MPAKTIKA 30v MANEAAHNIOY ZYNEAPIOY 1A TO EAIKOBAKTHPIAIO TOY MYAQPOY
ABva, 1998

ATIOTEPEG OUVETTEIEC EKPICWONC
Tou eAikoBakTnpidiou Tou TTUAWPOU

2w1npIiog [ewoydmovAog

H expifwon Ttou gAikoBaktnpibiov Tou MLAWPOL (H. pylor) Tou emTULY-
XGVETOI ONUEPQ, O LPNAG TTOCOOTH, UE T XPNOoN veoTepwy, Bpaxeiag diGp-
KEIOG, TPITA®V OgPOTIEVTIKOV OXNUATWY, TIPOOPEPEl GUECO OQEAN OTOUG
aoBeveic.? @gpaTtredel TN XPOVIO EVEPYO YOOTPITION, EMTAXVVEI TNV £TTOVA®WON
Tou yaoTpikoO (TE) kar 6wdekadakTUAKOU (AF) éAKOug, PTTOPEl V& ETTOLAGDCEI
avOekTIKG OTA AVTIEKKPITIKG QAPUAKO €AKN KOl TIPOKCGAEI TTANPN 1 PEPIKN
uTooTPOPA ToL MALT-ALpEOUATOG TOL OTOUGX0L.>” MaPEGAANAG TTPOKOAET GeoN
OPEON TWV CUPTITOPATWY TOL GoBevODG KOl KUPIWG AvaKOOQPIOH TOU GTIO TOV
movo.! H Bepameia ekpilwong, TapGAANAa pe T 0@éAN oL TIPOCEEPEI, BETEI
Tov aoBevi oe KivOuvo YO TNV avaTTLEN TIGPEVEPYEIDV (KATTOTE 0oBap®V) Kal
ouvodeveTal OO OXETIKG LPNAG KboTOG (DiIGyvwon kal Beparieia Tov H. py-
lori).%1° "Exel AoImOv peyGAn onuoocia, amo Tnv Gmoyn Tng oxéong Kivoovou/
WPEAEING VI TOV 00Bevr), N GTTOTIUNGN TWV ATIOTEPWV CUVETIEIOV TNG eKPI(w-
ong Touv H. pylori amd KAIVIK] Kal QOPUOKOOIKOVOUIK Gmoyn.'o!!

MpboeaTn PETO-OVAALON, ATIO TO TUNUO GVTIBIOTIKOV TTOPAYOVT®WY TOU
Apepikavikod ED.A., Seixver 0TI n ekpilwon Tou H. pylori cuvodedeTal amo
oTabepn KOl ONUOVTIKA PEIWON TOV TTOCOOTMV UTIOTPOTIG Tou AE (amod 67%
otoug H. pylori BeTikoOg aoBeveig oe 6% oToug H. pylori apvnTikovg) (Ix. 1).'2
To b0 10x0er kal yio Tig uoTPoTEG Tov TE (59% oToug H. pylori BeTikoOg
évavTl 4% otoug H. pylori apvnTikolg aoBeveig) (IX. 2). XTn peTavGALON QUTH
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ekTINONKav o1 TapdyovTteg Tov mMOavé emmnpedlouvy Ta TTOCOOT& UTTIOTPOTING
Tou éAkoug peTa Bepareia ekpifwong kol Bpédnke 611 n xpnoipotoinon 3 avTi
2 SIaYVWOTIKOV OOKIPOOIOV EAEYXOL TNG eKPIlwang ouvodevovTav amd onUav-
TIK& XAUNAGTEPO TTOCOGTG LTIOTPOTING TOL EAKOUS (3% évavTi 9%). AvTiBeTa,
TO XPOVIKO onpeio eAéyxou Tng ekpi{wong Kol TNG LTTOTPOTING TOL EAKOLG eV
emnpéadav Ta TTOCOOTG GUTE. H emidpaon Tou BePaTTEUTIKOD OXAPOTOG EKPI-
{wong Oev pedeTBnke aflomoTa AOYw TNG PEYGANG £Tepoyévelas Twv Bepa-
TIEVTIKOV OXNUAT®Y TIoL Xpnoigotondnkav. ‘Opwg @aivETOI OTI N XPNOIUO-
T0IiNoN TPIMAGV (KOI GPO GTTOTEAEOUOTIKOTEPWY) OXNUATWY Bepareiag Touv H.
pylori cuvOéeTal e XaPNAGTEPO TTOGOOTG LTTIOTPOTIAG Tou AE.™ O1 TrepIoodTE-
PES KAIVIKEG UEAETEG TTOU TIPAYUGTEVOVTAI TNV LTTOTPOTIA TOU TIETITIKOD £AKOUG
peTé Bepameia ekpilwong agopolv oe Tepiodo mapaxkorovBnong (follow-up)
TV aoBevov omd 6-18 prnveg. MOvo TPEIG ONUOCIEVPEVES JEAETEG TTIOPOLOIG-
{ouv OLYKPITIKG TTOOOOTG LTTOTPOTIAG TOu €AKOUS PETOEL Twv H. pylori BeTi-
KoV Kol H. pylori apvnTikov acBevov (UeTé Beparieia ekpi{wong) yio peyoAdTEe-
PO xpovikd OiGoTnua.''*15 O Forbes kai ouv. SIAMOTOVOUV CNUOVTIKG XOpN-
AGTEPO aBPOIOTIKG TTOCOGTO LTIOTPOTINAG TOL £AKOUG, 7 €T PETG TN Beparteia,
oToug aoBeveig Tou ekpilwoav To H. pylori oe oxéon pe auToUg TIOU TTaPE-
pevav H. pylori BeTikoi (8% évavTti 35%, p<0,05)." To id10 diomoTOVOLY Kai Ol
Miehlke kai ouvv. 5 étn petd Tn Bepameia (9,7% évavt 81,7%, p<0,001)."
Tédog, o1 Labenz koi ouv. SIAMOTOVOLY CNUOVTIKI UEI®ON TwV TTOCOOTMV
UTTOTPOTINAG TOL £AKOUG KOl TWV ETITTAOKOV TOu, 2 £€Tn PETG Tn Oeparieia, ot
aoBeveig pe yvwoTd 10TOPIKG eAkomidBeiag (5% peTd Tnv exkpilwon Tou H.
pylori évavti 87,1% mipiv amod avtry, p<0,0001)."

