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KPATAK CALIP?KAJ

Helicobacter pylori (H. pylori) konoHu3yje cny3HuLy enyla KOA OKO MONoBKHe CBETCKe nonynauuje. YNKyC AyoaeHymMa jaBrba ce
koA, 15-25% vHGULMpaHux ocoba, ynKyc xenyua ko 13%, a aneHoKapuMHOM xenyua koa 1% nHduurpanux ocoba. MatoreHesa UH-
dbekumje ca H. pylori 3aBrcy o BUPYNeHLje v natoreHoCTv bakTepuje, dakTopa cpefrHe (X1rnjeHcke 1 qujeTeTcke HaBuke, CTpec)
1 0cobuHa gomahmHa (CTapocT, non, KpeHa rpyna). EdrikacHy KonoHm3aumjy cny3HuLe xenyla omoryhasajy noKpeT/brBocT bakTe-
pvije, nvnononucaxapuam (LPS) n eH3vimn 6akTepuje (MPOTEONNTHYKI eH3MK, KaTanasa v Cynepokcua-ancMyTasa). Gaktopu Koju
13a3viBajy owTeherbe CNy3HMLE XenyLa, a Hanase ce y camoj 6akTepwju, jecy: LPS, Bakyonu3aumoHu LMTOTOKCUH (vac A), npoTeunH
YAPYKEH Ca UMTOTOKCUHOM (cag A), NpOTeNHM TOMOTHOT CTpeca U GakTopy xeMOTaKCe v akTuBaLmMje neykouwnTa. H. pylori Hacerba-
Ba CY3HULLY XenyLa 1 30He eKTOMMYHOT enuTena xenyua. Vinpekumja ce npeHocu opanHo-opanHumM, GekanHo-0panHUmM 1 jaTpo-
reHVm nyTem (y ToKy eHaockonckor nperneaa). akTopu pusmka 3a Wwuperbe HGeKLmnje Cy HU3aK CoLmjanHO-eKOHOMCKM CTemneH
pa3Boja, HeaieKBaTHM XMIMjeHCKI YCIIOBM XKIBOTA, XKMBOT Y 3ajefiHNLM, KAO ¥ KOH3yMUParbe XMIMjeHCKI HencnpasHe BoAe 3a nuhe.
AKYTHM racTpuUTUC 13asBaH H. pylori je cynepdulivjanH naHracTpUTHC KOju NoCe ceflam A0 feceT AaHa Npenasu y BULLIEroanLHbY
XPOHWUHY da3y. [lyrotpajHa nHdekumja ca H. pylori foOBOAW 10 NojaBe aTpoduje Cy3HuLE Xenyla 1 HaCTaHKa MHTECTVHANHe MeTa-
nna3uje. DakTopu Koju 1Majy yT1UAja Ha ucxon nHdekuwje ca H. pylori, a Koju cy Ao cafia AedrHUCaHW, jecy: bakTepujcKu Coj, AMCTpU-

Byumja racTpUTUCa, KMcena cekpeLja xenyua n atpoduja Cy3HULE XenyLa.
KrbyuHe peumn: Helicobacter pylori, natoreHesa, BUpyneHuuja, yikyc, aieHokapLHOM

YBOJI

Mudexunja ca Helicobacter pylori (H. pylori) je manac
MoX/a Hajuemrhe nHPEKTUBHO 000/beEbe Y CBETY — IIpe-
BareHuuja nHdexIyje je oko 50% yKyIrHe momynanuje.
Kop Behure ocoba nudeximja ce jaBpa 6e3 cumnToma,
a.caMo KoJi Matber 6poja ocoba pa3Bujajy ce yIKyc fyoge-
HYMa, OfJHOCHO JKeTTy1la, MyITU(POKYCHM aTPODIYHI Ta-
CTPUTHC, aTleHOKapLmHOM 1y B-henujckn mumdom sxe-
nyna. [Tatorenesa mudexunje ca H. pylori 3aBucy ox Bu-
PYy/IeHIIMje U ITaTOreHOCTY 6aKTeplje, paKTopa CpefyHe
(xurujeHcke u gMjeTeTCKe HaBUKe, CTPeC) ¥ 0COOMHa [10-
mahuna (cTapocr, non, kpBHa rpyma) [1, 2].

