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Z18npomevikn avaipia

Booideiog NteAng

H a1dnpotrevikr] avaipia eivorl ouxve KAIVIKG TTpSBAnpa kail yia Tn digpevvnon Tng
eivoll ATTOPAITNTOG 0 EVOOOKOTTIKGG EAeYX0G TOU TTETITIKOV, oL TrepIAapPavel TN Yoo Tpo-
OKGTINOT, TNV KOAOOKGTINOT Kol TNV €vE00KSTINON TOL AETTTOU EVTEPOU HE KGPOLAQ.
Mopd TaUTa Og €éva TTOOOOTO 45-48% TTAPAPEVEL ASIELKPIVIOTNS QITIOAOYIOG.

H Aoipwén oré EAikoBaktnpidio Tou Tudwpou (H. pylori) eival duvatdv va cuoxe-
TICeTOI AITIOTTOOOYEVETIKA HE TIEPITITOOEIG «OOIEVKPIVIGTNGY TIGNPOTTEVIKAG AVAIHIOG;
YT &pxouv emIdNHIOAOYIKG KO BepaTTeuTIKG bedopévar, TTouv vTTOoTNPICOLY 6TI N OdIEL-
KpIvioTn o18npoTTeVIKY avaipia propel va ouoxeTiCeTan pe H. pylori Aofpw&n.

Embnpioloyikd dedopéva

O1 Choe kait ouv' og pio emdNpIoA0YIKA HEAETN amré TNV Kopéa,, TTou trepieAGppoave
937 mraudié, nAikiag 10-18 £T@V, HITTIOTWOOV OTATIOTIK& ONHAVTIKA OUOXETION TNG
H. pylori Aofpwéng pe o1dnpoTreviki avaipia, XapnAfq @eppITivi Kol XOHNAG emritreda
016fipov aTOV 0p6. ZUYKEKPIHEVA o€ TTaudIG pe H. pylori dofpwén n emiTTwon Tng oi-
dnpotevikiig avaupiog fTav 44,8%, TnNg XapnAns @eppITivig 29,5% Kol TOL XapnAoL
016fpov 35,3%, evdd og TTadIG Xwpis H. pylori Aoipwén Arav 20%, 19,2% kai 19,4%
AVTIOTOIYO.

e &AAnN emdnpioAoyikr] PEAETN, Tou TrepieAGpBave 220 e@rjfoug abANTEG, ol
Choe kai ouv? diatrioTwoav oe £pneg aOARTPIEG OTATIOTIKG ONPOVTIKI) CUCXETION
peTadl 016npoTTevikig avaipiog kai H. pylori Aofpwéng. Zuykekpipéva ) eTITTWON TNS

FaoTpevTePoAGYos, AvaAnpwTrg AlevBuvTig FaoTpevrepoAoyikol Turjpartog, INA «I. FevvnpoTdgy
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016npoTTeVIKAS avaipiog ATav 13,9%, evad oTig aBAATpIES Xwpig H. pylori Aoipwén ATav
3,3%. H ovox£tion auTr], Spwg dev S1amoTddOnKe 0TOUG Appeveg ABANTES. O OXETIKOG
Kivduvog yio avamTuén o16npoTevikig avaipiag og H. pylori(+) aBAfTpieg ATav 2,9. H
ekpiCwon Touv H. pylori odnyoloe o€ BeATiwon TnNg 016NPOTTEVIKAG aVAIPIOG.

EmidnpioAoyikf HEAETN atré TV AAGoKO® KaTadelkvier 0TI og TTaudIG 1-6 €TV 1)
H. pylori Aoipw&n oLvoXeTICe T OTATIOTIKG PE OIONPOTTEVIKI] AVAIPICN KO XOUNAR Qep-
pITivn. Ze Toudi& 7-11 eTdV givar Tapdrywv KivoOvou yia availpia kail aidnpotrevia. Ta
bedopéva atré 7462 karoikovg Twv HIMA? deiyvouv 611 n H. pylori Aofpwén ovoxeTiCeTa
pE peiwon TG @eppITivng KaT& 13,9%, av&non Tng emMTTWONG TNG OIONPOTTEVIKIAS
QVAIPIOG KOTG 2,6 (pOpPES KAl TNG 010npoTreviag KaTd 1,4 opés.

