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Eicaywyn

H Aoipwén amé EhkoPaktnpidio Tou mudwpoy, (Helicobacter pylori - H. pylori)
eivar evpéwg diadedopévn, agpopd oxedEV TO HHICL TOL TTOYKOOHIOU TTANBUOHOU, OAAG
N oLXVOTNTG TNG HEIMVETOI OTIG AVOTITUYHEVES XDPES. H xpovia Aoipwén ouvdéeTai
QAITIOAOYIKG PE YOOTPIKG KAPKivo (adevokapkivipa), 16imwg Tov &1rw oTopdyou (63%
TOU GUVOAOL TOU KAPKIVOU TOU OTOHGXOUL 1 ~ 5,5% TNG CUVOAIKIG KATAVOHIS TOU KO-
Kivou: ~ 25% TOL KOPKIVOL TToL OXETICETO pe AoIpddn aiTioAoyia), kat MALT Aéppmpa,
(ALPPIKOG 1I0TEG YOO TPIKOU BAevvoydvou), To 0Troio avaAoyel og TToooaT6 £wG 8% TOU
ouVOAoL Twv pn-Hodgkin AeppwpdTwy. O Yoo Tpikdg KOpKivog givai ) TpiTn ouxvéTepn
HOPPI KAPKIVOU HETOED TWV avOP®V KAl N TIEUTITI CUXVOTEPI HETAED TWV YUVOIK®V.
Kot 10 2002, kaTaypdgpnkav 930.000 TEPITTTOOEIG TTOL AvTIOTOIXOUV 0T0 10% SGAwv
TWV VEWV KPOVOUBATWV KOPKIVOU TO £€TOG AUTS, £VKd KaTaypdpnkav 700.000 66varol,
KaBIOTWOVTOG TNV TN SeGTEPT GUXVOTEPI ATt BAVETOL OTTG KAPKIVO, HETE TOV KOPKIVO
Tou Trvebpova.? H 5eTAg emPiwan yio To TTpoXwpnUEVo oTGdI0 YROTPIKOU KaPKIVOL
ivan XapnAr, akGpn Kol O0TIG QVOTTTUYHEVES XWPES (20% oTnv laTravia), v eTTIBETIKG
TIPOYPGHHOTO TIPOANTITIKOU eAEYX0U, OTTwS £YIve TNV laTrovia, efiYav wg aTToTEAETHO
TN PeATioon Tng 5eTolg emIiwong Tov TPWIHOL YAOTPIKOU KAPKIVOL (~70%).3

Khiviki} MaBoAoyikrig Guotodoyiog MavemioTnuiov ABnvy, FNA «Adikéy»
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H amopdvwon Tov H. pylori To 1982 ko n emak6Aoudn GLOXETIOT TOU HE TO
YOOTPIKG KAPKIVO, HOG TTOPEXEI £VOl HOVOOIKG HOVTEAO HE TO OTTOI0 PTTOPOUHE VO KO-
TOVOIJOOUHE TNV TTOB0YEVEDT KOl TTOHBOPUCIOAOYIO TOU KOPKIVOU TTOL OXETICETAI pE
Aoipwén.* To H. pylori €éxel XapakTNpIOTEl 0G AVOPWDTTIVOG KAXPKIVOYGVOG TTApEYOVTOG
T0 1994 oo To International Agency of Research on Cancer, kaTémiv TIpOOEKTIKAS
al0AGYNONG ETIONHIOAOYIKWDV PEAETWV OE avOpTTOUS Kal L.’ TpEXovTa OTATIOTI-
k& oTorxeia deixvouv 611 To H. pylori efvon uTTEDBLVO YI TO 74% TOL GTTW YOOTPIKOV
KOPKIVOU OTIG OVOTITUYHEVES KOl YIG TO 78% OTIG OVOTI TUOOOHEVES XWPES.

Eménmoloyia H. pylori Aoipwéng

To H. pylori eivai éva Gram-apvnTikS, OTTIPOEIOES, HIKPO-AEPOPIAO BOKTHPIO.®
ATtropovadBnke 1o 1982 atd To YaoTpik6 BAevvoydvo oe aobevelg pe ofeiar yooTpiTi-
ba a6 Toug Barry Marshall kar Robin Warren. Or ev Adyw epeuvnTég vTréBecav OTI
HIKPOPIOKAS TTapGryovTag PTTopel vor TTpokoAéoel o&eiar yaoTpITIOO Kol evOEXOHEV®™S,
YOOTPIKG Kol SwOEKAOAKTUAIKG EAKOG KOl KOPKIVO TOU GTOHGKOUL.”

MoAovéTi To H. pylori eivai evpéwg diadedopévo oe 6Ao Tov KGopO,® LTIGPYOLY
PEYSAES SiapopEg aTnv nAIKia KAT& T AoiHWEN, TNV aXpI] TOU ETTITTOAACHOU, KOBWS
KOI OTO TTOO00TO TNG OPO-QVAOTPOPHG Kal TNng emmavaioipwéns.® H Aoipwén atro-
KTATOI YEVIKG voopig oTnv TaidIKA nAIKia, p€ow TG OTOHATO-TTPWKTIKAG 0000, £VA
TTAPOULOIGEl TNV CIXPI TNS 0€ TT0000TS 80-100% KaTé Tn SiGipkeiax TG epnPeiag, ka
pTropel vor eipeivel o€ 6An TN {wr), 1I8{WG OTIG AVATITUOOGHEVES XWOPES. "3 AVTIOETWS,
OTIG QVOTITUYHEVEG XWDPES 1 AoiHwEN aTOKTATOI apySTEPA OTNV TradIKNA NAIKICH ] TV
epnPeia, amofdAAeTar 0To 10% TEPITTOV TWV TEPITTTOOEWY, EVE TTAPOVOIGLEl TNV
arxpr TNG o€ ToooaT6 50-70% KOATG TNV opXn TNS EVNAIKIWONG, 0V KOI TTRPATNPOUVTOI
TéoeIg peimwong.'*"® O1 rapdyovTeg kKivoovou yia T Aofpwén mepAapfévouy To xopn-
AGTEPO KOIVOVIKOOIKOVOUIKG £TTITTES0 PHETAED TWV PHEADV TNG OIKOYEVEIOG TTOU £XOUV
TPooPBANBel.’ " O emITTOAAOpPSS TwV evNAikWY UTTOAOYIOTNKE O€ 62% oTnv Kiva,'” 62%
otnv Kevtpikr] Apepikr, 82% otnv AvartoAikiy Evpdtn, 71% otny lamwvia, 60-70%
otnv T{apdika,'® eved oTig HIMA, gival 53% o€ Pn-10TTavépmvousg Hapous Kol 62% o€
Me&ikavois- Apepikavois, dAAG 26% O pn 1I6TTAVEPWVOUS AevkoUS.