OAKTOPHU BUPYTEHIIMJE BAKTEPUJE

3HavajHy yory y marorexesu nndekunje ca H. pylori
MMajy, YCIOBHO PedeHo, fiBe rpyte ¢axropa. IIpBy rpy-
ny 4iHe paKTOPY HEOIXOAHU 3a epUKaCcHY OakTepu;j-
CKY KOJIOHM3aLijy CITy3HMIe ¥ IPeXMB/baBambe 6aKTe-
puje y >xenyuy (Ha mpumep, ypeasa, HOpuHH, ¢iarese).
Y npyry rpymy yopajajy ce hakTOpy IO KOjIMa Ce pasin-
Kyjy cojeBu H. pylori, mpe cBera, BAKyOIM3aI[MOHN L{1-
TOTOKCUH (vac A) 1 IPOTeNH YAPY>KEH ca LUTOTOKCH-
HOM (cag A), a HajBepoBaTHM]je Cy OATOBOPHU M 3a pas-
JIMYUT UCXOf, MHeKIMje U KIMHIYKY CIUKY 000/berba
(1, 3].

IMokpermusoct (Motunurer) H. pylori y >xemyna-
YHOM COKY U MYKYCY je HEOIIXOaH 3a MHAYKLU)Y U Ofp-
)KaBalbe KOJIOHM3aIMje CTy3HMLe Keny1a. Iby omoryha-
Bajy cnmpaaHy o0k 6akTepuje 1 yHUNomapHe ¢rare-
ne [2]. ®narene omoryhasajy npogop 6akrepuja Kpos
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MYKYCHU CJI0j !l CMalbyjy e(DMKaCHOCT yK/Iamama 6aKTe-
puje 13 >Kemylia mepucTanTuKkoM [1, 2].

Ypeasnom akTuBHouhy 6akTepuje ypeja ce pasmaxe
Ha aMOHWjaK U yI/beH-AMOKCUA. Ypeasa H. pylori je no-
Ka/IM30BaHa I y LMTOIIa3Mu OaKTepyje U eKCTpaLeny/i-
Ho. YHyTaphenujcka ypeasa mtuty 6akTepujy of Kuce-
JIOT cafprKaja sxenyLa noseharmweM BpeJHOCTH epuIIa-
3marckor pH 1 MeMOpaHCKOT NOTEHIMjaa ¥ CTUMYIIU-
Ille CMHTe3y IPOTeNHa y Kucesoj cpeayuu. Barnhenmjcka
ypeasHa aKTMBHOCT JOBOAY O CMambeiha KUCETIOCTH ¥
MUKpOCpennHM 6aKTepuje U Ha Taj HauMH joj omoryha-
Ba IPEXMB/baBambe Y KUCEJIOj CPeIHM JKelylia U KOJIOo-
Husanyjy enurena [3]. YpeasHna akTuBHOCT 6aKkTepuje je
HEOIIXO/IaH YC/IOB 3a Pa3Boj XpoHM4He nHbpekuuje [1].
MexaHu3Mu KojuMa aMOHMjaK, Koju je ocnobohen ype-
asHOM akKTyBHouIhy 6akrepuje, foBopn g0 ourrehema
MYKO3€ XKe/ylia jecy cMameme ogbpambennx pyHkunja
enuTeNa, Mojadyame JejcTBa vac A TOKCMHA, aKTUBaLyja
nonuMopdoHykreapHnx neykonura (PMN) u daronu-
T4, CTUMYJIal{Mja IPOU3BOAIbe LINTOKMHA, MHXNOUIUja
ocnobabama coMaTocTaTIHA M3 aHTPATHE CTy3HMLE JKe-
Nylia U MHAYKOBame arnonrose [3].

[TporenHy HoBe3aHM ca UUTOTOKCMHOM Ha3UBajy ce
apxesunu. H. pylori mokasyje Tponnsam mpu n36opy mo-
MahI/IHa, Kao ¥ TKUBHU TpOIIM3aM. 3a HOCTOjaH)e TKUB-
HOT TPOIM3Ma OATOBOPHM CY aiXe3UHU, IPOTEUHI JIO-
Ka/IM30BaHY Ha MOBpIInHY 6akTepujcke hemmje xoju cy
JIMTaHAM 32 pelLienTope Ha enuteny fomahnHa u urpa-
jy ynory y npmuspurhnBamy 6akrepuje 3a ClTy3HULLY XKe-
nyna [1].

JInmononucaxapup (LPS) ce manac cMaTpa mpumap-
HuUM (aKTOpoM BUpY/IeHLMje Yy TOKy MHpeKLuje ca
H. pylori. LPS ce Be3yje 3a TaMuHUH (IPOTENH eKCTpa-
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L[e/TY/IHOT MAaTPUKCA) U JOBOZM [0 C/1ab/berba FeroBe MH-
Tepakxiiyje ¢ MHTETPUHCKUM pelieniTopuMa henmja cy-
3HuIe xenyua. OnurocaxapujgHy feo TIMKOIPOTEeNH-
ckor mMosekyna LPS ydecTByje y mpernosHaBamy hennja
CIysHMLe KenyLia 1 oMoryhaBa azgxesujy 6akrepuja Ha
henuje nomahnna nyrem peuenropa na hennjckoj mem-
6pann. LPS Takobhe peMeTV MaKpOMOJIEKYJICKY CTPYKTY-
Py MyliMHa, YuMe oMoryhasa npogop 6akrepuje Kpo3
MYKYCHU CJ10j, @ CTUMYJIVIIIE M CeKPeLyjy IeICHHOTeHa
Ul 1beTOBY KOHBEP3Ujy y MencuH [4].

