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E€wyaoTpikég veomAaoieg

Oe0b6wpPoG POKKAG

Eicaywyn

To 1983 o1 Marshall kau Warren diamriotwoav 671 0T0 0TOUGX! TTOADV 0I0BEVWDV
IOV £TTAOXAV TS XPOVIA YOO TPITION LTIPXE EVa HIKPGPIO TO OTTOI0 ATTOPGVWOAV KAl
To ovépaoav EAikoBoakTnpidio Tou TuAwpoU. Mo TNV avakGALP TOUG AUTH TIPAONKOV
pe To BpoaPeio Nobel latpikiig To 2005. O1 peAéTeg TOL akoAOVBNoOY, £6€1§av 6TI TO
EAikoBoaktnpidio Tou TTUAwPOUL eival To KUPIO QITIO TNG YOOTPITIHAG TOL GVTPOL TOU
OTOPGYOUL KOl £XEI OOPI] XITIOTTAOOYEVETIKI] OXEOT PE TO TTETITIKG €AKOG KO TO Aép-
@wpa MALT. Etriong oAAég peAéTeg €6e1§av 10XLPT| eTTIONHIOAOYIKF] CUOXETION TOU
HIKPOPioL AUTOU pE TOV KOPKIVO TOU OTOPGYOV.

Ta TeAevTaion XpOvia OpKETOl £peLVNTEG PEAETNOOV TNV OOV OLOXETION TNG
eAikoBokTnpidiakig Aoipwéng pe didpopes eEWYAOTPIKEG VEOTTAOOTEG. ZKOTIGG TOU
TTAPOVTOG GPBPOUL eival N avaoKGTNoN TNG oX£ang Tng eAikofakTnpIdiokng Adoipwéng
HE TIG TTI0 KUPIEG HOPPES EEWYAOTPIKAG VEOTTARDIOG, STTWG KAPKIVOG 0100¢pGyoU, TTO-
X€0G eVTEPOUL, TTAYKPEQTOS KOl ATTGTOG.

Kapkivog oicopdyov

APKETEG HENETEG AVOPEPOVTAI OTNV ETTIONHIOAOYIKT] CLUOXETION PETAED Aofpwéng aTrd
EAikoPakTnpidio Tou TTUAWPOUL Kl 0I00POYIKOU KAPKIVOL.> "8 MepIKEG OTTO TIG PHEAETES
diarioTwoav BeTIKA Kol GAAEG apvNTIKR CLOXETION. MIX TTIPGOQATN GVAOKGTINOT TOU
ouvodou TG oxeTIKAS PiPAoypagiog kou peTavéAvon' £6e1e T akGAovBa.

AievbuvTiig FaoTpevtepoAoyikig KAvikiig, Noookopeio «Eppikog NTuvay
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EZQTAXTPIKEX NEOTAAZIEX

1. ApvnTIKH ONUAVTIK GLOXETION HETOED Aoipwéng amé EhikoPfaktnpidio Tou TTu-
AwpoU Kol adEVOKAPKIVAHATOG ToL olgopdyou [OR (95% CI) = 0,52 (0,37-0,73),
p<0,001] (Eik6var 1). H onpavTiki] oLUOXETION TTOPEPEVE GTAV eAPON LTIEYN 1
BeTikéTnTa cagA [OR = 0,51 (0,31-0,82), p=0,006] (Eikéva 2). MNoapdpoia LoXETION
SlomoTdONKE GTOV avaAlBnke n oxéon peTa&D EAikoPakTnpibiov Tou TTUAWPOL
Kai oloogayou Barrett [OR 0,64 (0,43-0,94), p=0,025 kai 0,39 (0,21-0,76), p=0,005
yio cagA BeTIKG OTEAEXN].

2. Aev d10MOTOONKE ONPAVTIK OLOXETION PeTAD Aoipwéng amméd EAikopokTnpi-
610 Tov TTLAWPODL Kal 0ICOPAYIKOV KAPKIVOL amTd TTAAKWOeG eTiBRAI0 [OR 0,85
(0,55-1,33), p=0,48 ko 1,22 (0,7-2,13), p=0,48 yia cagA BeTIK& oTeAEXN].

