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O¢gpartreia

XwTtnpio§ [ewpydTouvAog

Ta 600 TedevTaia xpovia Oev €xel onuelwBei onuavTik TPO0O0G oTOV
Topéa TNG BePaTEVTIKAG AVTIMETOONS TNG Aoipwéng amd H. pylori' ‘Ouws,
6nuooiebnke TTPOCPATA TO TTANPES KEUEVO TOL avabewpnuévou EpwTaikol
Maiciov Xupgwviag (Maastricht 2-2000) pye To oTioio €I0GyeTal N £vvoIa TNG
“Bepameiag- TakéTO” Tov H. pylori, 6TTIoL TIEPIYPGPOVTaI TALTOXPOVA N Bepa-
meia TPMOTNG Kal n Beparmeia 6e0TEPNG YPOUUNAS TOL piIKPoBiov.2

Khaoikég Beparreieg — To mpobAnpa TG avroxig

H Bepameia mp®dTNG YPOUUNS TEPIAGUBAVEL TN XOPAYNON GVOOTOAER TNG
avTiiag mpwTovinv (PPI) i kitpikov Biopouvbiov paviTidivng (RBC) oe cuvoua-
opd pe 10 avTiBioTIKO KAapiBpopukivn (CLA) kai éva amd Ta avTIBIOTIKG
apoéuanivn (AMO) 1 petpovimidaldin (MET)® (ExApa 1). LTI TIEQITITOOEIG
amoTuxiag Tng Bepameiag MPMTNG ypouung (Tepimou 20%) epapudleTarl dio-
6oxiké n Bepameia 6e0TEPNG YPOUUAG TTOL TIEPIAGUBAVEI TOV TETPOTIAG GULV-
6uaopo PPl odGTwv BiopouBiou (BIS), petpovidaldAng kar TeTpakukAivng (TETR)
OTIWG TIEPIYPAPETAI KOl 0TO TPOTO EupwTmaikd MAaioio Tupewviag (Maastric-
ht-1996)* (Ixfjua 1).

AievBuvTtig faoTpevTepordYog, ‘Ouhog laTpikod ABnvav, Khivikr M. Gairfpou
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Ixfjpa 1. "Mokéto Bepameiag”: Maastricht 2-2000.

‘Opwg oTo Keipevo Tou avabBewpnuévou MAaiciov Lupewviag LTTGPXEl Eva
OXONO OUPP®VA Pe TO 0Toi0 0 cuvOvaouods Twv avTiBIoTIKOV CLA-AMO oTa
OXAUOTG TPOTNG YPOUUAS Eival TPOTIHOTEPOSG Tou cuvovaouold CLA-MET,
6101 guvoei mMBavéa TNV emiTeLEN KOAOTEPWY TTOCOOTOV €Kpilwong Tou H.
pylori pe To TeETPATAG Ooxfjua 6e0TEPNG Ypapung.? H &moyn auTr) otnpileTan
otnv mBavédTnTa avamTuéng LPNAGY TTOCOOTOV OEUTEPOYEVOUS OVTOXAG TOU
H. pylori oto avTiBloTikd MET petd Tnv e@appoyr Tou ouvovaouod CLA-MET.
H avtoxr) otn MET egival SuvaTov va eTTNPEGOE ApVNTIKG TNV OTTOTEAECUOTI-
KOTNTG TOU TETPOTAOLU OLVOLOOUOD OEUTEPNG YPOUUAS TIOU MG YVWOTOV
mepidapBaver To avTiBioTIkKG auTo. MpdypaT, TPOOEATEG PEAETEG HEiXVOLV
uPNAG TocooT& avToxng Touv H. pylori ota avTiBioTikG CLA kot MET peté Tnv
£OPPOYA TOL cLVOLAOPOL OpeTPA(OANG (OME), CLA kot MET (OCM-7) aAA&
Ox1 peTé TNV g@appoyn Tou cuvduaopold OCA-10% (Ixnua 2). Kat' akolou-
Biav, Ta MooooTG eKpi{wong Tou H. pylori pe To TeTpamAd oxfua OelTeEENG
YPOuUNS gival TOAD uPNAOTEPQ OTaV WG BepaTeio TPMOTNG YPOUUAG XPNOILOTIOIE-
To1 0 TPIMAGG ouvduaopog OCA-10 apa o cuvdvoaoudg OCM-75¢ (IxAua 3).