EnsuMu Kataznasa 1 CyHepoKCUJ-fUCMYTa3a HeyTpa-
JIUIIY JIejCTBO CyNEepPOKCUJA U IEPOKCHJA KOje CTBapa
PMN, TOKCMYHUX NPOAYKaTa KOjU NOBOJE IO OKCHJIA-
IYIOHOT YHMIITaBaba TNIN/A Y PYTUX OMOXEeMIjCKIX
KOMIIOHeHTU bakTepuja [1, 3, 4].

Kokonnse dopme H. pylori, buonourkm 06mmx 6axre-
pMja y HETIOBO/BHYIM YCTIOBYMIMA CIIOJbAIlIbe CPeNVIHE, Ha-
CTajy y YCIOBUMa CMaberha HyTPUTUBHUX MaTepuja (y
BOJIY), M3/IOKEHOCTU AaHTUOMOTUIIVIMA U IIPOAYIKEHO]
MHKYyO6anuju.

daxTOpy BUPYIEHIIVje Cy ¥ TOKCMYHY eH3UMM — Hoc-
¢donnmnaza A2, pocdonumasa Cu ankoxoaHa fexuppore-
Hasza. Pocdonnnasa A2 u pocdonumnasa C gosose 1o me-
rpajanuje MykosHe 6apujepe ca IOCIeANIHIM 0C/I00a-
hamwem apaxnyoHCKe K1ceTnHe ¥ HACTAHKOM JIeYKOTPU-
jeHa M UTOKIHA, YCIIeN Yera HacTajy nopemehaj Mukpo-
LUPKYy/Ialllje M MICXEMMjCKa HEKPO3a TKMBA. Y TOKY Me-
Tab0/MM3Ma YI/beHNX XUJ[PATa aJTIKOXO/THA JIeXUPOreHa-
3a IOBOAIM JIO HACTAHKa alleTa/lfex1ja, Koju cipedaBa
oOHaB/barbe enurena [1, 4].

ITporeomntiuknu ensumu H. pylori pasnaramweM riu-
KOIIPOTENHA [JOBOJIe [0 Crab/beba MyKycHe bapujepe.
JloKa3aHo je U IMOCTOjarbe €H3MMa C XeMOTUTUYKOM aK-
tuBHOIDY 4nja je yora sa cajja HejacHa.

MeTabonMn4Ky €H3MMU He yTUYy AMPEKTHO Ha I1aTo-
renesy undexuuje ca H. pylori [1, 2, 4].

Oxo 50% cojea H. pylori mpousBoiu er3soTOKCUH
vac A, Koju JOBOAY [0 BaKyo/nM3alyje GUTOIIasMe U
mereHepanyje hemuja cnysHuie xenyna gomahuna. Mn-
dexumja vac A MO3SUTMBHUM cojeByMa je denrha xop 60-
JIeCHMKa ca YIKyCHOM 6ojemhy, aTpodudHNM racTpu-
TUCOM ¥ KapuuHOMOM Xenyua [1, 4]. Vac A mojauasa
Tydeme KICeNNX XUAPoasa, foBoxu o nopemehaja y
CTPYKTYPU LLUTOCKeTIeTa, IIpepacIiofesie akTHHCKUX (u-
namMeHara, crabspera CrojHnx Kommnekca namehy henn-
ja, cMamema BUCKO3HOCTU MYKYca, TPeKI/ia OKCUIAIN-
oHe docdopunanyje u hennjckor gucama, anugose u
cmptu hennje [4]. Vac A Takohe nnnykyje pany ¢asy
MMYHCKOT ofroBopa fomMahuHa, nsasusajyhu xemorak-
CHY aKTMBHOCT MacTOLIUTA Y3 UCTOBPEMEHY CTUMYJIa-
LIUjy NTy4era IpouHQpIaMalIOHNX IIMTOKIHA, KOja 3a-
BUICH Off J03€ IIPMMeIeHOT TOKCHHA, IIpe CBera, paKTo-
pa Tymopcke Hekpose anda (TNF-a) u nHTep/reyKnHa
(IL) 1B, IL-6, IL-10 n IL-13 3 MacTOLMTA IIOPEKJIOM 13
KOCTHe cpxu [5].

