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EAikofakTnpiéio Touv muAwpov
KOl EWYAOTPIKOG KAPKIVOG

ATo0TOAOGC NTOIAIGVOG

H ovoxétion Tou EAikopokTnpidiov Tov TTUAWPOL (H. pylori) pe To YOO TPIKS KOp-
Kivo eivan Tekpnpiwpévn. H ouox£Tion Tou Spwg pe GAAOUG, £EWYAOTPIKOUS KAPKIVOUS
eival apgiAeydpevn. Yrapyouv evdeieig 6T To eAikoBakTnpidio avéavel Tov Kivbuvo
Y avaTTTLEN ASEVWHATWOWY TTOAVTIGOWV KOl KAT' ETTEKTAOT VIO ASEVOKAPKIVIOPK
TOV TraX£0G evrépou. Qg mlavr Pioloyikr fd&on evoxotrololvTal Ta ouEnpéva eTri-
meda yaoTpivng mou odnyodv oe av€non Tou TTOAAATIAGCIGOHOU TWV ETIONAIGKOV
KUTTEP®V TOL TTAXE0G EVTEPOU, EVA TTOPATNPABNKAY LTTOSOXEIG YOO TPIVNG 08 TTOAAG
KOPKIVIK& KOTTOPOL.

To 1997 o Meucci kai o1 cuvepyd&Teg 0TO MIAGVO'!, TTAPOTNPWOVTAG 6Tl OF HeEPI-
KEG N EAEYXOPEVES e PAPTUPES PEAETEG, 1) oLXVOTNTA Aoipwéng amd H. pylori Tav
aTrpoodOKNTA LYNAT O€ AOBEVEIG PE KAPKIVO TOL TTAXE0G EVTEPOL, TIPAYHOTOTIOMOTOV
€Aeyxo pe avoooevlupikr péBodo Twv IgG avTiowpdTwv yio H. pylori og 100 pé&pTu-
pes, 56 aobeveig pe TOAGTTOSEG Kot 38 aoBeveig pe kapkivo TTaxéos. H ouxvéTnTa
TV AVTIOOHATOV ATV avTioTorKa 49%, 71,4% (p <0,006) kai 55% (N ONpAVTIKA
Siaopd). ‘Opwg oTovg aoBevei§ Pe KApKivo 1 ouxvoTnTa ATV LPNAR (69,2%) TNV
@pa NG Sidyvwong, eved €e@Te 0TO 48% 1-9 £TN peTé TO XeIipoupyeio. O cLYYPOPEIG
KaTéAnEav 0TO OUPTTEPACHA 0TI TA VEOTTAGOHATA TOU TTOXE0G, EISIKG TO ASEVWOPATO,
oxeTiCovtal pe avénuévn ouxvoTnTa a1ré H. pylori.

FaoTpevTEPOAGYOS
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Y& TPOOTITIKA HEAETN YOOTPIVNG Ko Kapkivou Traxéog evrépou, otd 128.992
GTop, 0 0pOG TWV OTTOIWV KATAPUXONKE HETAED TwV eTWOV 1964-1969, 15,3 €T peT&
amé 1881 kapkivoug Traxéog, emAEXONKav o1 250. Na K&Oe TePITTWON EAEYXONKE KA
1 H&pTLPOG XWPIG KAPKIVO e av&Aoyn NAIKIQ, @UAo, poppwon Kai Xpévo AqPng Tou
opoV. ‘Eyive é\eyxos yia H. pylori 1gG kai yaoTpivi). H yaoTpivn oe aoBeveig kan papTu-
peg ATOV id1a (41,7 vs. 40,7 pg/mL). ‘Opwg GTav n TIPA TNG YOOTPIVNG TAV HeEYOADTEPN
TOU PUOIOAOYIKOU, LTI PXE avEnpévog kivbuvog yia kapkivo Traxéog evrépou -odds
ratio 3,9 (1,5-9,8). Eév auTr| | cLOXETION £ivVal AITIOAOYIKT], COPP®VA PE HOONPATIKOUG
UTTOAOYIOHOUG TWV CUYYPOPEWY, 8,6% TWV KAPKIVWV TTax€0Gg o@eilovTal oe auénpéva
emimeda yootpivng.?