EKTOG a1rd TOUG KOIVWVIKOOIKOVOHIKOUS TTOPGYOVTES, ETITTPOOOETA OTOIXEIO
defxvouv 611 n péAvvon oAAG kol n diatrpnon Tng Aoipwéng propel va opeidovTal o€
YEVETIKOUG TTAPA&YOVTEG TOU EeVIOTH. Z€ pIa peAETN 199 Toubicdv oty T{apdika nAikiog
<2 eT®V, ol Tseng kail ouv.,*° avépepav 6TI 1 opoBeTIKGTNTA TOL H. pylori oTa TTaIdIG
OULOXETIOTNKE BETIKG pe TN pPNTPIK 0poBeTIKGTNTA ToL H. pylori (OR: 7,98 - 95% Cl:
1,05-60,6), vad TTAPATNPABNKE AVTIOTPOPN OXEDT HE TNV TTHPOLCIA TOV TTOAVHOPPICHOD
A-889T Tou yovidiov TG TTPO-PAEYHOVADOUG KUTTAPOKIVNG IvTEpAeLKivnG-1 (IL7-a). O
Kivduvog H. pylori opoBeTIKETNTAG TTAPOLOIALEl TIEPATEPW HElWOT KATE 43% pe KGOE
emmA£ov GAANASHOPPO, YIa Ta GTopa opéluya o€ ILTA-889 (95% CI 0,33-0,99, p, . .=
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0,05). ANor gpeuvnTEG €X0LV eTTIBEPAIDOEI TO EVPAHATA AVTE HE TTOAVHOPPIOHOUS
KOl 0€ GAAG YOVIOIX KUTTAPOKIVAY, GupTTEPIAGpBavopévng TnG IL-1B.2" Y& pia peAéTn
663 aTépWV, Ta oTTOl0r LTTOPAABNKAV OE TOKTIKG £THO10 TEPIOSIKS €Aeyxo oTnv Kiva, o1
Liou ka1 ouv.,? avépepav 6TI N TTapouoial TOAVHOP@PICH®Y 0Tr B€on 511 Tov yovidiov
T IL-1B (IL-1B-511 C—T) ovoxeTioTnke pe awénpévo kivbuvo H. pylori opoBeTIKGTNTOG
aveCaptnTa amé Tnv nAikia (4 1,56, 95% Cl 1,06-2,30).

Maboyéveon g H. pylori Aoipw&ng

To H. pylori, atroikiCel T BAevvoydvia oTIB&Oa Tou Yoo TpikoD eTTBnAioL Kol ava-
TITOOO0EI PNXAVIOPOUS I TV emiBiwor] Tou, aTo 6&ivo TepIB&AAOV Tou OTOPGYOoUL.>
O1 pnxaviopoi avTof Tepidapfévouy Ty apaywyr] evég ev{Upou, TG ovpediong, N
oTroia peTAPOoAICeEl T YOOTPIKA oUpIa 08 GAOTO GppwVIoL Kol 510EgiBI0 Tou GvOpaKa
@oTe va diatnpnBei To pH Tng mepioxnis peTady 6-8.% Ta PakTrpia, EKPPGLoLV eTTi-
ong pia TpwTeiv HeTOpopds oupiag (Urel), n oTroia peiddvel To Too0O TS £10650VL TNG
0VPIG OTO KUTTAPOTTAGOHO KO OLVETTAG TN BvNTETNTA TOL.2> AUTSHOTN K&BOPOT)
NG Aoipwéng BewpeiTal 6TI eival OTTGVIX,*® Kol €TO1 1) AoTHWEN EPPEVEI OTO YROTPIKG
BAevvoydvo eri bekaeTieg 0TOUG TTEPIOTGTEPOUG TIANBUGHOUS.

H xpdvia BakTnpiokr] Aoipwén TpokaAel pia (pAeypovddn avTidpaon, utrevuvn
yia 1 SiGBpworn Tov yaoTpikoL BAevvoydvou, n otroio propel va odnyfoel o€ e§€Akw-
On KOI O& HIKPOTEPO TTOOOOTO GOBEVAIV, OE YAOTPIKG KOPKIVO.2* AUTH| 1 (pAeypovaddng
avTidpaon diapoppidveTal aTrd TOPAYOVTES, CUPTTEPIAGHBAVOPEVWOV TV fAKTNPIO-
K@V yovidiwv kal Tov yovidiwv Tou {evioTr], kaBwg kal atéd mepiBaArovTiKoUg -
péyovTeg, o1 o1roiol GAANAETTIOPOUVY.?*8 H €kTaaN, N SIGPKEI KOl OI GUVETTEIES TNG H.
pylori dofpwéng emrnpedlovTtai £T{ONG OO TNV IKAVOTNTA €KKPIOT 0&€0G. T dTOopO pE
VYA TTapaywyr 0&€og diaTpéxouy kivbuvo va avaTrTOEOLVY YOO TPITISX 0TO GvTpO,
n otroia cLUVOEeTal e avENpévo kivouvo EAkoug SwdekadaKkTUAOL, GAAG XOpNASTEPO
KivOUVO Y10 YOO TPIKG KOPKIVO (paivéTuTToG dmwdekadaKkTUA0L).? AvTIBETA, N XOHNAR
£KKpIOTN 0&E0G, TTOU OPEIETAI O€ YEVETIKOUG 1] (PAPHOAKEVLTIKOUG AGYOUS, GUVOEETOI
HE EKTETOPEVO KO ETTIHOVO ATTOIKIOPG TOL YOOTPIKOU BAevvoydvou. Ta &Topa pe
XOpNAR Trapoywynr 0&€og (LTTOXAWPLOPIT) diaTpEXouy Tov KiVOLVO evEg (PEOPOTOS
BAaPadv oL ekTEIVOVTOI, TG ACOUUTITOWHOTIKY ATTIO TTAVYQOTPITIOO WG YOO TPITION
EVTOTI{OPEVI OTO OWDUA, OUXVGE OCUOXETICOPEVN HE YOOTPIKI ATPOPIa Kol avEnpévo
KivOUVO YOO TpIKOU KOPKIVOU (YOOTPIKGS QaIVOTUTIOG KOpKivov).** O atrolkiop6g Tou
[Aevvoydvou oTo OWHO TTPOKOAET Hiot oOBapr] TOTIKY PAEYHOV@ON avTidpoon TTou
XOPOKTNPICETOI OTTO TNV €KKPIOT) TWV (PAEYHOVWEWV KUTTOPOKIVAY, IL-1 kai Tov Tra-
péyovta vékpwong Gykwv a (TNF-a),*! Trou avaoTéAAouv Tnv €KKpIon Yo TPIKOU 0E£0G
ko 0dnyouv ae diatapayr] Tns Soprig kail TnG AeIToupyiag Tou Yoo TpIkoD BAevvoydvou,
aTpo@ia, HETATTAAOIX, KOl AVATITUEN YEVETIKWV BAGP®V 0TO KOTTAPQ, N OTTOlO OETE
TI§ Béoeig yia Tnv e§€NIEN og Kapkivo.
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H. pylori ka1 yaoTpikdg kapkivog: Embnpioloyika dedopéva