XeTeporeHoCT cojeBa je MoCIefyIia TEHOTUIICKUX U
(deHOTUIICKMX Bapujanyuja y Honymanyju. lenoruicke
pasIMKe HACTajy Kao pe3y/ITaT TAYKacTUX MyTal[uja, MO-
3aniM3Ma, reHa Koju HUCY CTaTHO IIPUCYTHMU (HIIp. TeHa
cag A) wiu nocrojama ,mobunHe” JHK 1 reHoMckmx
pexoMOMHaIMja, TOK GeHOTHUIICKE Pas3yNKe HaCTajy IOf
yTHUIIajeM )XMBOTHE CpefiuHe U MHAVBULYATHUX 0COOU-
Ha gomahuHa.

ITATOTEHE3A MH®EKIIUJE CA
HELICOBACTER PYLORI

ITyreBu undexuuje ca Helicobacter pylori

Moryhn ussopu H. pylori cy 4oBeK, >KUBOTUIbE U
CHO/ballllha CPefyHa.

Kop doBeka, 6akTepuja je 10KanM30BaHa y racTpo-
uHTecTuHaTHOM Tpakty (I'MT), anu je nusonosana u us
ycHe nymnpe u cronmuue. Y TUT H. pylori Hace/paBa ciny-
3HUITY JKeylja U 30He eKTOMMYHOT JKeTyJauHOT eruTe-
na — Baperos (Barett) esodaryc, Mexenos (Meckel) nu-
BEPTUKYIYM I €EKTOIMYHY I'aCTPUIHY MYKO3Y Y PEKTY-
My [1]. Y ycHoj pymmu 6akrepuja ce Moxe Hahu y yrero-
BUMa I'VMHTYBA, I/bYBaYKy U 3yOHOM IIAKY, 10K je Ipu-
CycTBO 6aKTepuje y CTOMULIN JOKa3aHO MHAMPEKTHO, pe-
aKIMjoM naH4aHe monuMepusanuje (PCR) [1].

Y XMBOTUICKOM CBETY, Y JKeNyly CBUIbe, 6abyHa,
pesyc-MajMyHa u foMahe Mauke OTKpuBeHe Cy 6aKTe-
puje xoje ca H. pylori unHe pasnuuure BpcTe U3 poaa
Helicobacter, Te derec OBUX >KMBOTHMEbA MOXKE OUTY 3HA-
vajaH ussop uHdexuuje. Y oanu je Merogom PCR froka-
3aHO HPUCYCTBO OaKTepuje 1 MOCTOje YOen/bUBY JOKa-
31 3a XMAPUYHU IIyT HpeHollewna nHdekuuje y Ilepyy
u Komymbuju. Vindekunja ce mpeHocu n opanHo-opant-
HUM, (eKaTHO-OPaTHUM I jaTPOTEHUM IyTeM (y TOKY
eHJJoCKoIICKoT Iperyiena) [1]. @axkTopu pusuka 3a mupe-
e MHPEKI[je Cy HU3aK COLMjaTHO-eKOHOMCKH CTeNeH
Ppa3Boja, HealeKBaTHY XUTWj€HCKY YC/IOBY KMBOTA, KN~
BOT Y 3ajeJHUI U, KAO ¥ KOH3YMMParbe XUTUjeHCKY HelC-
mpaBHe Bogie 3a mithe [1].

BakTepujcka KOTOHM3aNMja CTy3HULE XKeTyLa

[TpaBy ajixepeHLMjy 3a MOBPLINHCKe enuTenHe he-
NMje CIy3HUIIe XKelylia ocTBapyje csera 21% 6akrepu-
ja, mok je Hajsehu 6poj c1o6oOKaH Y MOBPLUIMHCKOM MY-
KYCHOM CJIO0jy.

MexaHusMu ofOpaHe CTy3HNIIE XKeyILia of 6aKTepy;j-
CKe KOJIOHM3aIIMje Cy KMCeIOCT CaJiprKaja eyl 1 ouy-
BaHa nepucrantuka. [lokpersusoct H. pylori Heomnxo-
[aH je yCIO0B 3a MHAYKLWjY ¥ 3aBPIIHY KOTOHU3ALUjy
cnysuuie. @rarene omoryhasajy murpaunujy 6axrepuje
KPO3 MYKYCHMU CJIOj [0 IIOBPILVHE TaCTPMYHOT eNuTena,
rae je pH cpeguHe CKOpo HeyTpasaH, i CIIpev4aBajy fiej-
CTBO IEPUCTAITIKE Ha YK/Iabatbe OaKTeplje U3 >Kemy-
1a [1, 2]. Y roxy nndexmuje ca H. pylori gonasmu go genmu-
MIYHOT NIpeK1a MyKycHe 6apujepe u nmopemehaja me-
He pyHKIUje ycmen omrehema nonnMepHe CTPyKType
MYKYCHOT T'eJIa, JOK IPOTeKIVIOHY CIIOCOOHOCT MYIMHa
CITy3HMLIE XeITylia peMeTe caMa 6aKTepuja, alu 1 Heclle-
uUIHN MeXaHM3MU 3anabema [4].