O1 Milman ka1 ouv,® og pia emdnuIoAoyikr HEAETN TTOL apopoloe 2794 Aavolg
eVAAIKESG, BIATTIOTWOOV ONUAVTIKG XOUNASTEPO £TTITTEST PePPITIVG 0 GVvOPES KOl
yuvaikes pe H. pylori doipwén (114 mg/dl kai 63 mg/dl avTioTorxa) oe oxéon pe GTopa
Xwpig H. pylori Mofpwén (120 mg/dl kon 77 mg/dl avrioTorya). H H. pylori Aoipwén ai-
Eave kaTd 40% Tov kivbuvo yia @eppiTivi <30 mg/dl, eved dev SiamoTdOnke diapop&
OTNV EMMTTWOTN O16NPOTTEVIKIG AvaIPiaG. Mopdpoia dedopéva TTpoékupay Kol aTré pic
emdNpIoAOYIKN peAEéTn o€ 1806 eviidikeg Meppavovs.c Atopa pe H. pylori Adofpwén eiyav
XopnASTepa emieda peppiTivig (54,5 mg/dl og oxéon pe apvnTikovg oL eixav 63,8
mg/dl). H H. pylori Moipwén ouvdéovTav pe peiwon Tng geppITiving kaTé 17% ko dev
ovoxeTi{éTav pe To Cag A status.

BéBaua vtréipyouvv Ko Tpeig emdnpIoAoyIkEG peAéTeg amé Tnv Kopéa, T Néa
ZnAavdia kon Tnv IToAfa amré TIg oTroieg dev TPOKUTITEI BETIKA OLOXETION PETOAED H.
pylori Moipwéng ko o1dnpoTreviag fj o16nPOTTEVIKAG avaIpiog.

OgpamevTIKG Sedopéva

YTTooTNpIKTIK& TNG aiTIoTTaB0YeveTIKR G oLOXETIONS H. pylori Aofpwéng ko a1dnpo-
TIEVIKAG QVAIHIOG £ival Tor SeSOPEVA AT TNV OVTATTOKPIOT TTEPITITOOEWY OOIEVKPIVI-
0TNG o18nNpPoTTEVIKAG avalpiag og Bepatreia ekpiCwong Tov H. pylori. e 27 aoBeveig’ pe
adievkpivioTn o1bnpoTrevikn avaipia kot H. pylori Aofpwén xopnynonke pévo Beparreia
ekpiCwong. H avaipia aroKaTaoTéONnKe eviég 6-24 unvadv o€ 6A0VG TOUG AOBEVEIG
0L £MITEVXONKE eKpiCwor Tov H. pylori kon g kavéva aré TOUG 3 AOBEVEIG TTOL dev
ekp1{wBnke To H. pylori. TavTéxpovn xoprynon Bepatreiog ekpidwong kai Evapén
BepaTreiag pe ofdnpo amé Tou OTOHATOG ETTIPEPEI TAXEIX ATTOKATAOTAON TNG OIHO-
OQaAIPIVNG Og PUOIOAOYIKG ETTITTED, O€ TEPITTITOOEIG AOIEVKPIVIOTNG T16NPOTTEVIKAS
avaipiag ouvdeduevng pe H. pylori doipwén. H xopriynon pévo aidripouv €xer mrwxi
QAVTOTTOKPIOT TTOL BEATIOOVETOI PE TNV ekpilwan Tov H. pylori.®
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XIAHPOTIENIKH ANAIMIA

H. pylori yaoTpiTiSa odpaTtog oTopdyov

TIL-6 J yaoTpikAg 0€0TNTOC J aokopPBikol o&éog
Mapaywyr Hepcidin Mn avaywyn Mn oxnuatiopd SIaAuTwv
amé 1o ATap Fet++ o¢ Fet++ OUUMAEYPATWY Fe+ ++

Meiwpévn amoppopnon avépyavou ci16jpov
(>80% TOUL 0161}POV TWV TPOPWV)

Ixfpa 1. Meiwpévn amoppdpnon aidripov ouveTreia Tng Xpoviag H. pylori yaoTpiTidos.
MaBoyéveia

O1 TTHBOYEVETIKOI PNXOVIGHO!,® TTOL PaIVETOI VO EUBVVOVTAI YIO Tr OUVOESHEVN

pe H. pylori Moipwén o1dnpoTreviki avaipia, givai:

o) AavBGvouoo aTTOAEI aipaTog ASyw Xpoviag SIaBpwTIKAS YaoTpiTISaG.