Y& GAAN peAETn, peTprbnkav IgG avtiodparta yia H. pylori pe ELISA kon CagA
mpwTeivn pe Western blot assay o€ 67 aoBeveig pe adevoCa maxéog, 36 pe adevoCa
OTOPGYOL, 47 pe GAAeG KOKONOEIES Kol 45 PAPTULPES. AvTiIowpaTa yia H. pylori giyav
31/36 aoBeveig pe Ca atopdyov, 50/67 aobeveig pe Ca mraxéos, 31/47 papTUPES HE
GO Kopkivo Kol 32/45 a1rd Toug AoITTOUG HEPTUPES. ATIG TON GTOHO TTOL £PEPAV TO
ehikoBakTnpidio, OeTikol oTNV TpwTeivn CagA Tav 29 (94%), 41 (82%), 11 (35%), Ko 13
(41%) avtioTorya (p < 0.001). ZupTrepaiveTal AoIrév 6T n Aoipwén pe H. pylori CagA+
oe oxéon pe H. pylori CagA- dnpioupyei av&nuévo kivbuvo yia kapkivo Traxéog [or =
10,6 (2,7-41,3), p=0.001] kou kapkivo oTopdyov [or = 88,1 (6,3-1229,2), p= 0.001].3

AVTIBETO pg TIG TTPONYOUHEVES ONHOCIEVOEIS, TIPOOTITIKA HEAETN OTT6 TNV AyyAicx
T0 2001, 6ev SiomrioTwoe avEnpévn opoBeTIKGTNTA YIa EAIkOBaKTNPIdI0 0TOUG OBEVEIG
pE TTOADTTO0EG 1 KOPKIVO TTaXE0G EVTEPOL, OE OXEON HE TOUG HAPTLUPES.* MEAETN Opwg
amé Ty lamwvio, pe VPNARAG EVKPIVEIOG OAIKT KOAOVOOKGTINOT) KOl OPOAOYIKG EAeYXO
yix 1gG avriodpaTta yio eAdikofoktnpidio oe 332 aobeveis, £€6e1e onuavTiki avénon
oTnV avebpeon adevwpdTwy (p <0,0001) Ko peiworn oTa PLOIOAOYIK& eVpAHOTA (P
<0,0005) 0TOUG OPOBETIKOUG OE OXEDT PE TOUG OPOAPVNTIKOUG.® H peAé TN uTTOONAGVEI
aITIOAOYIKI) OLOXETION HETOED Aoipwéng pe H. pylori kai veoTrAaoiog TTax€og Kol TV
QAVAYKI) YIO KOAOVOOGKOTINOT 08 0pOBETIKOUG OOBEVEIS.

TéAog o€ TPoOoTITIKA EAANVIKA PEAETN ammd Tov EvayyeAiopd,® oe 78 aoBeveig pe
adevadpaTa Tax£og kal 78 papTupeg Sev TapaTnpridnke dia@opd OTA AVTICOHATO
yia H. pylori. H rpwTeivn cagA fTav 1o ouvr 0Toug aoBevelg pe adevapaTta (42,3%)
o€ Ox€on pe TOUG HEPTUPES (25,6%, p<0,03), evd n YooTpivn ATAv auénpévn oToug
aoBeveig pe adevopoaTa [55 (20-975) pg/ml] oe oxéon pe pdpTupeg [45,2 (23-529) pg/ml
(p <0,001)]. H utrepyaoTpivoipio ATV 0 HGVog aveEGPTNTOG TTOPGyOVTaG KIVOGVOU YIa
adevidpaTa [o.r. 3,2 (1,4-7,5)] kal LTTAPXE CNUAVTIKI] CLUOXETION VTTEPYOOTPIVAILIOG
KOl TIEPIPEPIKAG KATOVOUAS adevwpdTwy (p<0,002).

H Aoipwén pe H. pylori £xe1 cuoxeTioBel pe avénon kivdivou kail yia Tov Kapkivo
TOV MAYKPEATOG. XTEAEXN HEAIoTa H. pylori CagA+ aiveTal 6TI av§Gvouy TTepIoad-
TePo Tov Kivduvo. O BioAoyikég pnxaviopds eival GyvwoTos. Mbavég aitieg prropel
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va givarl n xpévia vtrepo€UTnNTa Kail n mapaywyr] N-vitpoloapivadv. e HEAETN Twv
Raderer ko ouvepyaTav,” oe 92 aoBeveig pe KAPKIVO TTAYKPERTOG, TO 65% eixav IgG
AVTIOOHATA YIa TO EAIKOBakTNpidIo, EvavTi 45% oTnv opdda eAéyxou (p=0.035). X1
HIKPOOKOTTIKI| EEETOON OPWS, 0 KAVEVQ ATr6 To 20 0OEVOKAPKIVAUATA TOU TTOYKPE-
aTtog Tov e§eTdoBnkav dev Bpébnke To H. pylori.