3anasbeme CIy3HUIE XKeTyna

H. pylori n3asyuBa KOHTMHYUPAHO 3aNa/berbe CIy3HNU-
Iie XKe/TyIia, Koje IoCIie KpaTKOTpajHe akyTHe ¢ase, mpe-
JIasyl y BUIIETONNIIBY XPOHUYHY a3y, Koja je KOof Be-
hune 6onecunka 6e3 cumnroma (Cxema 1) [1, 2]. ITpu-
MapHa nokanusanuja nudekunje ca H. pylori je antpan-
Ha peruja caysHuIie )Kelylia ¢ TeHIEeH1IJjoM IIporpecuje
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Geh‘cobacter pylori nnde Kulllja

XPOHVUHM aHTPanHY
racTpuTnC

YnKyc
AyoneHyma

XPOHWYHM aKTUBHM
ractpuTuc

( ) (

XPOHUYHM CynepdrLmjantm
racTpuTmnc
~
JlnmdonponndepatrsHm ’
racTpuTuc /

XPOHWUHM aTPOGUUHM
racTpuTnC

KapuunHom xenyua

:

CXEMA 1. [pomeHe y 3anasbeHoj Cy3HWLM Xenyla ycnen nidekumje ca Helicobacter pylori.
SCHEME 1. Changes of the gastric mucosa caused by Helicobacter pylori infection.

Ka KOPIIYCHO] Peruju y crapujeM >KMBOTHOM f00y [1, 2,
4]. 3ama/pere racTpopyoneHyma Koje nsasusa H. pylori
y3pOKyje pasmuauT T ractputuca (Cxema 2).

MexXaHN3MM KOj Cy OATOBOPHY 32 3aIIajberbe Cy: CYTI-
craHIe Koje nyuu H. pylori (ypeasa, HOpUHU 1 MOTIEKY-
M KOjY CTYMY/IMIIY XeMOTaKCy HeyTpoduia 1 MOHO-
IVITa M aKTUBUPAjy MOHOHYKJIeape), LU TOKMHM 0CTI000-
henn y Toxy gupextHor kontakra H. pylori c henujama
emurena, npe ceera IL-8, u PMN [1, 2, 4].

VImyHcku ofrosop Ha nndexunjy ca H. pylori pesyn-
TaT je MHTepaKuje ABe nomynanuje T-momaxyhux num-
¢dounra (Th). To cy Thl, xoju nyde nponHdramarione
LUTOKMHe U aKkTuBupamwem CD8" T-hennuja gosope o
[0jaBe ayTOAHTUTeNA U TKUBHOT ourTehema koju je he-
nmjcky nocpenoBas, u Th2, Koju cy ofirOBOpHM 32 XyMO-
PaTHM UMYHCKM OITOBOD.

®AKTOPU KOJU M3A3UBAJY OIITEREIHE
CITY3HUIIE JKETYIIA

®axropu 13 H. pylori koju n3asusajy omreheme cy-
3HUIe Xenyla cy: LPS, nmporennu vac A u cag A, nipo-
TeMHMU TOIIOTHOT cTpeca (heat shock protein — HSP) u
daxTOpy XeMOTaKce I aKTUBaLMje TeyKOLMTa.

LPS v TUTOTOKCHH vac A OIIMCaHM CY Y Be3u € PaKTo-
puMa BUpy/IeHLINje.

IIporenn cag A npucytas je y 60-80% cojesa H.
pylori. C 063upom Ha Many aliEOPe3UCTEHTHOCT, cag A
mo3uTuBHM cojeBu H. pylori cmenrtenn cy 6nvke emnm-
TEeJIHOM CJIOjy CIIy3HMIIE XKeNyIa, Tie OCTBAPYjy MHTEH-
3UBHU]jy MHTepakunjy ca henujama gomahuna n y3poxy-
jy omcexxnuje omrtehemwe crysuune. Cag A MO3UTHBHM
cojeBu mosope go Behe mpopykumje IL-1a, IL-1B, IL-2,