Oaivetar Aoimov 0TI n Bepameia ekpi{wong Touv H. pylori peTabBdier PI{ik&
TN QUOIKI 10TOPIa TNG VOOOUL KAl TIPOKTIKG 0ONYEl 08 POVIUN £TTOVAWON TOU
éAKoug oTnv TAelovoTNTO Twv aoBevov.'® EmmAéov, n Bepameia ekpiwong
TPOOPEPEI paKPOTIOBeoUa 0TOUG eAkoTiafeig, cagry BeATiwon TnNg ToOIGTNTAS
{wNg TOUG, EAGTTWON TOU PUXOKOIVWVIKOU Stress, oa@n Kal POvIUn eAGTTWOoN
TV YOOTPIKOV TOUG EVOXANUAT®Y, LEIOON TNG KOTOVAAWONS QVTIEKKPITIKMOV
POPUAK®Y e OLVETIEIR CNUOVTIKA peiwon Tou kdoToug ava acbevi.”1® Téhog,
avaAooelg pe Baon oikovopikG povtéda Oeixvouv 6T n Bgpareia ekpilwong
gival, yokpotpoBeoua, n eONvOTEPN BePATEVTIKA OTPATNYIKA YIG TNV GVTIUE-
TOMmOon Tou AE TOGO GUYKPITIKG e TNV TIEPIOOIKA BePaTIEic TwV LTIOTPOTIMV,
600 Kal pe Tn Beparteia oUVTNPNONG PE OVTIEKKPITIKOVG TTapdyovTeg. 20

Avéhoya givarl Ta 6edopéva TTou AoPOVLY TO EMTAEYUEVO KO EIOIKOTEQG
TO QIHOPPOYOUVTG £AKN. Méxpl onpepa 4 dnuooicupéveg PEAETEG Beixvouy OTI
n expi{won Touv H. pylori pndevilel To £TACIO TTOCOOTO ETTAVAILOPPAYIGS TOL
AE224 AvTiBeTa, TO TOOOOTO aUTO KupaiveTal amd 27-40% oTousg H. pylori
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BeTikoOG aoBeveig ou Oev AapBdvouv Beparieio cuvTAPnong.2'>* AXAeg 600
TPOOPATA ONUOOCIELPEVEG PEAETEG OEiIXVOUV LEIOMON TWV UTTOTPOTIOV TOU £A-
KOUG KOl TNG QIUOPPOYIaG oTnv opdda Twv acbevodv mou édabBav Bepareia
ekpi{wong, oe oxéon pe Toug aoBeveig ou éAabBav Bepatieia cuvTAPNONG PE
QAVTIEKKPITIKG QGPPAKO.>>2° H S1agopd Opmws auTr), TIPOKEIUEVOUL IO TNV AILOP-
payia, 6ev £¢@Bace TO eMiMedO OTATIOTIKAG ONUAVTIKOTNTAS AGY® TOUL HIKPOV
apIBUOL TV AIIOPPAYIKMY ETTEIC00IMY KOI OTIS 600 opGdeg aobevav (Totou I
OTATIOTIKO OQGAUQ).