Ta avwTEpw eVPAHATA TOAVOTATA ONHAIVOLY TTPOCTATEVTIKG PGAO TTOU OOKET
n Aofpwén amé EAikoBakTnpidio Tou TTLAWPOL Yo av&TTTLEN oI00PGYoUL Barrett Ko
AOEVOKOPKIVOHOTOG TOL ol00gpdyou. H epunveia Tng mapatripnong ivar S0okoho va
SiaTuTTwOel, dAAG To mBAVSTEPO eivan va oxeTiCeTal pe Tnv Trapoaywyr Touv HCl, n
oTroia gival EAaTTwpEVN T TTapovoiag Aoipwéng atmd EAikoBakTnpidio Tou TTUAWPOL
kat 181aiTepat 111 Trapovaiag Aofpwéng o cagA BeTIKG OTEAEXN.2*2* QTGO Ta Avw-
TEpw guprpaTa Ba TPETEl va auvagioAoynBolv pe Tov TOaVS KiVEUVO YIa YOO TPIKG
KOPKIVO TToU aTroppéel amré Tnv Tapopovr] Tou EAikofaktnpidiov Tou TUAwpPODL.

Study nam# E_r_n}_;, By Odds ratie and 85% CI

Ll Belative

P alue w ol hi
Chaow 1998 Adenocarcinems o, EE —- 13,37
'-'IHI']:‘ 1998 AJENGCETCINGME bada e LK1
Lord 2000 Adsnocarcinoma IR —-— 7.74
Viath 2000 Adsnocarcinama 0,000 - 14,72
Woaatan J000 A G W T ST 0,002 R 7,19
Siman 2001 Adsnocarcinama 0,088 1,31
El-Omar 2003 Adsnscarcinama 0207 - 13,04
Wi AH 2003 AdBnocan nama 0572 - 12.88
Y& 2004 Adenscarcingma 0,000 N I 12,28
e Matel 2005 A b g ¢ ATC i om & o.0a1 - 10,50
Fooled data AdEnoc arcnoma o, 00 -
Mowlon 1987 Bomrell asophagus hanz - —-— 5.04
Vicar 1908 Barrell es0phagus 0,135 - 11.87
Lord 2000 Barell ssaophagus 0, 0000 - 14,73
Vielh 2000 Barrall asophagus O e [ ] 2 n
Waesion 2000 Barrell esophagus .04 8 . 19,47
Rugge 2000 Barrell esophagus 0,001 - 11,83
Forrandez 2008 Barell esophagus 0,010 —- 14,15
Pooled data Barrelt ssophagus 0,035 =
Siman 2001 Squamous cell carcinoma 0,043 —— 12,407
El-Qmar 2003 Squemous cell carcmoma 0,007 B 18,55
Yo 2004 Squamous cell carcinoma 0,733 M7
Wu DC 2005 Squamous call carcinoma 0,000 N 0,77
Kamangar 2007 Sguamous cell carcinoma 0 361 43,493
Pooled data Squamous cell carcinoma 0487
a.01 2.1 1 10 100

Random affects model Favors dizeass Favors non-ditease

Eikéva 1. MeTa-avaAvor (forest plot) Towv epyaoidv TTou avagépovtal oTny emdNHIOAOYIK OL-
ox£Tion peTa€b Aoipwéng ammd EAikoBakTnpidio Tou TTUAWPOL KOl 0IT0QPAYIKAG VEOTTANCIOS.
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Sy names Group by Dk rabic dvd B5% C)