AVGAOYQ ATTOTEAEOPOTO TTAPATNPHRONKOV KOl 0 HEAETN 121 GoBeV@V pE KOPKIvo
TTAYKPEATOG, GTAV OLYKPIONKAV HE 226 GTOpO OpGidag eAEyxov. O oxeTIKSS Kivduvog
TV aoBevaodv yia H. pylori itav 1,87 kai yior CagA+ 2,01.8

Xe Zoundikr PeAETN,® peTOED Twv £TadV 1965 kai 2003, 88.338 aoBeveig TTapovaio-
oav YooTpIKé AKog kol 70.516 £Akog SwdekadakTOAoL. 14.887 aioBeveig uTTOBARBNKOV
o€ YooTpekTopn, 8.205 og BayoTopn. Katd tn didpkeia 3-38 £Tadv TapakoAovONong,
Ol GOBEVEIG PE N XEIPOLPYNHEVO YOOTPIKG EAKOG, TTapovaiaaav 20% £TITTAEOV Kiv-
duvo yia kapkivo TraykpéaTos. ‘Ooor eiyav €Akog dbwdekadakTOMou A BayoTour, dev
gixav avénpévo kivbuvo. Ta evpAHOTA TNG HEAETNG QUTAG EVVOOULV TNV LTIGBEDT TNG
ePAOKAG TV N VITpoLOOHIVAYV, OOl TO YOO TPIKSG £AKOG OXETICETOI PE OTTOIKIOT TOU
OWPATOG TOU OTOHGYOL a6 To H. pylori, aTpogIkf YaoTpiTida kai oxnUATIoNS N
VITPOLOpIV@V. AVTIBETA, 1 UTTGOEON TNG LTTEPOEVTNTAG WG AITIOAOYIKOU TTAPAYOVTO
dev evoTOBEN, POV 0TO EAKOG SWEEKAOAKTUAOL TTOL ATTOIKICETAI TO GVTPO KAl LTTAPXEL
LTTEPOEUTNTA HEV LTIPXE ALENHEVOG KIVOLVOG IO KOPKIVO TTOYKPEXTOG.

MpdogaTta Spws, atré 507 kapkivoug TTOyKPEATOSG TTOL AvaTITUXBNKaV o€ éva
TANBLOPS 128.000 evnAikwv, TTOL CUMPETEXOV Og TTPOANTITIKG €Aeyx0 HeTaED Twv
eT@V 1964 ka1 1969, emAExOnkav Tuxaia o1 104 kal CUYKPIBNKAY pE 262 LYIEG ATT6 TOV
i610 TANBLOWS. OV TE N Aoipwin pe eAikoBakTnpidio, oUTe N TpwTeiv) CagA Pavnkav
Vot OXETICOVTQI PE TNV QVATITUEN KAPKIVOU TTAYKPERTOS, O QVTIBEDT PE TO KEATIVIOHO
Kol To €T ekraidevong.'®

Eveieig ovox£Tiong Tou eANikoBaKTnPISOL pPE TOV KAPKIVO TOU TVELPOVA OTTO
HIKPEG HEAETEG,™ Bev eTTAANOEVONKAV O€ GAAEG™ KO OITTAITOOVTOI HEYOAVTEPES, KOAK
oxedlaopéveg PeAETES yia emTifefainon TUXGV LTTIGPXOVOAG GXE0NG KOI TWV UTTOKEL-
HEVWV TTABOYEVETIKWV HNXOAVIOPWV. '