H oxéon eivair 1oxupdTepn peTa& H. pylori koi Yoo TpIkoD KopKivo TTou evToTrideTal
OTOV GTTW OTOHXXO, CUYKPITIKG PE TOV £€YYDG OTOHOXO (Kapdiaki] poipa).? loToAoyiKd,
0 YOO TPIKGG KApKIVOg Ta&IvopeiTal wg evTepIKoL fi SiIGxuTOL TOTTOL,* pE diapopeTIK&
KAIVIKG KO ETTIONHIOAOYIK& XOPOKTNPIOTIKA. O evTEPIKOU TOTIOL YOIOTPIKGG KXPKIVOS
ATTOTEAEITAI A6 KOTTOPA TTOU OXNHATICOLV AEITOLPYIKOUG OdEVES KOl pHOIGLOLV pE
evTePIKG BAevvoydvo, evad avTiBeTa, 0 SiGrUTOL TUTTOL YOO TPIKGS KAPKIVOG AITTOTEAEITON
atré pn AeIToupYIKG KOTTOPO pe EAAen ouvoxiis. O Grw YooTPIKGSG KApKIvog eival
ouvnBEoTePa eVTEPIKOL TUTTOU Kol £§eAiOOETON BIGGOXIKG OTTO YAOTPIKI OTPOPIQ,
EVTEPIKI] PETATTAGOIR, £WG TOV KOPKiIVO. AVTIBETO, O KAPKIVOG TOU £YYUS§ OTEHOKOL
(kapdiakig poipag), eivar ouvriBwg diIGryLTOL TUTTOL Kail N AVETITLER TOUL Sev OIKOAOUBET
Ta diadoxiké BripaTa Tou eprypdipovTal TTapamévm. O dIGXUTOL TOTTOL YOO TPIKGS
KOpKivog deiyvel HEYOAUTEPN TAOT VO EEXTTADVETAI KOI (0G K TOUTOU, €XEI PTWXOTEPN
mpéyvwon.*

EmOnpioAoYIKES HEAETES, aoBEVAV-HapTUpwV (case-control),* TPooTI TIKEG KOdpTNS
(prospective cohort),* oAA& ko peTa-avoAdoeig ouvdéouy Tnv H. pylori Aofpwén pe To
YOOTPIKG KOPKIVO.* Av Kol 01 HEAETEG OBEVAOV-papTUpwV (case-control) Tpoa@épouy
TIOAOTIPO OTOIXEID, TX ATTOTEAEOPATA TOUG OLVIOWS UTTOEKTIHOVV TN GLUCXETION, ETTEION
KaTaypdipouv TnVv H. pylori Aoipwén peT& TNV €UPAVION TOL YOOTPIKOD KAPKIVOU, O
oTtroiog ouvdéeTal oLVIBWS pe TNV aTTWAeIx TNG H. pylori Aofpwéng Adyw aTpogiag ko
EVTEPIKIG HETATTAGOTOG TOL YOOTPIKOU £TMONAI0L.> KaTd Tov éAeyyo €€ peTa-avoAo-
oewv, oupTrepIAapfavopévmv évte Tou adloAdynoav Tn cuoxéTion petald H. pylori
OpPOBETIKOTNTOG KOl piag TTou aloAdynoe Tnv ovoxéTian CagA (CagA: kutTapoTodivn
OXETIKN JE TO Yovidio A), OpOBETIKGTNTOG HE TO YOOTPIKS Kapkivo, ol Eslick kan ouv.,*
QVEPEPQV HIX CUYKEVTPWTIKI EKTIPNGN TOU OXETIKOU KIvoOvou (RR) TTouv KupaiveTal
1,92-2,56, kau Cl 1,32-3,55 yia Tnv H. pylori opoBeTIKdTNTO.

MaBoydévor mapdyovtes Tov H. pylori ka1 yaoTpIKl] KapKIvoyéveon

O kivduvog avémTLENG YOOTPIKOD KOAPKIVOU OXETICETOI e TO OTEAEXOG TNG H.
pylori hoipwéng.’ Ta CagA+, oTeAéxn Tov H. pylori oxetiCovron pe awénpévo kivbuvo
YOOTPIKOU KOPKiVOL.*? X pIar HETO-AVGALOT 16 PEAETAV, pe 2.284 aoBevelg kar 2.770
HGPTUPES, N CUYKEVTPWTIKI| EKTIPNGCT YI& T GLOXETION H. pylori opoBeTIKGTNTOG He
YaoTpIk6 kapkivo fTav 2,28 (95% CI 1,71-3,05). Q0TG00, 1 CUYKEVTPWTIKN EKTIHNON
aviABe og 2,87 (95% Cl 1,95-4,22), ouykpivovtag Tnv CagA opoBeTIKOTNTA PE LYIEIG
pGpTLPES.* TNV avéAvon vTToopG WY, N CagA 0poBETIKGTNTA OXETIOTNKE CUVOAIKG pE
TO YOO TPIKS Kapkivo (1,64, 95% Cl 1,21-2,24) ko pe Tov GTTo Yoo TpIkS Kapkivo (2,01,
95% CI 1,21-3,32). O1 Plummer ka1 ouv.,*' oTn HeAETN TOug pe 2.145 CUPPETEXOVTEG,
Tapatipnoav ioxupr] ovoxétion petal CagA+ H. pylori dofpwéng, peTpodpevn o€
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defypoTa yaoTpikig Progiag pe aAvoidwTh avtidpaon moAvpepdong (PCR) yia CagA,
pe TN PopUTNTA TWV YOOTPIKWV TTPOKAPKIVIKGOV PAaBwdv. EmimAéov, Aol H. pylori
TTaBoyovol TTapayovTeg OTTwG: vacA, iceA, babA, oipA, sabA, €xouv GUOXETIOOET TTOIKI-
AOTPOTIG e KOPKIVO TOU OTOPGYOUL. >

Zrorxeia amo peAéTeg o€ (WIKA povTéAa

Zwiké povTéda £xouv Oeiel 6T1 01 GYKOI TOU OTOHGXOU PTTOPET VO AvaTTTUXBOUV
p6vo peT& atd Aofpwén pe H. pylori kai eTTakéAoudn @Aeypovrj, LTTOOEIKVOOVTOG BT
n H. pylori Aoipwén KaBauTH, PTTOPET, O€ OPIOHEVES TTEPITITWOEIG, VO TIPOKOAEDTEI KO-
kivoyéveon. Mpéopata, peAETN evég H. pylori opoBeTikob pHovTEAOUL TTOVTIKOU, £5e1&e
TTWG LTTAPXEI TMOAVOTNTA O YOO TPIKOSG KOPKIVOG VO TIPOEPXETAI OITTG KUKAOPOPOUVTO
ApPXEYOVA KOTTAPO TOU HUEAOD TWV O0TAV TTAPEG OIS APYEYOVa KOTTAPO TOL YOIOTPI-
KoU PAevvoydvou.*? TéXog, peAéTeg o {adar £Xouv OTPEWPEI TNV TTpoooxr oTn duvaTé-
TNTQ TPSANYPNG TOU YAOTPIKOU KAPKIVOL 0€ avBp@dTIivoug TTANBuopovs. H ekpidwon
s H. pylori Aoipwéng odnyel oTnV vTTOXWPNOT TNG PAEYHOVI|G, TNV ATTOKATAOTOOT)
NG HALOG TWV TOIXWHATIK®OV KUTTEPWY, KOI TNV GTTOKATAOTOCN TNG (PUTIOAOYIKAS
OPXITEKTOVIKAG.*

MaBoyéveon Tou yaoTpikov kapkivov Adyw H. pylori doipwéns

“Exouv mpoTaBei 600 pnxaviopol yio va e§nyioouy Tov TpTTo pe Tov otroio n H.
pylori hoipwén prropel va rpokaAéoel kopkivo Tou oTopdyov. To H. pylori ptropel va
TIPOKOAETEI KAPKIVO TOU OTOP&XOUL He Gpeon Spdion Twv TTPWTEIVAV TOV, Ol OTTOlEG
pETABGAAOLV T PUOIOAOYIC TOL YOO TPIKOU BAEVWOYGVOU KOl TIPOKOAOUY SIaTapOXES
oL 00NYoUV og kapkivo. ‘Epypeca, To H. pylori, pokoAel Aeypovaddn avTidpaon),
OSnpIoLPYWVTOG TO KATGAANAO TrEPIB&AAOV TTOL PETABGAAEI TN PUOIOAOYICN TOU YO-
OoTPIKOU BAEVVOYOVOL TTPOKOAMVTAG KaPKivo.?” To o mhave eivar 6T UTTEPXE! Evag
OGUVOLOOHGBS KOl TWV HV0 AVTWV HNXOVICHWOV.