Histology LI

pValie weailil
Chow 1883 Adenocas canoma 0026 —i— 15.66
Wican 1980 AR, el RO o.n € - 3
w2003 ACEnCCa Canoima 0.ITH —il 1830
Y& 3004 Akt el O 0006 E 2 rrm
de Mans 2005 AgenoCE LNoma 0. —— 1571
Jamsson 2005 Adanos M inama 00s00 - 2495
Pooled data  sdenccacnoms 0,006 <>
WAead 1008 Baaratt &35ERa0LE [iKi 0] —— 1151
Rugps 2000 Bamelt esochagus .010 —a— 1035
Waesd 2000 Baveit ezochagus 0,005 —a— 1204
Kiicks 200 Bamet esophagus 0,00 —— 1662
Fermandez 2004 Bamet esochagus 00093 - 4028
Pooled data  Baren ssochagus 0,005 -
i 3004 Srpesmicar ool carcinomas 0,008 - ol
Jamsnon M08 Srpmsmicar cell carcinama [T v ] - 34 94
Kamangar 2007 Scppwmours call canchnoms 0425 &
Pooled daia Sapmmous celd carcinoma 0488 %}
o0 LR | 1 LT 106

Random offects model Favors dinease Favors non-dizseaso

Eikéva 2. MeTta-avdAvon (forest plot) Twv epyaoiddv Tou avo@EpovTal oTnv mONHIOAOYIKH
ovoxéTion peTagd Aoipwéng amd EAikoBakTnpidio Tov TTUAWPOL (Cag BeTIKG OTEAEXN) KOl
0I0OQOYIKIG VEOTTAQOTOG.

Epyaoieg rou va ouvagioAdoyolv Toug 800 KIvEOvoug dev UTTGPYOLV PEXPI OAHEPT KO
QVOIHEVOVTO PE HEYAAO evdIapépov.

Kapkivog rax£og evrépou

1o mAaiola avadnTiioews Tng oxéoews EAikoBakTnpidiov Tou TUAWPOUL Kail e§w-
YOOTPIK®WYV VEOTTAGCI®V, T TEAELTAIO XPOVIA UTTPEQV OPKETEG PEAETESG TTOL AVOPEPO-
VTOI OTNV £MONHIOAOYIKA CUOXETION HETAED AOTHWENS KO KAPKIVOL TTAXEOG EVTEPOU.
‘OTwg KAl PE TOV OI00PAYIKG KOPKIVO HEPIKEG OTTO TIG HEAETES diamTioTwoav BETIKA
Kol GAAEG apvnTIKE) CUOXETIOT. MIa HeTaVEALON,? TTOL AVEAVOE Ta SEGOHEVT HEXPI TO
2005, €de1&e BeTik OLOXETION PETAED Aoipwng amd EAikoPokTnpibio Tou TTUAWPOL
Kol kKapkivou Trorxéog evrépou [OR 1,4 (95% CI 1,1-1,8)]. Mia TT0 TpéOQATH HETO-
avaAvon Tov CLPTTEPIEACPBE TIG PETOYEVEOTEPES PEAETES eIefaiwoe T ONUAVTIKI
BeTIKA OLOXETION TOOO YIO TOV KOPKIVO Tou TTax€og evTépou [OR 1,295 (1,016-1,652),
p=0,037], 600 ka1 yia Toug TTOAUTTOdeG [OR 1,806 (1,218-2,673), p=0,003] (Eikéva
3). Omrwg oTNV TEPITITWON TOU OI00QPOYIKOU KAPKIVOL 1 EPUNVEIC TWV OVWOTEPW
gupNHETWV eivar SVokolo va diaTuTTWOEl, dAAG TO TOAVETEPO €ival va OXeTICETO
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Shudy name Subgroup within study  Statisics for each study Qs ratio and 5% CI

Odds Lower Upper

rate limit limit p-Value
Talley 1381 Carcer 1708 1028 2838 0038
Pennman 1534 Cancer 1307 0525 3.6 0565
Mom 1885 Cancer 0737 0304 1.787 0500
Meuss 1887 Cancer 1288 0807 2722 05N
Therbum 1888 Cancer 1020 0681 1H05 0821
Firerman 2000 Carcer 2434 0865 5855 0051 ——
Hartwich 2001 Cancer 3778 1884 7S5 0000 —
Sheruely 2001 Cancer 1354 0668 2738 0300 ——
Siddheshwar 2001 Cancer D873 0575 1.3 0525 I
Limburg 2007 Cancer ODBET 0516 1450 0582
Zurrkeller 2007 Cancer 1332 1006 1,747 0038 Hi-
Pooled results 1285 1018 1852 0037 3
Meusd 1997 () Pohlyps 2602 12682 5230 0007 —a—
Breusrkatshind: 1889 Pohps 2924 11682 4185 0M3 -
Siddheshaar 2001(a) Polyps 1075 0580 1982 o081y ——
Geergopoulos 2008 Polps 1828 0884 3791 0104 —f—
Pooled results 1805 1218 2673 0003 L