O po6Aog Tou H. pylori 0TOV KAPKIVO TOL 0I00PAYOU £ival APPIAEYSHEVOS, OAAG
0€ avTIBEON PE TOV KAPKIVO TOL TTAXEOG EVTEPOUL KAl TOU TIAYKPEQTOS, I TTOPOVOIC
Tou eAIKOPAKTNPISIOL PAVETAI VO AIOKET TTPOOTATEVTIKA dp&on. AtroikiCel PEPaia Tre-
PIOXES HE YOOTPIKI] HETATTACOT OTOV 0100(PA&Y0, OXETICETAI PE PAEYHOVH TNG Kapdiag,
EVTEPIKA HETGTTACOT KOl 0OEVOKOPKIVOHO Kapdiag, Trou eivarl SUokoAo va Eexwpioel
aTmé TOV KOPKIVO TTOU EEKIVE OTTG TOV KATWTEPO 0I00PEYO, EIBIK& £Gv 1 vOoOog £ivai
TpoXwpnHévn. Opwg To gAikofakTnpidio dev atoikiCer Tov olco@&yo, dev oXeTi-
Cetar pe TOMN ko dev eivar o ouxvé oTov oicop&yo Barrett. AA\woTe n H. pylori
BeTIKI XPOvIO YOO TPITION 0dnyel o€ peiwan Tou TapaySpevou 0&€0G Kan peiwan Tng
YOOTPOOIoOQPAYIKAG TTOAIVOpSHNons. MaAioTa Tar CagA+ oTeAéxn TTpooTaTeHOLV
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meploodTepo. H amrovaia Tou H. pylori Adoimrév evdéxetan va av&avel Tov kivbuvo yia
OOEVOKOPKIVIOHO TOU 0100P&YOU.

e peAétn 153 aoBevadv pe TONN, oloogpdyo Barrett, oicopdyo Barrett kou du-
omAaoia ] adevoCa 0100¢Gyou Kol 57 HEPTUPES, SIATTIOTOONKE OTI AVTICWOHATA YIX
H. pylori cagA+ eiyav a1ré Toug HAPTLPES 42,3%, OTTO TOLG KIOBEVEIG PE U SIGPPWTIKA
TOlN 41,2%, pe diafpwTikA FTOMN 30,8%, pe Barrett 13,3%, pe Barrett kou dSvomAacia
rj adevoCa 0% (p=0,008)."* DaiveTar Aoirév 6T1 o1 aobeveig pe H. pylori CagA+ 1rpo-
otartevovTal amé emmAokég FOl, e1d1k& ao1d Tov oicop&yo Barrett, SuoAaoio kai
aOEVOKOPKIVHA.

Y& Zoundikr] HEAETN SO TAONKE ETTIONG APVNTIKH CUOXETION OOEVOKAPKIVOUOTOS
0100(PGyou Kol eAikoakTnpidiov pe i} xwpis mpwTeivn CagA, evad avTiBeTa To eAikoBa-
kTNpidio CagA+ fTav mo ouxvé oTouG aoBeve(§ pe TTAAKDOEG Ca oi1copdayou.'® YTipxe
£€GAAOL OUOXETION HETOED OIOEVOKOPKIVIOPOTOSG KOPOIOG KOl YOIOTPIKAG OTPOQIGG TToU
EKTIHOOVTOV PHETPOVTOG TX ETIITESC GTOV 0P TOL TrEWPIVOYSVOU . X& GAAN peAETN 1T
TNV Kohipdpvia @dévnke 6T 1 ammouoio eAIkoBakTnpidiov (6TTwg Kol To KATIVIGHO KAl
BMI>25) auavel Tov kivduvo yia adevokapkivwpo oloogpéyou. '

Ta evpripaTa TG 61eBvolg PifAioypagicg cuvoiotnkav oe TpdopaTn EAAnvIkA
peTaavéAvon'” mou kaTéAnée oTa €€iig ovptrepdopata: H ouxvéTnTa Topovsiog
ehikoPakTnpidiov (pe | Xwpis Tnv TpwTeivn CagA), O& TTEPITITWOEIG OEVOKOAPKIVAUO-
TOG 0100¢AYOU Kal 0l00pdyouv Barrett, efvar repitrou n piof Tng ouvBous. MaiveTal
onAadn Twg n Tapouvacia Tov AikoBokTnpidiov TPooTaTEVE! TIPGYHOTI A6 TO OdE-
VOKOPKIVWHPO TOU 0100(pGyou. XUOXETION HETOED eAIKOPBOKTNPISIOL Kol TTAGK®WO0ULS
KOPKIVOUATOG 0100PAY0UL Oev UTTGPXEL.
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