Mpunaroheno npema: Crabtree JE. Cytokines in o, ,-f”-___ e — L
the pathogenesis of Helicobacter pylori infection. In: pr i ~ e ) o NH;
Moran AP, O'Morain CA, editors. Pathogenesis and E NH; S (eHﬂOTOKCMH)_.. EH31MK KojU T LInToTOKCHH
host response in Helicobacter pylori infections. Bad A YTIUY Ha MyKyC b
Hamburg: Normed-Verlag; 1997, p.128-34. ', Ypeasa > LPS (eHAOTOKCHH) =" T
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CXEMA 2. lMaToreHe3a owTehetba Cy3HuMUe xenyua y Toky nHdekumje ca Helicobacter pylori.
SCHEME 2. Pathogenesis of gastric mucosal injury in the course of Helicobacter pylori infection.
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IL-8, TNF-a v MHTEH3UBHHUjET 3aIa/bebCKOT OJiroBopa
npaheHor nnpomMeHama Kicese 13y 4eBuHe XKenylia, 1o-
jaBoM aTpoduje cnysHurie xenyia u omrehemem THK,
mto moBehasa pusuk of pasBujama yIKycHe 60/mecTy u
KapuyHoMa >xenyna [1, 5, 6].

IIpoTenHu TonnoTHOT cTpeca Tl A u B, Koje CUH-
tetuiue H. pylori, 360r CTPyKTypHe CIMYHOCTH C IPO-
TeMHMMa TOIUIOTHOT cTpeca fomahnHa, nmMajy ynory y
HACTAaHKY ayTOMMYHCKUX IpOIjeca MEXaHM3MOM yHa-
KpCHE PeaKTUBHOCTH, Ka0 U Y Ofip)KaBamby XPOHUIHOT
3amaberma.

®akropu n3 H. pylori koju usasusajy ourreheme cy-
3HUIIE XKeTyla cy 1 paKTopu XeMOTaKce 11 aKTHBaluje
neykouuta. HamMe, nuanpexTHo omrehere cysHuie
JKeny1a HacTaje u ycrern popmupaba rycror PMN 1 mo-
HOLIMTHOT MHQUITPATa y MYKO3M 11 CyOMYKO3M, KOjI Ha-
CTaje Kao MOC/IeANIIa XeMOTaKCHOT U IIPOMH(pIaManmo-
HOT [IejCTBa MOBPIIMHCKMX TpoTenHa H. pylori. Ypeasa
H. pylori Ha HMBOY reHCKe TPaHCKPUIIIUje pery/uiie
cunresy iRNK nponndramanuonux nuroxknsa (IL-16,
IL-6 u TNF-a) u Ha Taj HAYMH aKTUBUpPa Makpodare
npucyTHe y Mykosu pomahuHa [6], 1ok je excripecnja
IL-8 moBe3aHa ¢ 10KanHUM moBehameM HUBOA IPOUH-
¢drraMaroHux UUTOKMHA 1 agxeperunjom H. pylori na
henmje cnysune sxenyna. AHTUMH(IAMAIMOHN [{UTO-
kuuu IL-4 n IL-10 majy OUTHY y/IOTY y CMalbeby MH-
TeH3WTEeTa 3alla/berCKOr OfiIr0BOpa Ha MHpeKUujy ca
H. pylori, Te cy HajpepoBaTHUje 3HaYajHU 3a HACTAHAK
XPOHUYHOT racTpuruca [7].

ITATOXMCTOJ/IOUKE ITPOMEHE KOJJ,
VMH®EKIMNJE CA HELICOBACTER PYLORI

AxyTHU racTputuc n3assas ca H. pylori je cynepdu-
LVjaJIHM MAHTaCTPUTUC KOjer XMCTONOMKN OIINKYje
I0jaBa ereHepalnje enuTena, Koja je npahena cmame-
HbeM IIPOAYKIMje CTY3M U OfCTpatberbeM IOBPIIMHCKIUX
henuja y3 xoMmeHsaTopHy (OBEOTHY XUINEPIIIa3Nujy.
H. pylori ocnob6alya Behn 6poj cyncranuy n AMpeKTHUM
XeMOTaKCHUM e(eKTOM JOBOAM [0 HeyTpodUIHe UH-
¢unrpanuje y mamuuu nponpuju. Mcrospemeno fona-
31 10 ieTpaHy/Ialyje MacTonnura u ociobahama gpyrux
MeJiijaTopa 3alla/bemha, Te I0jadarha BacKyJIapHe Iep-
meabumHOCTH, ToBehama 6poja TeyKOLMTHIX affXe3no-
HUX MorleKyna Ha henmjama enporena u nosehane mu-
rpauuje PMN. H. pylori ctumynuiie ennures racTpyma
Ha pousBoAmwy IL-8, yujy npopykuujy nojadasajy IL-1
u TNF-a u3 makpocara xkao ogrosop Ha LPS H. pylori.
AxyTHU racTputuc usassaH ca H. pylori Tpaje of ceam
o pecer faHa. Kop masor 6poja by au, moce6HO Kop fie-
Iie, MHQeKIIMja HecTaje, oK Ko BehnHe mocne Tpu-de-
THUPU Hefle/be OUNMIbe aKyMyTanyja henuja XxpoHu4Hor
3amasbema [8, 9].