MeT& Tnv gpappoy TNG TPOTEIVOPEVNS Ao To Maastricht 2 “Bepameiag
TOKETO”, ekpi{won Tou H. pylori eMTLUYXGVETAI GTO GUVOAO OXeOOV TWV TIEI-
MTOOEWV (%98%).” OaiveTal MAVT®WG OTI yIG TV €TITELEN LPYNAOL GLVOAIKOV
T0000TOU eKPi{wong Tou H. pylori Tn PeYaADTEPN ONUAGIQ EXEI N GTTOTEAEGHO-
TIKOTNTO TG BepaTeiag TPHOTNG YPouUNS (IxNua 4). 16avikr Bepameia Tou H.
pylori pémel va BewpeiTal N amoTeAeOPATIKOTEEN BepaTeia TPMOTNG YPAUUNG.8
ALOTUXMOG OPWGS Ta eVOXPPUVTIKE ATTOTEAEOUOTG TWV TTPOTWV KAIVIKOV JeEAE-
TOV yIa TI§ Bgpateieg MTP®OTNG Ypapung oev gaivetal va emBeBai@vovTal amo
TIG PeTOYEVEOTEPES. Y10 "Evag TTap&ywY €iVal N CUPHOPP®ON TWV acBevdv TTou
eUQaVICETAI PEIMPEVN OTAV TO OXAUOTA OUTG XOPNYOUVTaI TNV KAIVIKH TIP&EN
0ot OXEON PE T XOPAYNON TOUG OTG TAGICIO KOAG OXEOIGOPEVWOV KAIVIKGOV
peEAETOV."" AAOG ONUaVTIKOG TTaP&YwV Eival N OUVEXMG OUEAVOUEVN GVTOXI)
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Ixfpa 2. "Aeutepoyevig' avToxn H. pylori.
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Ixipo 3. AmoteAéopaTta Bepameiog 27 yoopung.

Tou pikpoBiov oTo avTiBioTIKO CLA TIOU TTAPATNPEITAI Ta TEAEUTOIO XPOVIG
oTig OUTIKEG X®PEG Kal 1dlaiTepa oe eprBoug kon maidid'>"? (Ixnua 5). H CLA
amoTeAei Baoikd avTIBIOTIKO OTO OXAPGTA TIPOTNS YPOUUnS Bepareiag Tou H.
pylori xan eival yvwoT1d 6T n avtox Tou pikpoBiov otnv CLA pei®dvel Tnv
OTTOTEAEOPATIKOTNTA OAWV TV OXNUATWV (TTPMTNG Kol OEVTEPNS YPOUUNS)
Tou TEPIEXOLV TO avTIBIOTIKG auTO.'*> "ETol Aoimov o1 mpoomiébeleg Twv
EPELVNTAV, TA TEAELTAIG XPOVIO £XOLV OTPAEEi oTNV avadtnon aliIdmMoTwV
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Ixipa 4. 16avikn Bepomeia H. pylori: H amoTeAeopaTikdTepn Bepameia 17 ypoppng.
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Ixfpo 5. Emokomnnon avroxng H. pylori otig HMA.

“eVOANGKTIKOV” BEPOTIEIOV TTPMOTNG YPOUUNS TToL va cuvouG{ouv TNV LPNAN
OTTOTEAEOUATIKOTNTA pe TNV umépBaon TG avoxng oTa avTIBIOTIKG Kol TNV
KOAOTEPN OLPPOPPWON TWV OCBeVOV (OTTAG HOCOAOYIKO OXAUG, AIYOTEPES
TIOPEVEPYEIEG).
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EvoAXokTIKEG Oeparreieg