0.1 1 10

Eikéva 3. MeTa-avéAvon (forest plot) Twv epyaaidv Tou avoa@épovTal aTny eMmONHIOAOYIK CUOXE-
Tion peTa€l Aoipwéng ad EAikoBakTnpidio Tou TTUAWPOL KOl VEOTIAGTIOS TTXXE0G EVTEPOU.

HE TNV LTTEPYOOTPIVAIHIG TTOL OXETICeTaN pe TN Aofpwén amd EAikoBoaktnpidio Tou
TUAWPOUL.? H yooTpivn, 6TTwg eival YVwoT6, ammoTeAEl TPOPIKG TTOPEYOVTO VI TO
BAevvoyévo Tou TeTTIKOD CWARVOL.

Kapkivog raykpéaTtog

>t BifAioypagpia LTTEPXOLY 3 HEAETEG TTOL AVAPEPOVTAI OTOV TIOBAVS pSAo Tng
eAikoBokTnpIdiokAg Aofpwéng oTov KaPKIVO TOL TTAYKPEATOG. >+ XTIG £pYQIOieg QUTEG
n emMTwOoN TNG Aoipwéng peAeTrBnKe o 307 aobeveig Kol 515 PEPTUPES. Xe Kapio
aTré TIG HEAETEG QUTEG Hev SITIOTWONKE ONPAVTIK) CLUOXETION KAI 1 HETO-OVGALOT)
TwV TPIWV epyaaiav £6e1&e OR 1,407 (95% Cl1 0,795-2,490), p=0,241.

Kapkivog jmaTog

APKETEG TTPEOPOTEG PEAETEG avapéPovTal OTOV TTBaVS péAo TN eAikoBakTnpISiokrg
AOTHWENG OTOV NTTATOKVTTAPIKG KAPKIVO.> XTIG EPYROIEG AUTEG CUYKPIBNKE 1 CUXVO-
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TNTa TNG Aofpwéng ouvolikG o€ 242 aoBevei§ kai 280 HEPTUPES. ZTOUG APPWDCTOUG HIE
NTTATOKUTTAPIKS KOPKIVO 1 oUXVOTNTO TNG eAIKoBakTnpIdiakis Aoipwéng ATav 53,3%
(129 BeTIKOl OTTG TOLG 242) KOl 0TOUG PAPTULPES 10,4% (29 BeTIKOI TG TOLG 280). H
Siaopd peTal aoBevAdV Kal HAPTUPWV ATAV OTATIOTIKA ONUOVTIKY, 6TTwG £6¢1E€ Ko
1 OXETIKI] HETR-QVEALON TWV EPYaOIdY auvTwy [OR 13,63 (95% Cl, 7,90-23,49)]. ‘Omrwg
KQI OTNV TEPITTWON TwV GAAWY CLOXETIOEWY TNG EAIKOBAKTNPISIOKAG AoiHwENS pe
£§YQOTPIKOUG KOPKIVOUS, £TOI KOI OTNV TTEPITITWOT] TOL NTTATOKLTTAPIKOU KXPKIVOU
N eppnveia TnG BeTIKAG CLOXETIONG gival HUoKOAO va diaTuTTWOEL. MBavoAoyeiTal 6T
TO HIKPOPIO AUTO KOBEAUTS OXETICETAI PE TNV KOPKIVOYEVEDT KOl 1 UTT6OE0N QUTH
eVIOXUETOI OTTO TNV £DPEDT TOL HIKPOPiov o€ NTTATIKS 10T
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