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Pesrome. B knmreunmike uenoseka Helicobacter pylori BRISIBIISICTCS B cpeHeM B 35% citydaeB, OHAKO BOITPOC 00 3THOIATO-
TeHETUYECKOM POJTv OaKTepry B BOSHUKHOBEHUM 00JIC3HE 3TOr0 OT/E/a MUIEBAPUTEIbHON TPYOKM 10 KOHIIA HE U3Y-
yeH. [TpeanpruHUMalOTCs TIONMBITKY YCTAHOBUTH B3aMMOCBSI3b MEX Y TIepcucTeHIel H. pylori i pa3BUTHEM pa3IMUHbBIX
3abosieBaHUM KuIIeyHMKa. [0BOpst 0 BO3MOXHOM ¢BsI3u H. pylori v BocniaauTeNbHBIX 3a001eBaHu il KunieuHuka (B3K),
YUEHBIE BBICKA3bIBAalOT pa3Hble TOYKM 3peHMSI. B 0030pHOI1 CTaThe MpeACTaBIeHbI PE3YIbTaThl POCCUIMCKUX U 3apy0exk-
HBIX MCCJIEIOBAHU, TIOCBSIIICHHBIX M3YyUSHUIO TIpeTojaraeMoii poiu H. pylori kak Tpurrepa, Tak v mpoTekTopa B (pop-
MHUPOBaHMU ITaTOT€HETMYECKMX HAapYIIeHWH, IIPUBOMISIINX K Pa3BUTHIO 60J1e3HM KpoHa 1 si3BeHHOT0 KouTa. B onb3y
TMIIOTE3bI O TpUTrTepHOii posn H. pylori B pa3Butun B3K roBopuT Hanm4yme BO3MOXHOI CBSI3U BHEXETYITOUHBIX ITPOSIB-
JICHU I MHGEKITUY C TPSIMBIM ITOBPEXK AAI0ITNM JeWCTBIEM MUKPOOPraHU3Ma U KOCBEHHBIMHU 3D eKTaMu BO3OYIUTEIS,
CIOCOOCTBYIOIIMMH 3aITyCKY OKMCIUTEIBLHOTO CTpecca, ayTOMMMYHHOI arpecCuy ¥ pa3BUTHIO IMCOM03a KUIIEYHHKA.
Takke 00CyX1al0TCsI BOITPOCHI BIUSIHUS TIEPCUCTEHLMU dHTeporenatudeckux Helicobacter spp. Kak MpOMOYTEPOB B 3a-
nycke matoreHe3a B3K. Mexanusmamu, JiexxaliiMu B OCHOBE 3allIUTHOM posiu uHdexkuuu H. pylori, MoryT ObITh TU(d-
(bepeHIIMabHASI 3KCITPECCH S OCTPOTO M/WUJTM XPOHMYECKOTO MECTHOTO BOCHATUTETLHOTO OTBETa CJIM3NUCTOIN 000I0UKHY,
KOTOPBII MOXET CHU3UTh CUCTEMHBIE MMMYHHBIE OTBETHI M ITOJaBUTh ayTOMMMYHHBIE peakInH, a TakKKe N3MEHEHNe
MMMYHOJIOTMYECKOTO OTBETA X03sMHa OT ITpoBocmaanuTebHoro Thl/Th17-0TBeTa K TOBBIIIEHHOMY T-peryasiTOpHOMY
KJIETOYHOMY UMMYHHOMY 0TBeTy. Kpome Toro, H. pylori MOXeT MHAYIIMPOBATh MPOAYKIIMIO aHTHOAKTepUaTbHBIX ITeTI-
TUJOB, KOTOPBIE TPOTUBONAEHCTBYIOT TIOTEHIIMATBHO ITaTOTeHHBIM OaKTeprsIiM, BOBJICUeHHBIM B raToreHe3 B3K. Ycra-
HOBJICHO, UTO y aiineHToB ¢ B3K mpeo6i1agaet yMmepeHHO BbIpakeHHbII aKTMBHBIM aHTPaJIbHBIN TACTPUT C SIBJICHUSIMU
aTpoduu, HaubOoJbIIAas CTeNEeHb BEIPAXKEHHOCTU KOTOPOM HabIogaeTcsl y mauueHToB B Bo3pacte A0 30 jnet. CreneHb
BBIPaXXEHHOCTH KUIIIEYHON MeTaIlJIa3uM CIIM3UCTOM 000I0YKY XeJlyaKa y maiueHToB ¢ B3K 3aBUCUT OT ITUTETBHOCTH
KJIMHUYECKOTO TeueHMsI 3aboteBaHus. basucHas tepanus B3K nmpemaparamu S-aMUHOCATMITMIIOBOM KMCIOThI CHUXKA-
€T BBIPa’keHHOCTh M aKTUBHOCTb TaCTPUTA, CTENICHb BHIPasKEHHOCTH aTpoMUM, CTETIeHb MHBA3UU CTM3UCTON 000T0UKHI
xenynka H. pylori. ECTb qaHHBI€, 4TO TIpenapaThl S-aMIHOCATUIINIIOBOM KMCIOTHI MOTYT IPUBECTH K TaK Ha3bIBAEMOM
«CITOHTAHHOM 3paguKaIun» XeIMKoOaKTepHOU MHpeKIMN. HeoOXomnMbl faabHeiIe paciiupeHHbIe NCCIeIOBaHU S
1o u3yyeHuto ponu H. pylori v ero spagukanuu B natorenese B3K.