O1 KOpIOI TIAPAYOVTEG TTIOL GUVOEOVTAI AITIOAOYIKG PE TIG UTTOTPOTIEG TOU
£Akoug peTé Bepameia exkpilwong eivar 1) H Ay pn otepoeldmv avTiQAey-
HoVWO®V Qapudkwv (MZAD) kai 2) n voTpoT Tov H. pylori. LT peAéTn Twv
Labenz ka1 ouvv. 7/8 (87,5%) aoBeveig pe vmmoTpot) Tou éAkoug (TE+AE) ATav
H. pylori apvnTikoi kon eAduBavav MZAD." Aev uTIGPxOLY ONUOCIEVPEVEG PEAE-
TEG, UE HAKPG TTaPaKOAOUONoN Twv acBevmy, TTou va Oeixvouv OTI N ekpifwon
Tou H. pylori mpooTaTteder amd TNV avamTugn AV e€aiTiag TnG (TTEPIOTAOIO-
KAS N pOvIUNG) xpnong MLA®. Mia peAétn pe Bpaxv follow-up deixver 611 n
ekpiCwon Touv H. pylori ehNaTTdveEl TNV MOAVOTNTA avATITUENG EAKOUG GTOUG
aoBeveig mou AapBavouy MEAD.” AvTiBeTar o1 Hawkey kain ouv. dgixvouv 6T n)
Bepameia TPoOAAENG pe opempaldAn oToug aoBeveig aUTOUG gival ATTOTENE-
OUATIKOTEPN TTOPOULCIa Tapd amouacia Tou piKkpoBiov.?? TdvTwsg To Ciyoupo
givan 671 0 Kivouvog avanTuéng eAk®V amd MIAD gival UTTOPKTOS KOI JETG TNV
ekpiCwon Touv H. pylori.

AT6 TNV GAAN TAeLPd, TOL TTOCOOTG UTIOTPOTIAG TOU TIETTIKOD E€AKOUS,
XwPI§ ap@iBoAia, oxeTi(ovTal pe TA AVTIOTOIXG TTOOOOTG LTIOTPOTIAG Tou H.
pylori peté Bepameia ekpifwong.?’ Ta TMOCOOTG GUTE KUPGIVOVTOI YEVIKG O€
xopnAG emimeda (<10%) TOOO OTIG AVATITUYPEVEG OO0 Kal OTIG OVOTITUGOO-
HEVEG XDPES.2 AVEGAOYG €ivail KAl TG O£OOUEVG QVTIOTOIXWV PEAETMOV OTN XOPG
pog. 3" To o0volo oxedOv Twv uTTOTPOTIOV Tou H. pylori cupBaivel péoa aTov
TPOTO XPOVO KOI PGAIOTO GTO TPOTO £€GUNVo attd Tnv ekpi{won Tou HIKPO-
Biov (Ix. 3).22 Aev eival SUwG yVwOTO GV 1 UTTIOTPOTIA AUTH TIGPIOTA ETTOVEW-
@Avion TTapodIKMG KATAOTAAPEVOU oTeAéxous H. pylori, Tou Oev avixve0Bnke
OTOV OPXIKO EAeYX0, N VEQ AOIHWEN PE GUOIO 1] YEVETIKG OIGQOPETIKO OTEAEXOG
Tou pikpoBiou. O1 Aiyeg peAéTeG TTOU PE TN XPAON HOPIGKOV TEXVIK®OV OUL-
YKpivouv Ta Tipiv TN Bepameia pe Ta oTeAéxn vmoTpoTng Touv H. pylori, ei-
XVOUV OTI Ol UTIOTPOTIEG TIOU OLUBAIVOLY TIPIV TO £TOG PGAAOV TIGPICTOVV
atedids BepatmevBeioa H. pylori hoipwén evd o1 oTTOPAOIKEG LTIOTPOTIEG TIOL
TIGEOTNEOVVTOI PUETG TO £€TOG MOAVOV a@opolv o véeg Aolumderg (Mv. 1).333

MBavoi mopdayovteg mouv ouvdéovtal pe vmoTpoty Tou H. pylori petdé
Bepameia ekpilwong eivar: 1) O apiBudg Kal To €i60g TWV EQYOIOTNPIAKMY
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ABpOIOTIKO
TOo0aTé
uTToTpOTIRS 7
H. pylori (%)

01142 0/97 0/58 0/23 o/6 O3

6 -
5

0/1182
0 6 priveg 1 érog 24ém 3ém 4¢m S ém 6 étn 7 émn 8

Xpoviké SidaoTnpa HeTd expilwon

Bell GD and Powell KU. Scand J Gastroenterol, 1996,

xnpo 3.