EvaAakTikéG Bepatieieg TPMOTNG YPOUUAS TTOL £XoLV OOKIOOOET TG TEAEL-
Toia XPOVIG OTO TAGICIO KAIVIKOV PEAET®V | oTnv KAIVIK TIPGEN eivar: o)
IvwoToi ouvéuaopoi @appdkwv: TeTpamAd oxnua (Quadruple), TpomomoINué-
vo TeTPamAS oxApa (PPl+kapouvla “Helizide”), 6) “AAAol ouvéuaopoi yvwoTodv
@appakwv: TETPaTAO oxnua Bpaxeiag diGpkeiag (PPl ) RAN-MET-AMO-CLA,
yia 3-5 pépeg) Y) ZuvBuaopoi VEwV QOpPUAK®Y: veOTEPNG YEVEGS KIVOAOVES,
@ouvpalohibovn, ecabet sodium. ATé Ta oxAuaATa QUTG TO KAQOIKG TETPATIAG
(“Quadruple”) xapokTnpileTar amd vPnAr) ammoTeAeopaTikKOTNTA (87% otnv ITT
Kol 92% otnv PP av&ivon) koi oxeTikr) vépBaon Tng avtoxng otnv MET.'
YUvoOelETOI OPWS OTIO ONUAVTIKO TTIOCOOTO avemBOUNTwWY evepyel®v (>50%)
KO £Xel TTOAOTTAOKO OOGOAOYIKO OXNUG, TTAPGYOVTESG TTOU 0ONYOUV O PEIOPEVN
OLUHOPPWON Twv aoBevmdv oTnv KAIVIK TTP&EN." Etiong mpoo@aTeg KAIVIKEG
peAéTeG Oeixvouv GTi Oev SIOQPEPEI CNUAVTIKG WG TIPOS TNV OTTOTEAECUATIKOTN-
Ta amd Tov TPIMAG cuvduvacopd PPI-CLA-AMO mou amoTedel Tnv Tpéxouoa
Bepameia MPOTNG Ypouuns Touv H. pylori'®” Me To Tpomomoinuévo TeTpamAd
OXNUa ETIXEIPEITAI ATTAOVGTEVON TOU OOCGOAOYIKOU OXUOTOG TOU TETPATIAOD
ouVOLAOPOL pe TN dnuiovpYia TNG HOVOKAPOUAGS TPITTARG Bepameiag “Helizide”,
mou Trepiéxel padi To o€eibio Touv Biopoubiov kar Ta avTiBioTikG MET kar TETR
(Bi,O, 40 mg, MET 125 mg, TETR 125 mg). H povokd&ypouvla xopnyeital oe
660N 3x4 nuepnoing oe cuvouvaouod pe PPl 1x2 nuepnoiws.' H Bepameia auTh
xapakTnEiCeTal amd vPnAn amoteAeopaTikOTNTA (93% ITT, 97% PP), umépBa-
on Tng avTtoxng otn MET (95% oTa guaicBnTa, 99% oTa AvOEKTIKE), XOUNAS
TO000TO 00BaPOV TTOPEVEPYEIDV (6,8%) KOI IKAVOTIOINTIKI CUUUOPEWON TWV
00Bevav.”? Aev Sia@épel TTAVT®G ONUOVTIKG oo GTIOYN OUVOAIKNG OTTOTEAE-
OPATIKOTATAS OO TO TPITMAG oxua TPMOTNS Ypauuns (OAC-10) mapdio mou
ePPaviCel oNUAVTIKG LPNAOTEPO TTIOCOOTG eKPI(wonNg OO auTO EvavTl TV
avBekTiIk®V oTnv CLA oTeAexdv.?’ DaiveTal AOITTOV OTI 1 JOVOKGWPOULAD TPI-
mANG Bepameiag pmopei iowg va amoTeAéoel PEANOVTIKA a&IOTIOTN EVOAAOKTI-
K ADON OTO OXAPATO TIPOTNG Ypauuns BepaTeiag Tou H. pylori, duwg mpéel
VO TIEPIPEVOUPE TO ATTOTEAEOUOTO TNG EQOPUOYAS TNG OTNV KAIVIKA TTRGEN. To
TeETPATAG oxrjua Bpaxeiag didpkeias (3-5 nuépeg) pe ouvbvaoud PPl A paviT-
6ivng (RAN) ka1l 6Awv Twv TPIOV avTIBIOTIKOV TOU XPNOILOTIOIo0VTAl OTN
Bepameia Tov H. pylori (MET-AMO-CLA) 6ev vmiepTtepei évavTi Tou OAC-7
aTd GTOYPN OTTOTEAECUGTIKOTNTOG KOl OVOXAG £XEl OUWG XOUNAOTEPO KOOTOG.?!
MapdAa aUTG N XPNOIPOTIOINON TTOAA®Y OIGPOPETIKOV GAPUGK®OV KOI I ONUO-
vTIKN emmidpaon Tng avtoxng otn MET oTnv OmMOTEAEOUATIKOTNTO TOU OXIUG-
TOG TO KOBIOTOOV eAGXIOTO EAKVOTIKG 0TV KAIVIKA TTPGEN. EvBappuvTiké e€GANoL
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€ival TO TIPOKOTOPKTIKG ATIOTEAEOUATA OTIO TNV EQOPUOYN TWV KIVOAOVV 47
Yeveds oTa oxApata Bepameiag TPMOTNG YPaUng Tou H. pylori. Ta e&ppoka
auTd gp@avi(ouvy e€aIPETIKA amOTEAEOPATIKOTATO €T Twv Granmy, TwV avoe-
POBiIwV oAG kal opiopévwv Gram* pikpoBiwv. Kopiol ekmpdomTol auThg TNG
KaTnyopiag @apudkwyv eival n AeBoeiofaocivn (Tavanic) kar n Moéipro&aaivn
(Avelox). Ta mocooTé ekpilwong Touv H. pylori pe Ta &PUOKG auT& OE GLV-
6vaopo pe PPl kat AMO 13 CLA avtioToixa avépxovtal ato 90% (ITT).222
TéNOG, WG EVOAMOKTIKO oxApa Oe0TEPNS YPOUUAS £XEI XpnolpoTioinBei TTPOoPa-
TO 0 oLvOLAOUOS TavTOTIPACOANS, pIYapTikivng 300 mg kar AMO (RAP-10)
pe KoAOTepa amoTeAéopaTa (86,6% £vavTi 66,6%, ITT) kKol XapunAdTEPG TTOCO-
oT1& mapevepyeldv (11% évavTt 47%) amd Tov TeTPATAG ouvovaoud.?