Karoueswie caosa: Helicobacter pylori, azeennuiii koaum, 60a1e3ns Kpona, nepcucmenuyus, uMMyHHbII 0omeem, mpueeep.
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Abstract. Helicobacter pylori is detected in the human intestine on average in 35% of clinical cases, but the question about
its etiopathogenetic role in intestinal diseases has not been fully investigated. Many scientists study a relationship between
the H. pylori persistence and development of various bowel diseases. Diverse viewpoints have been proposed regarding a po-
tential link between H. pylori and inflammatory bowel diseases (IBD). Here we review the data from domestic and foreign
studies aimed at examining potential role of H. pylori both as a trigger and protector resulting in the pathogenetic alterations
leading to developing Crohn'‘s disease and ulcerative colitis. The former is favored by the hypothesis wherein H. pylori may
trigger IBD due to potential connection between extragastric infection and its direct damaging action as well as indirect ef-
fects contributing to the initiation of oxidative stress, autoimmune aggression and development of intestinal dysbiosis. In ad-
dition, the effects of enterohepatic Helicobacter spp. promoting IBD pathogenesis are discussed. The mechanisms underlying
the protective role of H. pylori infection may be driven via differentially expressed acute and/or chronic local inflammatory
mucosal response able to downmodulate systemic immune responses and suppress autoimmune reactions, as well as skewing
host immune response from a pro-inflammatory Th1/Thl7 cell-mediated towards regulatory T-cell response. Moreover,
it was found that H. pylori may induce production of antibacterial peptides counteracting potentially pathogenic bacteria in-
volved in IBD pathogenesis. In particular, it was found that IBD patients are dominated with moderate active antral gastritis
coupled to atrophy, with the peak intensity observed in patients under 30 years of age. Intensity of intestinal metaplasia in the
gastric mucosa of IBD patients accounted for by the duration of the disease course. Basal IBD therapy with 5-aminosalicylic
acid lowers severity and activity of gastritis, degree of atrophy as well as magnitude H. pylori invasion in the gastric mucosa.
There is evidence that 5-aminosalicylic acid-containing drugs may result in a so-called “spontaneous eradication” of H. py-

lori infection. Extended investigations are required to examine a role of H. pylori in IBD pathogenesis.

Key words: Helicobacter pylori, ulcerative colitis, Crohn's disease, persistence, immune response, trigger.

BeepneHne

B xumeununke yenoBeka H. pylori BBISBISICTCS
B cpenHeM B 35% ciiydaeB, OMHAKO BOIIPOC 00 3THO-
MaTOreHeTUYECKO poyii 0aKTepur B BO3HUKHO-
BeHUU OOJIe3HEN 3TOTO OTHeJia MUIeBapUTEIbHOM
TPYOKM 1O KOHILIA He udydeH. [IpennpuHuMaroTcs
MOITBITKU YCTAaHOBUTH B3aMMOCBSI3b MEXY MEepPCH-
creHuuen H. pylori v pa3BUTHEM pa3IMUHBIX 3200-
JeBaHUM KullledyHUKa. [oBOpsi 0 BO3MOXHOI CBSI3U
H. pylori m B3K, yaeHbIe BHICKa3bIBaIOT TPU pa3HbBIC
TOYKU 3PCHUSI:

1. H. pyloriHe urpaeTt KaKol-1100 3TUOJIOTUYEC-
Koit posiu B pazButuu B3K [24];

2. nmepcucteHuus: uHekuuu H. pylori MoxeT
UTpaTh OIpeesieHHYIO poJib B maTtoreHese B3K u3-
3a CXOOHBIX UMMYHOJOTMYECKUX MEXaHU3MOB I1a-
TOreHe3a 3TUX 3a0ojieBaHMit [48, 49];

3. HabOromaeTcs 0ojice HM3Kasl YacTOTa BCTpeda-
emoctu H. pyloriy 6onpHbIX B3K, uem B omymnsiiuu,
a TakXe OTMeJYaeTcsl CBOeoOpa3Hasi MPOTEKTUBHAS
poab H. pylori B pa3zButuu si3BeHHoOro koyuta (AK)
u 6onesnun Kpona (bK); mannas rumnoresa umeer
HauOoJIbIIIee YUCIIO TIocenoBareneii [27, 49, 62].