Xpoununn ractputnc usassan ca H. pylori ogpas
je HacTaBJ/beHOT IIpoljeca fiereHepaliyje enmTena u 1moja-
Be 3aIa/berCKOT MHGUITpaTa, Koju ynue PMN u henn-
je XpOHMYHOT 3ama/bera (MMMQONNTH 1 TIa3MOLUTI).
[TojaBa mumdongHux GOMUKyIa pe3ynTar je mpomnnde-
panuje B-muMoITa KOjy yI/IaBHOM CeKPeTyjy aHTHTe-
ma IgA, 3apry>KeHa 3a 3alITUTY MyKo3e [9].

JyroTpajua undexuuja ca H. pylori foBopu o moja-
Be aTpoduje CIy3HMUIE KeMyLia, Koja je IIPeTeXXHO MYII-

TU(OKYCHEe NMPUPOJe ca TYOUTKOM SKJIe3JaHOT TKUBA,
JIOK YHMIITaBalbe OCHOBHE MeMOpaHe XJIe3/ia 11 IIpoLiec
pereHepanuje fosoge f0 Meramnasuje. C arpodujom
CIIy3HUIIE ¥ TTI0jaBOM MHTECTUHAJIHE METAIlIa3Nje HeCTa-
je H. pylori xoju nHema moryhHoCTHI 1a KOTOHM3Yje CIIy-
3HUITY KOja je M3MereHa Ha 0Baj HauyH [9, 10].

Ynkyc xenyla 1 IyofeHyMa je 4ecTo IOoC/Ieu1a NH-
dexnuje ca H. pylori. Hanme, xop 15-25% 6omecHnka
Koju cy nubunypanu ca H. pylori pa3Buja ce ynxyc ay-
ofeHyMa, a ko, 12-13% 6onecHuka ynkyc xenyma. C
Apyre crpane, nndekuuja ca H. pylori ogroBopHa je
3a 90-98% mpmonaTcKux yiKyca gyogenyma u 96-97%
MAVMONATCKUX yaAKyca xenyua [4, 7]. H. pyloriy gyone-
HyMY Hace/baBa 30He TacTpUYHe MeTalIasuje ClIy3HN-
e. lacTryHa MeTartasnja, Koja je HacTama Kao ogdpam-
6ena peakumja Ha xunepcekpenujy HCL, omoryhasa
mypeme NHPEKNMje U JUPEKTHO ouTehemwe cIy3HMIIE
6akTepujom. 3a pasBoj yIKyca JyOfeHyMa Y TOKY MH-
dexnuje ca H. pylori x/by4Ha cy iBa marodu3nonomka
MexaHusMa: nosehano ocno6abhame racrpuna u mose-
hau ogrosop nmapujetanuux henuja va cekpeunjy HCL
HOJ yTHIIajeM racTpuHa. Penarc ynkycHe 60mect peru-
CTpOBaH je Koy 4% 6omecHuKa 1ociie epajgyKaije nH-
dexnmje n xopg 60% GoecHMKA KO KOjUX epajjuKaija
Huje cripoBefieHa (4, 5].

VYIOTA HELICOBACTER PYLORI
Y KAPOVHOTI'EHE3N

Kop oxo 1% 6onecuuka nnumupanux ca H. pylori
pasBuUja ce MHTECTUHYMCKM MK BUQy3HU TUIT aieHO-
KapILMHOMa JKelylLa, a Koj cBera 7% OonecHuka ca
KapIHOMOM J>Kelylla Huje HoKazaHa MHQeKIuja ca
H. pylori. Ilpupopa Bese nundexunje ca H. pylori u noja-
Be KapIMHOMa JXelylia Hije IO Kpaja pasjallibeHa, IIpe
CBera 3aTo IITO ce MHPEKIMja ¥ KapIITHOM AMjaTHOCTH-
Kyjy ucroBpemeso [11].

MynTudokycan aTpopUIHM TaCTPUTUC HACTaje mpe
KapunHoMa xenyua [9, 10]. Kop 6omecHuka ¢ uspasu-
TOM 3alla/bebCKOM MHQUITPALUjOM NPOKCUMATHUX,
a/u U OMCTATHUX Je/I0Ba JKelylia, Joaasn Jo arpoduje
CITy3HMLe Ca TYOMTKOM JK/Ie3/ja, MHTeCTMHYMCKOM MeTa-
TIJIa3MjOM U CMabelbeM CeKpelyje KICeNnnHe. Y IMpoLecy
KapLMHOTeHe3€e jaB/bajy ce NUCIIACTMYHEe IpOMEHe Ha
MEeTAIUTACTUIHO N3MEHEeHOj CIy3HUI, toBehame 6po-
ja MITO3a 1 CHYDKele HIBOA aCKOPOMHCKe KUCeTIHE, a
npyt MHQEKIUjI vac A TO3UTUBHUM COjeBUMA JONIasu U
IO AVIPeKTHOT MeXaHM3Ma omrehema hennja [11].