To H. pylori vTrodiapeiTan oe oTeAéxn TOTTOL 1, Ta OTOIC £X0UV cag-PAl yovibiax
IOV EVTOTIICOVTOI 0€ XPWHOOWHIKG THjHa DNA 40 kb kan repi€xel epitrou 31 yovidia,
Kol 0€ OTEAEXN TOTTOUL 2, TTOL OTEPOUVTOI QUTG TA YOVIdIO. ZTEAEXN e CagA Yovidior k-
ppalovv TpwTeiveg popiakol Papous 120-130 kDa. O1 TpwTEiveg AUTES TTap&yovTal
pEoa OTO YOO TPIKG ETTIONAIOKSG KOTTOPA GT6 TO POKTNPIOKS OVOTNHG EKKPIONG TOTTOU
IV, pe ammoTéAeopa Tnv ammeAevBEPWOn TNG oyKopwTeivng SHP2 ko Tnv oAAaryr] Tng
KUTTOPIKAS PUOIOAOYIOG TOU YOOTPIKOU BAevvoy6vou.* Xe eIONHIOAOYIKEG HEAETES, N
CagA opoBeTIKGTNTO CLUOXETICETON P LPNASTEPR TTOCOOTA KAPKIVOU TOU OTOHGYOL
KOl TO GTOPO TToL €XoUV pHoALVOET pe CagA+ aTteAéxn H. pylori £xouv avénpévo kivbuvo
YIo KOPKIVO TOU OTOPGXOU OUYKPITIKG HE GTOopa TToL €X0UV HOALVOET pe CagA- oTEAEXN
H. pylori.*® MeAéTeg Pooikrig qpualoloyiog €xouv deiel 6TI oTeAéxn H. pylori Cag-PAl ei-
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bidovTar o AP avoadIGpGP@EWOoN TNG KUTTAPIKAG ETTIPAVEING, OXNHOTIOPS B&Opwv,
EVEPYOTTOINGN TOL PETOYPOPIKOV TTop&yovTa AP-1 Kol €KpPaoT TWV TTPWTO-0YKOYO-
vidiwv c-fos kal c-jun péow evepyotroinong Tou Katappdktn Twv ERK/ MAP kivoowv.*
AUTEG 01 HOPIOKESG OAANAETIOPGOEIG pETOBGANOLY TNV KUTTOPIK BIOAOYIG TOU YOO TPIKOU
BAevvoydvou, diaTap&ooouy TV KUTTOPIKA ONHATodETNON, TN diapopoTroinon Ko TNV
KIVNTIKOTNTO TWV KUTTEPWY, 00NYDVTOG OE PHEIWMUEV ATTOTITWON, ayYeloyéveon, SiGoTa-
on TWV KUTTAPWV Kal 10TIKA S1BNor, 6Aa XapoKTNpIoTIKG TNG KakoriBous eEoAAayr|s.
MoAvpopiopoi €xouv TrapaTnpnBel oe 6o GAAa yovidia Touv H. pylori: vacA, To otroio
KwOIKoTTOIEl TNV KEVOTOTIWON KLTTOPOTOEVN (Vacuolating Cytotoxin A, VacA), n otroia
TIPOKOAET OXNHATIOHS KeVOU 0T £TMONAIGKSG KOTTAPA, KOl babA, TO 0TT0i0 KWOIKOTTOIET pIcK
eCwTepikn pepPpaviki TpwTeivn, Baba, n omroia 6eopevel avtiyéva Tng opédog afparog
Lewis B 0Tnv £mM@EVEIX YAOTPIKOV KUTTAPWV Kot OXeTICeTal pe avénpévo kivduvo yia
YOOoTpIKG KOpKivo.*” Or TroAupopgiopol auTol TTapéxouy TrepauTépw evodeielg yio Tov
Gpeoo poro Twv H. pylori yoviSiwv 0T YOOTPIKI] KOPKIVOYEVEDT).

EvoAaKTIKG, TO H. pylori ptropei va pat Eppeoa, TTpokaA@dvTag oofapr] pAeypo-
vadn avTidpaon Tou yaoTpikol BAevvoydvou €’ atrolkiopol.*? AuTi N pAeypovV@oNg
avTidpaon (yaoTpiTida), av eivon coBapris HopPs, Ba TTPOKOAEDEI KATAOTPOPH TWV
0&E0TTAPAYWYWDV TOIXWHATIKWDV KUTTEPWY, YEYOVES TTou 0dnyel o€ peiwon Tng o§0TnTog
0TO 0TSO0 Kal BakTnpiokr vTrEpavaTTLEN, emdeivowaon Tng BakTnPIoKAS Aoipwéng
Kol (pAeypovr] pe TENIKA KATGANEN TN Yoo TPIKA aTpopia.*® H yaoTpiki aTpogia eivai
pIO TTPO-KAPKIVIKH BAGPN TTou YapokTnpideTal atéd xapnAr Tapaywyr] o&€og (vTro-
XAwpudpia), BakTnpiakr] vTrepavaTTLEN, diIRBNON Touv YaoTpikoL PAevvoydvou pe T-
AEPPOKOTTOPA (EKKPIVOUV TTPO-PAEYHOVAIDEIG KUTTUPOKIVES), TTAPOAYWYT| EAELOEPWV
SpaoTIKAV popiwv o&uysvou kal avénon Twv Cox-2. ‘OAeg auTEG o AAXYEG TS KOIVOU
1 EexwPIOT& SIOTAPEOCOLV TNV KUTTAPIKH AVATITUEN TOL YAOTPIKOU BAevvoydvou.*
O xp6viog atroIkiopds pe H. pylori, rpokaderl diapkr TpooBoAr Tou yooTpikol BAevvo-
YOVOU KOl UTTEP-TTOAATTACIOOHO TOU YAOTPIKOV £TMONAIOL wg atrdvTnon oTtn BAGEN.
To yeyovig auTd pe Tn oelpd Tou av&dvel Tov kivbuvo BAapdv Tov DNA (peToAAGEEIS),
TIG ETTIYEVETIKEG KOI HOPPOAOYIKEG OAANOYEG (eVTEPIKT| peTOTTAGOIO, duoTTAacia), Tnv
OTTOAEIO AVTATIOKPIONG O OMTOTITWTIKG OAHATA KOl TOOVAS TNV EUPAVION vog
KAWVOUL KOKONBWY KUTTEPwV Trov eviéxeTal va e§gAixBolv Og YOOTPIKG KOpPKivo.*