H. pylori — TpurrepHoin pakTop
B pa3suTmm B3K
B nonib3y runortessl o TpurrepHoit ponu H. pylori

B paszButuu B3K rosoput Haauuue BO3MOXHOI
CBSI3U BHEXEJYJAOUHBIX MPOSBICHUIN WHOEKIIUU

C TIPSIMBIM TOBPEXIAIOIINM JSHCTBUEM MUKPOOP-
raHu3Ma U KOCBEHHbIMU 3¢ dekTaMu BO30yaAUTENS.
TIpsimoe moBpexaaroniee 1eiicTBUe MUKPOOPraHU3-
Ma 00yCJIOBJIEHO BBIPaOOTKOM ypea3bl U IMTOTOKCU -
HOB, KOTOPbIE MOTYT OKa3blBaTh HETaTUHBI 2 (heKT
Ha CJIIU3UCTYIO MOJAB3IAOLIHON M TOJCTOM KUIIKH,
B YaCTHOCTH, B BUAC CTUMYJISIIIMU JIOKAJIbHOTO BOC-
najeHus B CTEHKax cocynoB [66]. K moBpexaaroninm
addexTam GaKTEPUU MOXKHO OTHECTU U UHAYKILIUIO
MOBBILIEHHOU arperalnyvyd TPOMOOIIMTOB, UTO MPU-
BOAUT K 00pa30BaHUIO MUKPOTPOMOOB B CIU3UCTONU
000JI0UKe KeJyaKa U KUIIeUHHWKA U CIIOCOOCTBY-
€T Pa3BUTUIO SI3BEHHOTO IOpPakeHUSl CIAU3UCTOM
000JI0UKM NuileBapuTeabHOl Tpyoku [14]. Takske
H. pylori BmusieT Ha UMMYHHBII OTBET MaKpoopra-
HM3Ma MOCPEACTBOM aKTUBALIUU TUMMONIHOM TKAa-
HU, acCOMUpoOBaHHOM co ciusuctoit (MALT), uto
MOXET NPUBECTHU K 0oJiee TeHEPaIU30BAaHHOMY UM-
MYHHOMY oTBeTy Ha uHdekuuto H. pylori npu B3K,
CcnocoOCTBYSI UHULIMMPOBAHUIO UM COXPAHEHUIO
BOCIMaJeHUsI. DTO MOATBEpXKIaeTcsl psJIoM padorT,
B KOTOPBIX ITOKa3aHO, YTO YUCJIO aKTUBUPOBAHHBIX
T-k7eToK, acCOMMPOBAHHBIX C MNEPCUCTCHIIMEH
H. pylori, yBenmuuBaeTCs B BOCIAaJICHHOMN CIIU3UCTOM
o0oJlouke KullledyHuKa y manumeHTtoB ¢ B3K [13].
Kpome TOro, MectHble BOCHAJIUTEIBbHO-IECTPYK-
THUBHbBIE U3MEHEHU S CIAU3UCTON OOOJIOUKU TacTpo-
NyoNeHa bHON 30HBI, pa3BUBallIuecs Ha ¢oHe
NEePCUCTEHIIMM OaKTEepUM, MOTYT OKa3blBaTb CHUC-
TeMHbIe 3 (DEeKThI, HATPUMEP CIMIOCOOCTBOBATh aK-
TUBAIlUM CUCTEMHOTO BOCITAJIMTEIBLHOTO IIpoliecca
C OPOAYKIINEH IMTOKMHOB, 9MKO3aHOMUIOB U APYTUX
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MeauaTopoB. MUKpPOOPraHU3M B3auMOJEHCTBYET
C TYYHBIMM KJICTKAMHM C TTOCJICAYIOIIe ceKpernei
OMOJIOrMYeCK aKTUBHBIX BEIIECTB, ACHCTBYIOIIUX
Ha COCyIBI, OPOHXU U OIPYyTHe BHYTPEHHUE OPTaHBbl,
a TaK>Ke C pa3BUTHUEM aJlJIepTrMUeCKUX peaKIuii Ipe-
WMYIIECTBEHHO HEMEJIEHHOTO Tuma. JnuTenbHas
MEPCUCTEHIIUST MUKpoOa TIPUBOAUT K CHUXKCHUIO
OapbepHOI (HPYHKIUWM KHUIIEYHWKA, YTO BBHI3BIBAET
MOCTYIJICHUE TOKCUYCCKUX IIPOMYKTOB, aJljiepre-
HOB B KpoBb. Tak:e nmpu nuHpuuupoBanuu H. pylori
IPOMCXOOUT «OOKpaIbIBaHME» MaKpOOpraHM3Ma,
TaK KaK 0aKTepus MOJIOLIAET PsL MAKPO- U MUKPO-
3JIEMEHTOB, B YACTHOCTHU 3K€JIe30, IJISI MPOILIECCOB
cBoeil xku3HeaesaTeabHoCTU. KocBeHHBbIe 3(¢hEKTHI
BO30YAMTEJISI CBSI3aHbl CO CTUMYJISILIUEN (paKTOPOB
HecrnenuUUIeCcKoi U crienduIeckoit UMMYHOJIO-
TMYECKOI 3allUThl, KOTOPbIE CaAMU CITOCOOHBI BbI-
3BIBaTh ITOBPEXACHNE BAAJIeKe OT OCHOBHOIO oJyara
UHMEeKIUU, HATPpUMepP aKTUBUPOBATh OKUCIUTEIb-
HBIK cTpecc. BocmajuTenbHbIA OTBET CIWU3UCTON
oboyiouku Ha uHBa3uio H. pylori HaboIee MOXOX
Ha KOMOMHUPOBAHHBIN KJIETOYHBIH WMMYHHBIU
OTBET C BBICOKOI mponykuueid 1L-12, yto npuso-
IUT K T-XeJarnepHOMY OTBETY ITEpBOrO THIA W IIO-
BbIlleHUI0 ypoBHSI Thl-uimtokuHoB [12, 44, 67].
IIponykThl MeCTHOIf MMMYHHOH peaKIMU MOTYT
nepeMeIaThbesl BKCTparacTpaabHO, UTO OOBSICHSIET
CBsI3b MeX 1y nHbuMposanueM H. pylori n pa3Bu-
TUEM BHEXEJYJIOUHBbIX 3a00J€eBaHUI, B TOM 4YMUCJIEe
ayTOMMMYHHBIX [50, 60, 79].