B) Meiwpévn aroppdpnon o16pov cuveTeinr TNG XPOVIOG YOOTPITISOS KAl TG OU-
voboU utro/ayAwpudpiog (XxApa 1).

Y) Av€npévn TpéoAnyn kai katavéAwon o1drjpov atd To EAikoBakTtnpidio Tou
TUAwpOoVL. To H. pylori xpei&leTan oidnpo yio va avamrTuxOei.t 1" auTd SioBETE!
TpwTEivN opoiGlovoa pe Tn peppiTivn (PFr), TTou o péAog Tng paiveTal va eivai
N oroBriKeLOT avENpEvwY TToooTATWY C16Kpov. ETriong gépel Yovidio puBpIoTIKG
NG TPSoAnYng o1drjpou (Fur) ko €161k6 vTroSoxéa yia TPpSoAnYn o16fpov amrd
TN AaKTOQEPIVN.

ZupmrepdopaTa

O1 TTePIOTOTEPES ETMIONHIOAOYIKEG HEAETEG LTTOOTNPICOLV TNV AITIOTTAOOYEVETIKI
ovox£Tion Tng H. pylori Aofpwéng pe Tnv adievkpivioTn o1dnpoTrevia kal o1NPOTTEVIKI
avaipio.
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Agbopéva HIKP®V PN TUXXIOTTOINHEVWV GEIPWVY AOOEVAOV KOI SUO TUXAIOTTOINHEVWY
peAeT@V befxvouv BeATion Tng o16npoTrevikAg avaipiog HeT& oTrd ekpilwon Tov H.
pylori.

KOp1og TToB0oYeVETIKOG UNXOVIOHGG @aiveTal va eival ) Sucatroppdéepnon Tou
o16rpov.

To avammGvTnTo EPATNUA Eival YIOTI éva EAGXIOTO TTOOOOTO GOBev@V pe H. py-
lori Aoipwén avorrtiooer odnpoteviky avaipio. MeANOVTIKEG peAéTeG eATTICoupE var
QATTOVTHO0LY OTO EPWTNHO.

H TeAiki] pag oboToon ival 6Tl 08 ave&ynTn, AVOEKTIKN OIONPOTTEVIKI] avAIpia,
OV £Xel YiVEl EVOOOKOTIIKOG EAEYXOG OAOKAPOL TOU TTETTTIKOV OWARVQ, B TTPETTEl VO
diepevvaTan n mOavoTnTa H. pylori Aoipwéng kol va BepatredeTal.

BIBAIOTPA®DIA

1. Choe YH, Kim SK, Hong YC. The relationship between Helicobacter pylori infection and iron defi-
ciency: seroprevalence study in 937 pubescent children. Arch Dis Childhood 2003;88:178.

2. Choe YH, Kwon YS, Jung MK, et al. Helicobacter pylori-associated iron-deficiency anaemia in
adolescent female athletes. ] Pediatrics 2001;139:100-104.

3. Baggett HC, Parkinson AJ, Muth PT, et al. Endemic iron deficiency associated with Helicobacter
pylori infection among school-aged children in Alaska. Pediatrics 2006;117:396-404.

4. Cardenas VM, Mulla ZD, Ortiz M, et al. Iron deficiency and Helicobacter pylori infection in
the United States. Am ) Epidemiol 2005;163:127-134.

5. Milman N, Rosenstock S, Andersen L, et al. Serum ferritin, haemoglobin and Helicobacter
pylori infection: A seroepidemiologic survey comprising 2794 Danish adults. Gastroenterol
1998;115:268-274.

6. Berg G, Bode G, Blettner M, et al. Helicobacter pylori infection and serum ferritin. A popula-
tion-based study among 1806 adults in Germany. Am ] Gastroenterol 2001;96:1014-1018.

7. Annibale B, Marignani M, Monarea B, et al. Reversal of iron deficiency anemia after Helicobacter
pylori eradication in patients with asymptomatic gastritis. Ann Intern Med 1999;131:668-
672.

8. Valiyaveettil A, Hamide A, Bobby Z, et al. Effect of anti-Helicobacter pylori therapy on outcome
of iron-deficiency anaemia: A randomized, controlled study. Ind ] Gastroenterol 2005;24:155-
157.

9. Dubois S, Kearney D). Iron-deficiency anaemia and Helicobacter pylori infection: a review of
the evidence. Am J Gastroenterol 2005;100:453-459 .

24