Mivakag 1. ATTOTEAEOUATO TV HOPIOKAOV TEXVIKOV Yo Tnv §akpiBwon Tng ¢poong Tng
umroTpoTg Tou H. pylori.

Zetyn otedexav Hp L1ehéxn Hp ouliywv
<1 érog > 1 é10¢

Mehéreg Mopiakég  Ap. Follow-up ‘Opoia Avopoiar ‘Opoiar Avopoiar ‘Opoiax Avopoia

Texvikés  aoB.  (pjvec)

(n)

Hua et al AP-PCR & 9 5-50 6 1 0 2

RFLP-PCR
Xia et al RAPD-PCR 5 7-22 5 0 0 0
Langenberg et al REA 1 5 1 0 0 0 -
Schutze et al AP-PCR 2 14&43 2 0 0 0 2 0
Georgopoulos et al  RFLP-PCR 5 7-18 4 0 0 1 1 0
van der Hulst et al  RAPD-PCR 6 6-33 3 0 3 0
Mitchell et al RAPD-PCR 3 6-24 1 1 0 1
Livolo 22 2 3 4 3 0

* ue 10 0TéAexog umoTPOTIS TOU AOBEVOUS
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Sokipaoiov ekpilwong. 2) O apiBuods Kal Kuping n Béon Twv BIOTITIKOVY OeIyuG-
Twv (sampling). 3) H eumeipia yia TNV KAGTGAANAN eKTEAEON TWV EQYOOTNPIGKOV
Ookipaoinv. 4) To xpovikd onueio eAéyxou Tng ekpi{wong ko 5) H amoTteAsoua-
TIKOTNTA TOU BgPATELTIKOD OXNUATOSG (AVOEKTIKOTNTG OTNn PETPOVIOG(OAN,
apiBuds kai €idog PapPGKwY). ATIO TOUG TTAPAYOVTEG AUTOUS, KUPIOTEPOS PaivE-
Tal OTI €iVal N ATTOTEAECUATIKOTNTO TOL BePATIELTIKOV OXNUOTOG eKPifwong. H
xpnoigotioinon BepameuTIKOV OXNUATWV e LPNAN GTTOTEAEOUOTIKOTNTG (GV®
ToU 80%) OLVOOEVETON PE TTIOAD XAPNAG TTOCOOTO LTIOTPOTIG Tou H. pylori
(K&Tw TOL 5%) (ZX. 4).32

H e€ao@d&Aion emTuxolg ekpilwong Touv H. pylori, oL ETMTUYXAVETOI UE TN
XOPAYNON LPNANG ATIOTEAECUATIKOTNTOG BEPATIEVTIKOD GXAPATOS KAl TOV OKPIBN)
£Aeyxo ekpilwong Tou pikpoBiov, odnyei e TOAD XapPNAG éwg undeviké TTooO-
OTG UTIOTPOTING TOL £AKOUG, TOOO OTIG AVATITUYMEVEG OO0 KOl OTIG GVATITUC-
o0peveg XmMPeS. 4 MapoAa auTd, TTPOCEATN UETO-OVAALON AUEPIKOVIKOV UE-
AETOV OO Toug Laine kai ovv. dgixvel OxeTIK& LPNAS TTOCOOTO (=20%) uTio-
TpoTNG H. pylori apvnTik®v €AkOV peTd Bepareia exkpilwong.*’ Av Kal Ta
TAAPN Oedopéva civar akdun adnuoocisuTa, N PEAETN QUTH ATIOKGAOTITEI TN
onuaoia Tov MXAD ko mMOaveg GAAWY TTAPAyOVT®V ONPIOLEYIOG TOL £AKOUG

YAOTPONH H. PYLORI ANAAOIA ME THN AMOTEAEZMATIKOTHTA THE ©EPANEIAL EKPIZQYHE I

Ymotpomy 4o
H. pylori
oTOUG 6 Prjveg 354

25/201
u]

39/109 O1 070/131

10+

9/8
5+ 309/41100 739/839

] | ] 1 1 1 | 1 | ]
0 10 20 30 40 50 60 70 80 90 100
Expi{won H. pylori gg 1 yijva
Bell GD and Powell KU. Scand J Gastroenterol, 1996.

xfua 4.
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mou n padikn expifwon Tou H. pylori otoug ehkotrabeig, Ba emTpPéPer evoexo-
peva oto péAov pia mo §ekdBapn amoTiunon Tou POAou Toug.*
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