JpyruM BaKHBIM MEXaHU3MOM BO3IEHCTBHS
H. pylori Ha opraHuU3M 4YeJIOBEKa M BBI3BIBAIOIINX
pPa3BUTUE BHEXEJIYIOUHBIX, B OCOOCHHOCTU ayTo-
UMMYHHBIX, HapyLIeHU SBJseTcss (eHOMEeH MO-
JIEKYJISIPHOI (AHTUTEHHON) MUMHUKPUU. DTOT e-
HOMEH OTHOCHUTCS K MeXaHM3MaM BUPYJICHTHOCTH
MUKPOOPraHu3Ma M TMPEIACTaBIsSICT COOOI CIIOCO0-
HOCTh psila MUKPOOOB «KOITMPOBAaTh» aHTUTEHHYIO
CTPYKTYpy (0eKn) MakpoopranusMa. B momoOHBIX
cllydyasix aHTUTeJa, BbIpabaThbiBalOIIMECs ITPOTUB
0aKTepraJIbHOTO aHTUTECHA, UMUTHPYIOIIETO KaKO-
1160 OeIoK yesloBeKa, MOI'yT aTaKoBaTh M KJIETKU
MaKpoopraHusma (ayToarpeccus), 4To CIocoOCTBY-
eT YCUJICHUI0O UMMYHHOI'O OTBE€Ta U ITOBPEXICHUIO
TKaHell M OpraHoB YeJioBeKa C Pa3BUTHEM pa3iny-
HbIX 3a0osieBaHuii. Iloag Bo3zmeiicTBUEM MUMKpPOOP-
raHu3Ma HapyllaeTcs TIOBEpPXHOCTHasl CTPYKTypa
CIIM3UCTOM OOOJOUKH, YTO IIPUBOMUT K MOIHDU-
Kaluu 00 «0OHAXXEHUI0» COOCTBEHHBIX aHTUTE-
HOB MakpoopraHusMa C TOCJeAYIOLIUM pa3dBUTHEM
ayTOUMMYHHBIX (MMMYHOITATOJIOTUYECKUX) peak-
uii. AHTUTENIa TIPOTUB HEKOTOPBIX OEJIKOB-aHTH-
TeHOB MMKPOOpPTaHMW3Ma MOTYT BBI3BIBATH MEpe-
KpecTHble ayTOMMMYHHBbIE peaklMM C OeJlKaMu
pa3IUIHBIX TKAaHEW M OpraHoOB OpraHu3Ma 4Yesio-
Beka. [lpenmonaraercs, 4yTo MMeEeT 3HAYCHUE He-
MOCPEACTBEHHOE BO3IEHCTBE MHUKPOOpPraHMU3Ma
yepe3 aKTHUBAllMIO BOCHAJIUTEBLHOIO Mpoliecca Ha-
PSIIYy C BBICBOOOXIEHWEM ILIUTOKMHOB M MEOUATO-
POB BOCITaJICHUS C MOCIACAYIONIMMU CHUCTEMHBIMU
addexTaMu, 4TO 0COOEHHO aKTyaJIbHO Yy Ipeapac-