FeveTIKOI TAPAYOVTES KOl YAOTPIKOG Kapkivog AGyw H. pylori

O kivduVOog YOO TPIKOU KAPKIVOL SIGHOP@AOVET ETTIONG OTTG TTOAVHOPEPIOHOUG OTO
yovidia Tou EgvioTh.*"* MoAvpop@iopoi og Yovidia KUTTAPOKIVAV, GTIWS TO OUUTTIAEY-
pa yovidiwv Tng IL-1, n otroia diapopoTroiel Tn pAeypovddn avtidpaon oe H. pylori
AoipwEn, PTTOPET V& TPOTTOTTOITOVY TOV KiVOUVO EHPAVIONG YAOTPIKOU Kopkivou. Ol
El-Omar ko1 ouv.>! fjTav o1 mpayTol ouv £6e1§av 6TI TTOALpHOP@ITHOI TOU Yovidiov TNng
Tpo-pAeyHovwddoug IL-1, (IL-1B kwdikoTroiel Tnv IL-1 kai IL-IRN kwdikoTrolel To puoIk6
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AVTOYWVIOTH TOL LTTOSOXER), CLOXETICOVTAI He aLENHEVO KIVOLVO Y LTTOXAWPLOPIT
Kal KAPKIVO Tou oTopdxov o€ Gropa pe H. pylori Aofpwén. H mapovasia Twv moAu-
popiop®dv IL-1B31y-511T A ko IL-IRN* 2 / * 2 ovoxeTioTnke pe 2-3 @opég avénon
TOU KIVEUVOU, YIa eVTEPIKOU Kl SIGUTOL TOTIOU, GTTM YAOTPIKG KOPKIVO PETASD Twv
aTépwv pe Aoipwén H. pylori.®* Aev rapaTtnpriBnke CLOXETION pe TOV £YYUS YOOTPIKG
KOPKIVO, TO OOEVOKOPKIVIHO 0100QAEYOU 1] TOV OICOMPAYIKO KOPKIVO £K TTAGKWOWV
KUTTGEPWV, YEYOVOS TTOL LTTOONAWVEI TNV EIBIKGTNTO TOL ATTOTEAETHATOG YIO TOV GTTW
YOO TPIKG KApKivo. BIOAOYIKG, 01 YeVeTIKOT TTOAUHOPQIOHOI SicipopoTToIoly ToV KivEUVO
pE TNV aOENon TN €KPAoNS TNG TPOo-PAeYHOV®O0LSG KUTTOPOKIVNG IL-1[, N otroia
gival £vag 10¥VPEs avVOOTOAEDS TNG €KKPIONG YOOTPIKOU 0E£0G. AUTOG O (paIVETUTIOG
Ba emTpéPel TN diGdoan Tov H. pylori TTPOKOADVTOG TTAVYXOTPITION, ATPOPIa KO
TEAIKG KOPKIVO TOL OTOPAXOU.

AUTEG 01 HEAETEG, TTAEOV QVaTTOPGYOVTal, EVIOXVOVTOG TAX OTOIXEIO TTOU CUVOEOULV
TOUG TTOAUHOPPIOHOUS Yovidiwv Tng IL-1B pe To Yoo TpIKS KOpKivo.5 5 [GiaiTepa, Tro-
Avpope@iopofl oTa yovidia Tou evioTr] aiveTal vt oAANAeTTISPOUY OLUVEPYIKG PE TOUS
BakTnpiokolg Aoipoydévoug Trapdyovteg (cagA+, vacA sl kail vacA ml).>57 MoAvpop-
@Iopoi oTo Yovidian GAA®VY KUTTAPOKIVAV €xouv eTTiong avagepBer. MNa moapdderypa,
TTOAVHOP@IoHOI TOU Yovidiou Tov TNF-a, (KWOIKOTTOIET HIO 1IOXLPT] TTPO-PAEYHOVAON
KuTTOapOokKivr, Tov TNF-a), Trou rapdyeTal 0To YOOTPIKG BAevvoydvo wg amdvTnon
oe Aofpwén H. pylori koi mioTebeTan 611 Spar p€ow £vEg TTOPSHOIOL PHNXAVIOHOU, GTTWS
n IL-1B, oxeTiCeTon pe av&npévo kivbuvo yior GTTw Yoo TpIKG Kopkivo.*58 H apouvoio
TroAvpopgiopol TNF-A otn 8€on 308 (G — A) ovoxeTioTnke pe avénuévo kivdbuvo
yio &rw yooTpiké kapkivo (OR 2,2, 95% CI 1,4-3,7).>* TMoAvpopgiopol oTo yovidio
NG IL-10, n oTroiar €ivail I GVTI-PAEYHOVDOONG KUTTAPOKIVI, TTOU TIPOKCAET HEIWPEVN
£KQPAOT TWV YOVISIWV ] TNV TTOPOYwYH TIPWTEIVOV TWV TTPO-PAEYHOVWODY KUTTA-
pokIvadv, cupTtrepAapfavopévav Twv IL-1B, TNF-A Kol IVTEPQEPSOVNG-Y, OXETICETAI HE
AT YaOoTPIKG KOPKivo. ‘ETo1, OXETIKA peiwon Ekppaong Tng IL-10 emITPETTEl O€ TTPO-
PAeypovddelg Th-1 amavTAoelg va KUpIGPXOUV OTNV OVOGOAOYIKI] OTTGVTNON KaT&
v H. pylori Aoipwén. Ta &ropa ov pépouv Tov IL-10 ATA amAdTUTTO, GUVOEOVTAI
pE XapNAG erieda mapaywyns IL-10 (-592, -819, -1082) kai £€xouv avénuévo kivbuvo
yia & yooTpiké Kopkivo (OR 2,5, 95% CI 1,1-5,7).%

H mapouvoia ToAASTTAGDV TTOAVPOP@IoP@Y, LPNAOL KIVEOVoU, OXeTICETOI pE
boooefapTdpevn avénorn Tou KIVdUVOUL YIo YRoTpIKG Kopkivo. H Trapouoia 3-4 1ro-
Avpopiopddv (IL-B1, 511 * T, IL-IRN* 2 / * 2, TNF-A308* A xou IL-10 ATA / ATA) €xel wg
atoTéAeopa 27-TAGoI0r abENon Tov KIVOUVOU YIa GTT® YOOTPIKS KapKivo. YITGpxel
ouvexns €peuva yio GAAOLG TTOAVHOPPIGHOUG TTOU HTTOPOUY VO ALEHTOLY f VO PEIW-
oLV ToV KiVOUVO gU@AVIONS YOOTPIKOU Kapkivou. O ToAvpopgiouds oTny IL-8 (-251
T — A) ovoxeTiCeTan pe avénpévn apaywyn IL-8 oTo yaoTpiké BAevvoydvo aoBevidv
pe H. pylori Aoipwén, pe YaoTpIKES TIPOKAPKIVIKESG BAGPeg 0e KauKGo10UG KOl YOOTPIKG
Kapkivo og TAnBuopovs Tng Aciag.™
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To H. pylori mpookoAAG TN 0TO YOO TPIKS £TMOAAI0 pEow vTTodOXEWV. ETO1, TTOAL-
HOP@ITHO OTO YOVIBIO TNG (PUOIKIG BVOOTaS, TAX OO GAANAETTIOPOVY pe aUTOUG TOUG
UTTOBOXEIG, Ba PTTOPOVTE VO ETINPEGOEI TX ATTOTEAEOPOTO TNG AOTHWENS Kol SUVNTIKG
ToV KivbUVO avGaTITUENG YOO TPIKOU KAPKiVOL. MoAupop@IoPGS 0To Yovidio Tou uTTodo-
xéa Toll-like 4 (TLR4 896 A — G), TTov kwdikoTrolEl éva pépio AirroTroAvaakxapiTn (LPS)
TWV LTTOSOXEWV TNG PUOIKIG AVOTTOG VIO THV AVAYVAPIOT TWV TTABOYGVWV HIKPOBiwy,
£xel OLOXETIODET pe LTTOXAWPLOPIT PETAEL TwV KAUKAGTWV HE KOPKIVO TOL AVADTEPOL
yaoTpevTepikoU Kai H. pylori Aofpwén (OR 11, 95% CI 2,5-48).°" EmiTrAfov, N Trapouoia
1 1 2 aAAnASpoppwv TLR4, oLOXETIOTNKE pE avénuévo Kivduvo YooTpikol Kapkivou
(OR 2,3, 95% CI 1,6-3,4). BioAoyik&, o TToAvpop@Iopds TLR4 896 €xel wg OTOTEAEOHO
TNV QVTIKATEOTAOT TWV SIATNPNHEVOV UTTOAEIPPGTWV OOTTOPTIKOU 0E€0G pe YAUKIVN
(Asp299Gly), n omroia TpokoAel pIx aAAayr] 0Tn SIAPGPPWATN TOL EEWKVTTAPIKOV
THAHOTOG ToL vTTodoXED TLR4. O1 ocAAay€g auTEG apAGvoLY TV aTTévTnon aTé TNV
IL-10-ka1 OLVETTAG TNV AVTI-PAEYHOVQON avTidpaon o H. pylori Aoipwén.*