ITojaBa mumdoma MALT (mucosa associated lymphoid
tissue - MALT) noBe3aHa je ca TaCTPUTUCOM KOju je
usasBaH ca H. pylori. Ko TymMopa OTKpuBeHUX y pa-
HOM CTaaujyMy yrBpheHa je Besa namehy ctumynanu-
je ca H. pylori cnenndnunnx T-mumdorura u nojase
mumpoma.

3AK/bYYAK

dakTopu Koju UMajy yTUIlaja Ha UCXON MH(pEKLMje
ca H. pylori cy 6axkTepujcku coj, ucTpubdyImja racTpu-
THICa, KUCeJIa CeKpellyja Xelyla 1 aTpoduja CIy3HuUIe
Kemyla.
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Y noreny 6aKTepyjcKor coja, cMaTpa ce a cag A 1mo-
3UTMBHU cojeBl denthe Hero cag A HeraTMBHM COjeBU 10-
BOJie 10 aTpoduje CIy3HUIIe XKelylla, YIKyca LyoneHy-
Ma ¥ a[IeHOKapLMHOMA >KeTylja.

Kapa je y nuramy aucTpubyiiuja racTpuTca, HaHra-
CTPUTIC je denrhe MmoBe3aH ¢ KAaCHIjOM IT0jaBOM aJIeHO-
KapLMHOMa >Key1[a, JOK TPeJOMUHAHTHO aHTPajIHa JI0-
Kajmsaluja racTpUTICa JOBOAM IO pa3Boja y/IKyca Ayo-
TeHyMa.

McrpakuBama yTullaja Kuceae cekpenuje skemyla
noKasaja Cy Jla Cynpecuja Kuceae CeKperuje xenyna
MHXMOMTOPUMA IIPOTOHCKE ITyMIIe CMalbyje IyCTUHY KO-
noumsanuje ca H. pylori y anTpyMmy, anu He yTude Ha
(sax u moBehaBa) rycTuHy KonoHusanuje 6akrepuje y
KOPITYCY >KeTylia.

Arpoduja cnysHuLe Xenylia je CTeNeHNna y Kapiju-
HoreHesn y ToKy uH(exuuje ca H. pylori u moce6Ho je
yApYy>KeHa ca He[JOBO/bHMM YHOCOM aHTMOKCHUJJAaHCa U
AMjeTOM Ca BUCOKMM YHOCOM COJH, KA0 ¥ MTPUCYCTBOM
HLADQS5 [1, 4].
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PATHOGENESIS OF HELICOBACTER PYLORI INFECTION
- BACTERIUM AND HOST RELATIONSHIP -
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ABSTRACT

Helicobacter pylori (H. pylori) colonizes the gastric mucosa
of a half of the mankind. Duodenal ulcer is found in 15-25%,
gastric ulcer in 13%, while gastric adenocarcinoma develops in
1% of all infected individuals. Pathogenesis of H. pylori infec-
tion is related to the virulence factors of the bacterium, envi-
ronmental (dietary habits, hygiene, stress) and host factors
(age, sex, blood type). Colonization of the gastric mucosa is re-
lated to the motility of the bacterium, presence of lipopolysac-
charide (LPS) and various bacterial enzymes. Gastric mucosal
injury is the result of H. pylori LPS, vacuolization cytotoxin (va-
cA), cytotoxin associated protein (cagA), heat shock proteins
and factors responsible for neutrophil chemotaxis and activity.
H. pylori colonizes the gastric mucosa and zones of ectopic
gastric epithelium. H. pylori infection is transmitted via oral-
oral, fecal-oral and iatrogenic way (during endoscopy). Higher
prevalence of the infection is associated with lower socioeco-
nomic level, lack of drinking water, and living in a community.

Acute H. pylori gastritis is superficial pangastritis progressing
into the chronic phase after 7-10 days. Gastric mucosal atrophy
and intestinal metaplasia can develop during the course of H.
pylori infection. Clearly defined factors that influence the out-
come of H. pylori infection include bacterial strain, distribution
of gastritis, acid secretion and gastric mucosal atrophy.

Key words: Helicobacter pylori, pathogenesis, virulence, ulcer,
adenocarcinoma
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