MOJIOKEHHBIX JU1l. B KOHEUHOM HTOTe, KaK U Mpu
NPOHUKHOBEHUH B OPTaHM3M JTI000T0 YyKEPOTHOTO
areHTa, o0Jiafaroliero aHTUreHHbIMU CBOMCTBaMU,
TakK U Ipu uHGUOUpoBaHuu H. pylori, IpOUCXOONT
ceHcuOMIM3auus opranusma. [Ipyu 3ToM B TKaHSIX
M OopraHax MHPOUCXONSIT CTPYKTYypHBIE NU3MEHEHUSI
0 TUIY PeaKIINil TUTIEPIyBCTBUTEIbHOCTU HEME/I -
JIEHHOT'O UJIY 3aMeIJIeHHOTO TuIa [3].

Kpome Toro, mmTenbHO CyIIECTBYIOIIEe XPOHU-
YyecKoe BOCIaJIeHHe 3aycKaeT KacKal ImaTojoruyec-
KUX peakKuii, IMPUBOOSIIINX K CHUCTEMHBIM H3Me-
HEHUSIM B OpraHu3Me 4ejioBeKa, YTo, TIPeXIe BCEro,
OTpaxkaeTcsi Ha COCTOSTHUU MUKPOMIOPHI Kery-
MIOYHO-KUIIIEUHOIO TpakTa. Pa3BuTue ke amucOmosa
MUIIEBAPUTEILHON TPYOKHU, B TEPBYIO OYepeb TUC-
01o3a KWIICYHMKA, SIBISCTCS TaKXKe TPHUITEPHBIM
daxkTopom B pazBuTuur B3K 3a cueT usamMeHeH s BbIpa-
00TKU OaKTeprUaIbHBIX METAa0OIUTOB U HEMPOTPAHC-
MUTTEPOB.

EcThb MHeHUWe, 49TO, BO3MOXHO, MMEET MEeCTO
TpaHCcKJokauus H. pylori u3 Xenynka B TOJCTYIO
KUWIIKY C TTOCJICAYIONINM Pa3BUTUEM BOCITAJIUTEb-
HBIX U3MECHEHUI UMEHHO B Kuiike. H. pylori o0bI4-
HO HaXOOUTCS B CJHU3UCTON OOOJIOUKE >KeaylKa,
o IHK H. pylori Tak:xe ompenensieTcsl B TOJICTOMU
kuike [31] 1 B cTyje MHOULIMPOBAHHBIX MalleH-
ToB [29, 30, 32]. Tak, npu odciaenoBanuu 30 mauu-
€HTOB C BIEpPBbIe YCTAHOBJIIEHHBLIM auarHo3zoMm AK
u 30 UL TpyNbl KOHTPOJIS B MJIale00-KOHTPOJIU-
pyeMoM HucciienoBaHuM Hanuuue H. pylori olleHuBa-
JIOCh TUCTOJIOTMYeCcKM (OKpacka mo PoMaHOBCKOMY—
ITmM3e) 1 MMMYHOTUCTOXUMUYSCKH B OMOITTaTax
TOJICTOM KUIIIKH, a TAKXKE C TIOMOILIbIO ONIPeIeICHU S
antureHa H. pylori B kane. B pesynbrare ObLIO ycTa-
HOBJIEHO, 4TO ¥ 12 n3 30 maumenToB ¢ K (40%) BbI-
SIBJIECHO UH(MuUIMpoBaHue H. pylori TMCTONOTMYECKU
ny 17 u3z 30 (56,6%) UMMYHOTMCTOXUMUYECKUM ME-
TOIOM. B KOHTPOJIBHO TpyIITie JaHHbIC TTOKa3aTe TN
coctasuiu 4 u3 30 (13,3%) u 6 u3 30 (20%) cooTBeT-
ctBeHHO. CrenoBaTesIbHO, YaCcTOoTa BCTPEUYaeMOCTH
H. pylori B OnoriTarax TOJICTOM KUIIIKHU Y TTAlIIEHTOB
¢ K nocToBepHO BHIIIE, YeM Yy JIUIL B IPYIIIe KOH-
Tpos (p = 0,04 u 0,007). [IpumeuaTenbHO, UTO Y Ue-
TeIpex H. pylori-mO3UTUBHBIX MAIlMCHTOB U3 TPYII-
Mbl KOHTPOJISI MUKPOCKOTIMYECKU OMNpPeaesiiuCh
npusHaku HaunHatiterocsa SAK [40]. H. pylori 611
OOHapy>XeH METOJIOM MOJMMEPA3HON 1IEMHON peak-
nun (ITL[P) B cnn3mcToli 000JI0YKE TOJICTON KUTITKHA
y 6onbHBIX AK 1 BK ¢ mopaxeHueMm TOACTON KUILI-
ku [47, 48, 73]. B npyrom nccienoBaHuu MoKa3aHo,
yto H. pylori oOHapyxuBaeTcs B (peKaausax 00Jib-
muHcTBa aeteit ¢ bBK [39].

