elopo@nBei amod To OTOUAXO OTIG AEPAYWYOUS 000VUG OTIOU N TTAPAYWYH CUHW-
viag pe Tn 6pdon Tng ovpedong Tou H. pylori umopei va TIPOKGAECEI Qvai-
TIVEVOTIK avokoTi). O1 TEPIooOTEPES avaopég Yo cvoxéTion H. pylori kai
ouvOpopou aipvidiov TTaIdBIKOD BAVATOU TIPOELEXOVTOI OTIO [N EAEYXOUEVES
OEIPEG TIEPIOTOTIKOV OF PEPIKEG ATIO TIG oTioieg BPEBNKe Kal ETTOIKIONOG TwV
AVOTEPWV QVOTIVEUOTIKOV 06®V Twv TTaididv e oOvOpopo aipvidiou Taidi-
KoV BavaTou pe BakTNEISIGKOVG OpPYaVIGUOUG TTIou uTopEi va eivan H. pylori??

KaBuotépnon avamtuéng otnv maudikn nAikio

YIIGPXOUV OPKETEG PEAETEG TTIOL €XOUV €PELVACEI TN oxéon Tng H. pylori
Aoipwéng pe kaBuaTépnon Tng avamTuéng oTnv TAIOIKA NAIKiaL?>2* Av Kol OTIg
TEPIOOOTEPES YaiveTal 0TI o1 H. pylori BeTikég AnBuopiokég opdideg eAéyxou
UTTOAEITTOVTaI OE VYOG 1] OE CWUATIKA avanTuén H. pylori apvnTIKOV opGdwy,
ol HEAETEG AUTEG TTAPOLOIGLOLY ONUAVTIKG TIPOBAANIGTA WG TTIPOG TN GUYKPIOI-
pOTNTO TV OPGd®V. ‘Opwg oLVONKN exTiunon eivar 0TI n H. pylori Aoipwén Ba
UTTOPOUOE VA ATTOTEAECE! OEIKTN XAPNAOD KOIVOVIKOOIKOVOUIKOU £mMTEOOL KOl
OXETIKAG LTTOBPePiag atnv TTaidIkr NAIKIa TTOL OXeTi(eTal Pe TNV KaBLoTEPNUE-
VN OWUOTIKA avAamTuén.
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