H. pylori ka1 yaotpiké MALT Aéppwpa

To H. pylori, éxe1 eTriong aiTIOAOYIKR OXE0T PE YOOTPIKG AEPPWHA, TO OTTOI0 apop&
TOV AEHPIKS I0TS TOL YOOTPIKOU BAevvoydvou (MALT Aéppmpa) Kol avTIGTOIXE] TTEPITTOU
070 8% TwV pn-Hodgkin AeppwpdTov.®® loTodoyikd, Ta MALT AgppidpaTa diakpivovTal
o€ JIGUTA APPAOHATA A6 peYGAQ B KOTTOPO KO AeP@dpaTa XapnAoL Bobpou,
TTOL TOEIVOHOUVTOI G AEHPDHATO 0pIoiKiG {idvng Tou TOTTOL-MALT, GlpPWVa pe
To oboTNHa TaEIVOpNong REAL/WHO. AvaTtopiké, Ta MALT Aepgp@dpata eg@aviCovTal
MO OUXV& OTO OTOHGXI, OGAAG PTTOPEl VO EVTOTTIOTOUV KOl 0€ GAAOLG 10TOUG CUHTTE-
PIACGHPBOVOHEVDV TWV OIEAOYEVMDV GOEVIDV, TWV ETTITTEQPUKOTWY, TOV TIVEVHOVWOV KOI
Tou Bupeoe1d0VG.? Tar TPWTOTTAON YOOTPIKG MALT AeppdpaTa, eppaviCouy KUTTO-
POYEVETIKEG DIOTOAPOAXES O 0TToiEG GUVIOWS TrePIAapPGvouy avTipeTabéoelg t(11;18)
(q21; q21) oTo ~ 40% Twv TepITTOOEWV™ Kot 1(1;14) (p22;932) kou 1(1;2) (p22; p12) o€
£va HIKPOTEPO TTOCOOTO TWV TrEPITTTWOEWV. O péAog Tou H. pylori oTnv TaBoyéveon
Tou MALT AeppdPOTOS, TIPOTABNKE YIO TTPATN Pop& a1rd Toug Isaacson kar Wright
To 1983 kau o1 peAETEG TOL aKoAovBnoav £beifav TavTéxpovn H. pylori Aofpwén oe
92-98% Twv YaunAov Bobpod MALT AeppopdTmv.®® H xpovia avTtiyovikr di€yepon
a6 TV H. pylori Aoipwén cuvbéeTan pe Tnv avamTuén AcppolIdiakdy BuAaKiwY, TTou
BewpolvTan Tpodpopesg PAGPeg Tov MALT AeppdpaTos.t” Xe piot HEYGAN TTPOOTITIKI
pEAETN KOOPTNG aTig HIMA % o1 opoloyikég evdei€eig H. pylori Aoipwéng ovoxeTioTn-
Kav pe avénpévo kivbuvo yia avatrTuén yootpikol pn-Hodgkin AepgpadpaTtog (OR 6,3,
95% Cl 2,0-19,9), cAAG 6x1 Yia av&TTTUEN AEPPDOPATOG 0€ GAAEG AVOTOIKEG BETEIS.
O aiTiohoyik6g péAog Touv H. pylori oto MALT Aépgpwpa, uTTooTnPIfeTOn KUPIWG ATTE
peA€Teg TOUL Sefxvouv 6T1 N ekpilwan Tov H. pylori 0dnyei og KAIVIKF] UTTOOTPOPI] TOU
Yoo TpikoU AeppadpaTtog. O Wotherspoon kai guv.,*® To 1993 Tav o1 TIp@dTOI TTOU OVE-
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@epav LTTOOTPOPH, I0TOAOYIKG eTTIBeBatwpévou YapnAol Babpob MALT AeppidpaTos,
oe mévTe oo £€1 aoBeveig Tou Edafav Bepatreia ekpiCwong yia To H. pylori.

JUPTTEPACHOTIKG, TO H. pylori ammoTeAel €va ONpavTIKG HOVTEAO KOPKIVOYEVEONS

Kol AeppwpaTtoyéveans. H Tp6odog Tng KaTavonong Twv HOPIOK®Y HNXOVICH®OV: )
TTOL APOPOVV KUPIWG TIG GAANAETTIOPEOEIG TOL HIKPOOPYAVIOHOU HE ToV EeVIOTH Kail [3)
TN XPOVIX GVOTOAOYIKH| OTTOKPIATN KUPIWSG OTO £TTTTESO TNG PAEYHOVIS, QVOPEVETON OTI
TO ETTOPEVO XPOVIG 6O OUVEIOPEPOLY OTOVG HNXAVIOHOUG TNG KOPKIVOYEVEDTNS, OAAG
KOl TNG BEPATTEVTIKAG OVTIPHETWTTIONS.

BIBAIOTPA®IA

1. Parkin DM, Bray F, Ferlay J, Pisani P. Estimating the world cancer burden: Globocan 2000. Int
J Cancer 2001;94:153-156. [PubMed: 11668491]

2. Cancer incidence in five continents. IARC Sci Publ 2002;VIII:1-781.

3. Miyahara R, Niwa Y, Matsuura T, et al. Prevalence and prognosis of gastric cancer detected
by screening in a large Japanese population: data from a single institute over 30 years. ] Gas-
troenterol Hepatol 2007;22:1435-1442. [PubMed: 17573829]

4. Marshall B. Helicobacter connections. ChemMedChem 2006;1:783-802. [PubMed:
16902931]

5. Forman D. Helicobacter pylori and gastric cancer. Scand ] Gastroenterol Suppl 1996;220:23-
26. [PubMed: 8898432]

6. Schistosomes, liver flukes and Helicobacter pylori IARC Working Group on the Evaluation of
Carcinogenic Risks to Humans Lyon, 7-14 june 1994. IARC Monogr Eval Carcinog Risks Hum
1994;61:1-241. [PubMed: 7715068]

7. Marshall BJ, Warren JR. Unidentified curved bacilli in the stomach of patients with gastritis
and peptic ulceration. Lancet 1984;1:1311-1315. [PubMed: 6145023]