OnHako 0ojice 4acTO B JIUTEpaType BCTpeUacT-
cs yKaszaHue Ha To, uTo He H. pylori, a sHTeporemna-
tudyeckue Helicobacter spp. (BI'X), KoTOphIe IIpe-
MMYILIECTBEHHO KOJIOHU3UPYIOT KUIIEYHUK U Te-
MaTOOUJIMApHYIO CUCTEMY, CBSI3aHBI C Pa3BUTUEM
XPOHUUYECKUX 3a00JIeBAHUN MEYEeHU W KUIIeUHU-
Ka [69]. I[Toka3aHo, YTO MPUCYTCTBUE IPYrUX OaKTe-
puii Helicobacter spp. (P-OR: 2,62, p value = 0,001)
u Campylobacter spp., B ocobeHHocTu C. concisus
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(P-OR: 3,76, p value = 0,006) u C. showae (P-OR:
2,39, p value = 0,027), ObLJIO CBSI3aHO C TMOBBIILIECH-
HBIM prckoM pa3Butus B3K [9].

Ha mMonmensx XMBOTHBIX TTOKAa3aHO, YTO 3HTEPO-
reratuueckue Helicobacter spp., Hatipumep H. hepa-
ticus v H. bilis, MOTyT WHIYLMPOBAaTh MEPCUCTU-
pylollee BocIajieHHWe B TOJCTOU KUIIKE W CJEINoi
KMIIIKE Y TPBI3YHOB ¢ UMMYHoneduiuToM [34, 65].
H. hepaticus sBISIETCSI TPUTTEPOM PA3BUTHSI KOJIUTA
yMblei ¢ necpuiimtom IL-10 mocpeacTBoM MeXaH3-
Mma, 3aBucumoro ot [L-12 u IFNy [34]. ITpucyTcTBre
H. muridarum moBblllIaeT aKTUBHOCTh 3a00JIeBaHUS
M BOCIAJIEHUs B MOAEJSIX OCTporo Kojimta [45] u ro-
TEHLIUPYET BocmajieHue, mogoodHoe 6ose3nu Kpona,
Y MBIIIEH ¢ UMMYHOIS(UIIUTOM ITOCPEACTBOM BIIHSI-
Hust Ha T-kJieTkM [26]. HakarimBaloTcs foka3aTeib-
CTBa, YTO y TPbI3yHOB MpucytcTBue D' X yxyniaet
TSKECTh UJIM YCKOPSIeT pa3BUTHE KosiuTa [25, 85].