2UPTTEPOIOHO

To “makéTo Bepameiag” Tov Maastricht-2 amoTtelei emi Tou TapdvTog TOV
xpuod kavéva (gold standard) oTn BepameuTik avTIHETOTION TNG AoiUWENS
a6 H. pylori. Opwg To PEAAOV TV TPITAOV OXNUAGTWV TIPOTNS YPOUUNS (Ko
GPO N OLVOAIKI] OTIOTEAECUOATIKOTNTO TG Bepateiag) diaypapeton (0pepod
AOYw kupiwg TNG diapk®g avfavopevng avtoxng otnv CLA ibiaitepa oI ved-
TEPEG YEVEES. TO YEYOVOG QUTO KABIOTG ETTAKTIKI TNV GvVAYKN OWOTNAS XPNOI-
pOTIOINONG TOL POPUGKOL GUTOU OTG OXNUGTC TIPWTNG YPOUUNS (OTIS OWOTEG
600¢ig, yla emapkég didoTnua Bepameiag, pe KatdAAnAo ouvvduaoud: dnAadn
PPI-CLA 500-AMO 1000 x2, yia TouAdxioTov 10 nuépeg).”” Ta eVOANGKTIKG
OXAUATA TTIPMTNG YPOUUNG Oev QaiveTal va ammoTeAovv 16avikr Adon. Ta véa
@&ppoka (“Helizide”, kivohdveg vedTepng yeveds) xpeld{ovTal TEPICOOTEPES
LEAETEG. To TIESIO TTOPOPEVEL GVOIXTO OTNV £PELVA YIO UEAAOVTIKEG KOl EVOEXO-
peva “Avoitedeis” Bepareieg OTwg ol e10Ikég Bepareieg pe yovidlokd mpoaodio-
PICLEVO APUOKG (gene targets), TTPOBIOTIKE, GVTI-TIPOOKOAANTIVEG KOl (PUOIKG
To guBoAio évavTi Tou H. pylori ov iowg amoaA&Eer amd T Aoipwén TIg
vedTEPEG Yeveég. 2o
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