8. de Martel C, Parsonnet ). Helicobacter pylori infection and gender: a meta-analysis of popula-
tion based prevalence surveys. Dig Dis Sci 2006;51:2292-2301. [PubMed: 17089189]

9. Goodman K], Cockburn M. The role of epidemiology in understanding the health effects of
Helicobacter pylori. Epidemiology 2001;12:266-271. [PubMed: 11246592]

10. Torres ], Perez-Perez G, Goodman K], et al. A comprehensive review of the natural his-
tory of Helicobacter pylori infection in children. Arch Med Res 2000;31:431-469. [PubMed:
11179581]

11. Goodman K], Correa P. Transmission of Helicobacter pylori among siblings. Lancet 2000;355:358-
362. [PubMed: 10665555]

12. Holcombe C, Omotara BA, Eldridge J, Jones DM. H. pylori, the most common bacterial in-
fection in Africa: a random serological study. Am ] Gastroenterol 1992;87:28-30. [PubMed:
1728121]

13. Thomas JE, Dale A, Harding M, Coward WA, Cole TJ, Weaver LT. Helicobacter pylori coloniza-

tion in early life. Pediatr Res 1999;45:218-223. [PubMed: 10022593]



STATE-OF-THE-ART AIAAEZH

14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

24.

25.

26.

27.

28.

29.

30.

118

Everhart JE. Recent developments in the epidemiology of Helicobacter pylori. Gastroenterol
Clin North Am 2000;29:559-578. [PubMed: 11030073]

Malaty HM, El-Kasabany A, Graham DY, et al. Age at acquisition of Helicobacter pylori in-
fection: a follow-up study from infancy to adulthood. Lancet 2002;359:931-935. [PubMed:
11918912]

Goodman K], Correa P. The transmission of Helicobacter pylori. A critical review of the evi-
dence. Int J Epidemiol 1995;24:875-887. [PubMed: 8557443]

Shi R, Xu S, Zhang H, et al. Prevalence and risk factors for Helicobacter pylori infection in
Chinese populations. Helicobacter 2008;13:157-165. [PubMed: 18321305]

Hisada M, Stuver SO, Okayama A, et al. Persistent paradox of natural history of human T
lymphotropic virus type I: parallel analyses of Japanese and Jamaican carriers. ] Infect Dis
2004;190:1605-1609. [PubMed: 15478065]

Everhart JE, Kruszon-Moran D, Perez-Perez Cl, Tralka TS, McQuillan G. Seroprevalence and
ethnic differences in Helicobacter pylori infection among adults in the United States. ] Infect
Dis 2000;181:1359-1363. [PubMed: 107625671

Tseng FC, Brown EE, Maiese EM, et al. Polymorphisms in cytokine genes and risk of Helico-
bacter pylori infection among Jamaican children. Helicobacter 2006;11:425-430. [PubMed:
16961803]

Li C, Xia HH, Xie W, et al. Association between interleukin-1 gene polymorphisms and He-
licobacter pylori infection in gastric carcinogenesis in a Chinese population. ) Gastroenterol
Hepatol 2007;22:234-239. [PubMed: 17295877]

Liou JM, Lin JT, Wang HP, et al. IL-1B-511 C-->T polymorphism is associated with increased
host susceptibility to Helicobacter pylori infection in Chinese. Helicobacter 2007;12:142-149.
[PubMed: 17309751]

Ernst PB, Crowe SE, Reyes VE. How does Helicobacter pylori cause mucosal damage? The
inflammatory response. Gastroenterology 1997;113:535-42. [PubMed: 9394758]

Sachs G, Weeks DL, Wen Y, Marcus EA, Scott DR, Melchers K. Acid acclimation by Helicobacter
pylori. Physiology (Bethesda) 2005;20:429-438. [PubMed: 16287992]

Scott DR, Marcus EA, Wen Y, Oh ], Sachs G. Gene expression in vivo shows that Helicobacter
pylori colonizes an acidic niche on the gastric surface. Proc Natl Acad Sci U S A2007;104:7235-
7240. [PubMed: 17438279]

Kumagai T, Malaty HM, Graham DY, et al. Acquisition versus loss of Helicobacter pylori
infection in Japan: results from an 8-year birth cohort study. J Infect Dis 1998;178:717-721.
[PubMed: 9728540]

Fox JG, Beck P, Dangler CA, et al. Concurrent enteric helminth infection modulates inflam-
mation and gastric immune responses and reduces helicobacter induced gastric atrophy. Nat
Med 2000;6:536-542. [PubMed: 10802709]

Kusters JG, van Vliet AH, Kuipers EJ. Pathogenesis of Helicobacter pylori infection. Clin Mi-
crobiol Rev 2006;19:449-490. [PubMed: 16847081]

Lochhead P, EI-Omar EM. Gastric cancer. Br Med Bull 2008;85:87-100. [PubMed:
182679271

McColl KE, el-Omar E, Gillen D, Banerjee S. The role of Helicobacter pylori in the pathophysi-
ology of duodenal ulcer disease and gastric cancer. Semin Gastrointest Dis 1997;8:142-155.
[PubMed: 9232727]



EAIKOBAKTHPIAIO TOY MYAQPOY KAI NEOTMAAZIEX TOY ZTOMAXOY

31.

32.

33.

34.

35.

36.

37.

38.

39.

40.

41.

42.

43.

44,

45.

46.
47.

El-Omar EM. Role of host genes in sporadic gastric cancer. Best Pract Res Clin Gastroenterol
2006;20:675-686. [PubMed: 16997152]

Lauren P. The Two histological main types of gastric carcinoma: Diffuse and so-called intesti-
nal- type carcinoma. An attempt at a histo-clinical classification. Acta Pathol Microbiol Scand
1965;64:31-49. [PubMed: 14320675]

Vauhkonen M, Vauhkonen H, Sipponen P. Pathology and molecular biology of gastric cancer.
Best Pract Res Clin Gastroenterol 2006;20:651-674. [PubMed: 16997151]

Huang)Q, Sridhar S, Chen Y, Hunt RH. Meta-analysis of the relationship between Helicobacter pylori
seropositivity and gastric cancer. Gastroenterology 1998;114:1169-1179. [PubMed: 9609753]
Eslick GD. Helicobacter pylori infection causes gastric cancer? A review of the epidemiologi-
cal, meta-analytic, and experimental evidence. World ] Gastroenterol 2006;12:2991-2999.
[PubMed: 16718777]

Tabata H, Fuchigami T, Kobayashi H, et al. Helicobacter pylori and mucosal atrophy in patients
with gastric cancer: a special study regarding the methods for detecting Helicobacter pylori.
Dig Dis Sci 1999;44:2027-2034. [PubMed: 10548354]

Helicobacter and Cancer Collaborative Group. Gastric cancer and Helicobacter pylori: a combined
analysis of 12 case control studies nested within prospective cohorts. Gut 2001;49:347-353.
[PubMed: 11511555]

Wang SK, Zhu HF, He BS, et al. CagA+ H pylori infection is associated with polarization of T
helper cell immune responses in gastric carcinogenesis. World ) Gastroenterol 2007;13:2923-
2931. [PubMed: 17589941]

Huang JQ, Zheng GF, Sumanac K; Irvine EJ, Hunt RH. Meta-analysis of the relationship between
cagA seropositivity and gastric cancer. Gastroenterology 2003;125:1636-1644. [PubMed:
14724815]