JlaHHBIE MCCIeIOBaHUN ¢ BKIIOUEHUEM MpUMa-
TOB U1 YejoBeKa 0oJiee mpoTuBopeduBbl. HekoToprie
mTaMMbl DI X oIpenesIIoTcss B TOJICTOM KUIIIKE
MalUeHTOB C DHTEPUTOM M/WJIM TIPOKTUTOM [22].
IMepcucrennus H. macacae cBsi3aHa C pa3BUTHEM
XPOHMYECKOI'0 MAUOMATUYECKOTO KOJIMTa y MOJIO-
IbIX Makak-pe3ycoB [17]. BwuisBaenue H. pullorum
nnu H. canadensis TOCTOBEPHO CBSI3aHO C pa3BUTU-
em OoJsiesanu KpoHa y B3pocabix [35]. Helicobacter
Spp. ObLIM OOHapyKeHbI MO0 B oOpa3uax kaJja [39],
6o B OMoITarax TOJICTOM KWIIKU [86] y Ie-
Teil ¢ OoJsiesHblo KpoHa, u pacrpocTpaHeHHOCTh
Helicobacteraceae Oblna 3HAYMTEIBLHO BBIINIC y HaH-
HOI1 kaTteropuu nauueHTon (32/77, 41,5%) 1o cpaB-
HEHMIO C TpynIon KoHTpois (23/102, 22,5%) [28].
H. fennelliae v H. pullorum 61511 0OHapykKeHbI B OMO-
MTarax TOJCTON KUIIKU y 12% TaliueHTOB ¢ 60Jjie3-
Hblo Kpona [7]. Hactora BcTpeuaemoctu H. genus,
omnpenesneHHass mMetogoM I[ILIP, Oblia mocToBepHO
BoIlle y TrantmeHToB ¢ SIK mo cpaBHeHUIO ¢ TpyT-
ot koHTpost (32/77 npotus 11/59, p = 0,004) [76].
C npyroii CTOpOHBI, €CTh WCCIEIOBAHUS, B KOTO-
puix Helicobacter spp. He orpenensilioTcss B OuorTa-
Tax TOJCTON KMIIKHM rmanueHToB ¢ B3K [3, 6, 19, 24,
74]. Kpome Toro, B paboTe KUTANCKUX YICHBIX IT0-
Ka3aHO, YTO HET IOCTOBEPHBIX Pa3JIMUMil B 4aCTOTE
BcTpeyaeMocTu Helicobacter spp. B buonrtarax TOJ-
croit Kumkn y 160 6onpHbix B3K (10%) n 80 nwnig
rpynmsl KoHTposs (6,3%) [87]. B Gonee paHHeM
HWCCIeNOBAaHUU TI0Ka3aHo, 4To uHbeKkuus H. pylori
ObL1a BbISIBJIEHA TONbKO y 2 u3 41 pedenka ¢ bK
(4,8%) ny 5 u3 47 6oapHbix AK (10,6%) [63].

H. pylori — npoTekTuBHbLIN GakTop
B pa3sutum B3K

BosblIMHCTBO UcciienoBareae NoaaepKBaloT
TUIIOTE3y 0 0ojiee HU3KOM YacTOTe BCTPEYaeMOCTU
H. pyloriy 6onpHbIX B3K, yeM B monyisiiiuu 1 o 1po-
TEKTUBHOI pOJIM OaKTepUU B pa3BUTUM JAHHOM Ka-
Teropuu 3abojieBaHuii (Tad. 1). Toapko HeOoIbIIIOE
YUCJIO UCCIENOBAHUN AEMOHCTPUPYET OTCYTCTBUE
pa3auuurii B UHGUIIMPOBAHHOCTU JAHHBIM MUKPO-

opranusmoM 6osibHbIX B3K 1 manuenToB 6e3 B3K
nji 0oJiee BHICOKME TMTOKAa3aTeId YaCTOThI BCTpeda-
emoctu H. pyloriy 6onbubix B3K [46, 47, 52, 55, 80].

WNHTepeceH MeTaaHaau3, B KOTOPOM HM3yYasach
accoluanus Mexay nepcucrenuueir H. pylori v pas-
ButreM B3K. B pesynbraTe ObIJIO0 YyCTaHOBJIEHO, UTO
y nauueHtoB ¢ BK, AK u HeknaccubuuupyeMbim
konutoM (HKK) wmmeer mecTto oTpuuaTenbHas
KOppEJISIIMOHHAsT CBSI3b MEXIY IepCUCTEHIINEN
H. pylori B8 xXenynke u B3K (P-OR: 0,43, p value <
le-10). DTa accoumanus Obl1a 0oJiee CUIBLHOM y T1a-
uueHToB ¢ BK (P-OR: 0,38, p value < le-10) u HKK
(P-OR: 0,43, p value = 0,008), uem y marimeHTOB ¢ 1K
(P-OR: 0,53, p value < 1e-10) [9].

MertaaHann3 23 MCclIenoBaHMIT TTOKa3all BO3-
MOXHYIO TIPOTEKTUBHYIO pojib H. pylori B matore-
He3 BK, HO HEOmMHOPOOHOCTH 3aperuCTPUPOBAH-
HBIX UCCJIEAOBAHUI M BO3BMOXHOCTbD ITPEAB3SITOCTH
nyOJMKAaIIUil OrpaHUYMBAIN JOCTOBEPHOCTDH ITUX
pesyibraTos [38].