Fujioka T, Murakami K, Kodama M, Kagawa ], Okimoto T, Sato R. Helicobacter pylori and gastric
carcinoma--from the view point of animal model. Keio ] Med 2002;51:69-73. [PubMed: 12528942]
Mbulaiteye et al. Page 14 Front Biosci. Author manuscript; available in PMC 2010 January 1.
NIH-PA Author Manuscript NIH-PA Author Manuscript NIH-PA Author Manuscript

Plummer M, van Doorn LJ, Franceschi S, et al. Helicobacter pylori cytotoxin-associated
genotype and gastric precancerous lesions. ] Natl Cancer Inst 2007;99:1328-1334. [PubMed:
17728213]

Houghton ], Wang TC. Helicobacter pylori and gastric cancer: a new paradigm for inflammation
associated epithelial cancers. Gastroenterology 2005;128:1567-1578. [PubMed: 15887152]
Hatakeyama M. Oncogenic mechanisms of the Helicobacter pylori CagA protein. Nat Rev
Cancer 2004;4:688-694. [PubMed: 15343275]

You WC, Zhang L, Pan KF, et al. Helicobacter pylori prevalence and CagA status among
children in two counties of China with high and low risks of gastric cancer. Ann Epidemiol
2001;11:543-546. [PubMed: 11709273]

Hatakeyama M, Higashi H. Helicobacter pylori CagA: a new paradigm for bacterial carcino-
genesis. Cancer Sci 2005;96:835-843. [PubMed: 16367902]

Marshall B. Helicobacter pylori: 20 years on. Clin Med 2002;2:147-152. [PubMed: 11991099]
Fox JG, Wang TC. Helicobacter pylori infection: pathogenesis. Curr Opin Gastroenterol
2002;18:15-25. [PubMed: 17031225]

119



STATE-OF-THE-ART AIAAEZH

48.

49.

50.

51.

52.

53.

54.

55.

56.

57.

58.

59.

60.

61.

62.

120

Cao X, Tsukamoto T, Nozaki K, et al. Severity of gastritis determines glandular stomach car-
cinogenesis in Helicobacter pylori-infected Mongolian gerbils. Cancer Sci 2007;98:478-483.
[PubMed: 17284248]

El-Omar EM, Ng MT, Hold GL. Polymorphisms in Toll-like receptor genes and risk of cancer.
Oncogene 2008;27:244-252. [PubMed: 18176606]

El-Omar EM, Carrington M, Chow WH, et al. Interleukin-1 polymorphisms associated with
increased risk of gastric cancer. Nature 2000;404:398-402. [PubMed: 10746728]

El-Omar EM, Rabkin CS, Gammon MD, et al. Increased risk of noncardia gastric cancer associ-
ated with proinflammatory cytokine gene polymorphisms. Gastroenterology 2003;124:1193-
1201. [PubMed: 127308601

Machado JC, Figueiredo C, Canedo P, et al. A proinflammatory genetic profile increases the
risk for chronic atrophic gastritis and gastric carcinoma. Gastroenterology 2003;125:364-371.
[PubMed: 12891537]

Machado JC, Pharoah P, Sousa S, et al. Interleukin 1B and interleukin 1RN polymorphisms
are associated with increased risk of gastric carcinoma. Gastroenterology 2001;121:823-829.
[PubMed: 11606496]

Sicinschi LA, Lopez-Carrillo L, Camargo MC, et al. Gastric cancer risk in a Mexican population:
role of Helicobacter pylori CagA positive infection and polymorphisms in interleukin-1 and
-10 genes. Int ] Cancer 2006;118:649-657. [PubMed: 16114018]

Queiroz DM, Guerra B, Rocha GA, et al. IL1B and IL1RN polymorphic genes and Helicobacter
pylori cagA strains decrease the risk of reflux esophagitis. Gastroenterology 2004;127:73-79.
[PubMed: 15236174] Mbulaiteye et al. Page 15 Front Biosci. Author manuscript; available in
PMC 2010 January 1. NIH-PA Author Manuscript NIH-PA Author Manuscript NIH-PA Author
Manuscript

Rocha GA, Guerra JB, Rocha AM, et al. ILIRN polymorphic gene and cagA-positive status
independently increase the risk of noncardia gastric carcinoma. Int ] Cancer 2005;115:678-
683. [PubMed: 15704154]

Figueiredo C, Machado ]JC, Pharoah P, et al. Helicobacter pylori and interleukin 1 genotyp-
ing: an opportunity to identify high-risk individuals for gastric carcinoma. J Natl Cancer Inst
2002;94:1680-1687. [PubMed: 12441323]

Canedo P, Castanheira-Vale A, Lunet N, et al. The interleukin-8-251*T/*A polymorphism is
not associated with risk for gastric carcinoma development in a Portuguese population. Eur ]
Cancer Prev 2008;17:28-32. [PubMed: 18090907]

Kamangar F, Abnet CC, Hutchinson AA, et al. Polymorphisms in inflammation-related genes and risk
of gastric cancer (Finland). Cancer Causes Control 2006;17:117-125. [PubMed: 16411061]
Hold GL, Rabkin CS, Chow WH, et al. A functional polymorphism of toll-like receptor 4 gene
increases risk of gastric carcinoma and its precursors. Gastroenterology 2007;132:905-912.
[PubMed: 17324405]

Smith MG, Hold GL, Tahara E, EI-Omar EM. Cellular and molecular aspects of gastric cancer.
World ] Gastroenterol 2006;12:2979-2990. [PubMed: 16718776]

Lee JE, Lowy AM, Thompson WA, et al. Association of gastric adenocarcinoma with the HLA
class Il gene DQB10301. Gastroenterology 1996;111:426-432. [PubMed: 8690208]



EAIKOBAKTHPIAIO TOY MYAQPOY KAI NEOTMAAZIEX TOY ZTOMAXOY

. Streubel B, Simonitsch-Klupp I, Mullauer L, et al. Variable frequencies of MALT lymphoma-as-
sociated genetic aberrations in MALT lymphomas of different sites. Leukemia 2004;18:1722-
1726. [PubMed: 15356642]

. Isaacson PG, Du MQ. Gastrointestinal lymphoma: where morphology meets molecular biol-
ogy. ] Pathol 2005;205:255-274. [PubMed: 15643667]

. Isaacson PG. Update on MALT lymphomas. Best Pract Res Clin Haematol 2005;18:57-68.
[PubMed: 15694184]

. Eidt S, Stolte M, Fischer R. Helicobacter pylori gastritis and primary gastric non-Hodgkin’s
lymphomas. J Clin Pathol 1994;47:436-639. [PubMed: 8027397]

. Parsonnet ], Hansen S, Rodriguez L, et al. Helicobacter pylori infection and gastric ymphoma.
N Engl ] Med 1994;330:1267-1271. [PubMed: 8145781]

. Wotherspoon AC, Doglioni C, Diss TC, et al. Regression of primary low-grade B-cell gastric
lymphoma of mucosa-associated lymphoid tissue type after eradication of Helicobacter pylori.
Lancet 1993;342:575-577. [PubMed: 8102719]

. Roggero E, Zucca E, Pinotti G, et al. Eradication of Helicobacter pylori infection in primary low-
grade gastric lymphoma of mucosa-associated lymphoid tissue. Ann Intern Med 1995;122:767-
769. [PubMed: 7717599]

121