B npyrom mcciaenoBaHUM IIPU BHITIOTHEHUU 3H-
JIOCKOITU Y BEPXHUX OTIEJIOB KeJTyT0UHO-KUIIIEUHO-
ro TpakTa 49 mamuenTtam ¢ AK nmpoBoauiiocs B3siTue
OMOIITATOB JUJISI TUCTOJOTMUYECKOTO WCCIIEIOBAHMS
Ha Hanuuue nHdbekuuu H. pylori. MukpoopraHusm
ObLI BbISIBJICH Y 57,1% TallMeHTOB, MPU 3TOM Y Ta-
IMEHTOB C MAaHKOJIUTOM YacTOTa BCTPEYaeMOCTU
H. pylori 6bima Huxxe (11,1%), yem y 60TbHBIX, UMEIO-
WX ITPOSIBJIGHUSI JIEBOCTOPOHHEIO KOJIMTa WU
npokTtuTa. CBSI3U MEXAy PpacrpoCTPaHEHHOCTHIO
H. pylori, TssXecTbio TeueHU 1 3a00JIeBaHU S U BUAOM
NPUHUMAEMBbIX JIEKAPCTBEHHBIX ITPENapaToB BhISIB-
JIEeHO He ObLJ0 [8].

IIpoTexkTnBHAas ponb H. pylori B OTHOIIICHUHU pa3-
BUTHS ayTOMMMYHHBIX 3a0oyieBaHnii [60] onmncaHa
JUTSE OpOHXMAJIbHOM acTMBI [61] 1 caxapHoro nmuade-
Tta 1 Tuna [33]. MexaHu3MaMu, JiexXKalluMU B OCHO-
Be 3aIUTHOM ponau nuHdekuuu H. pylori, IBASIOTCS
nuddepeHIInaabHass 3KCIIPEeCCrusi OCTPOro W/MJIn
XPOHMYECKOIO0 MECTHOTO BOCHAJIUTEIIbHOTO OTBE-
Ta CJIM3UCTON O0OJIOYKH, KOTOPHI MOXET BbI3BATh
CHUCTEMHOE BBICBOOOXIEHHME LIMTOKUHOB [56], KO-
TOpbIe, B CBOIO OYePe/lb, MOT'YT CHU3UTDH CUCTEMHBIE
MMMYHHBIC OTBETHI M IOIaBUTh ay TOUMMYHHBIC pe-
akiuy. Bo3aMOXXHBIM MEXaHU3MOM ITOTEHIINATbHON
3amuTHOt ponu H. pylori mpotuB pa3zsutusi B3K
MOXET ObITh U3MEHEHNE MMMYHOJIOTUYECKOTO OT-
BeTa X03siMHa OT IpoBocnanuTeabHoro Thl/Thl7-
oTBeTa K TIOBBIIIIEHHOMY T-peryisaTopHOMY Kiie-
TOYHOMY UMMYHHOMY oTBeTy [37, 59]. Kpome Toro,
H. pylori cnocob6eH MHAYLUPOBATh NPOAYKIIUIO aH-
TUOAKTEepUaIbHBIX MENTUIOB, KOTOPbIE MPOTUBO-
IEeNCTBYIOT MOTEHIIMAJBLHO ITaTOICHHBIM OaKTepHr-
sIM, BOBJIeYeHHBIM B nmatoreHe3 B3K [83].

Apaamvkauus H. pylorin B3K

YcTraHOBIEHO, UTO B SHAEMHWUYECKMX paiioHax
C BBICOKOI pacnpocTpaHeHHOCTbIo H. pylori HaG10-
naeTcd yCTOMYMBHI pocT 3aboseBaeMocT B3K mo-
cJie IIIMPOKOTo MIPUMEHEH U ST aHTUXEJTMKOOAKTepHOI
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Tepanuu [75]. EcTb paboThl, KOTOpbIE MOKA3bIBAIOT,
YTO TIOCJIe TIPOBEACHU S dpaduKaILIMOHHON Tepanuu
yepe3 6—12 MecsieB BO3pacTaeT PUCK Pa3BUTHUSI
B3K [10], HO pa®OThI APYTUX aBTOPOB OMPOBEPraroT

Ta6auua 1. YactoTta BcTpewaemocTu H. pyloriy 60nbHbix B3K [uuT. no 49 ¢ nameH.]
Table 1. Prevalence of H. pyloriin IBD patients [cit. 49 with changes]

a1y runortesy [62]. EcTb uccienoBaHus, noka3biBa-
[olIMe, 4YTo IpoBeneHue spaaukauuu y H. pylori-
MO3UTUBHBLIX OonbHBIX K He yxyaliaeT TeuyeHue
OCHOBHOTrO 3a00seBaHus [64].

F'pynna r M ©
KOHTPONS pynmna KOHTpons, eTop, Bepudw_u(auuu ) g S
BK, n|(9K, n (K), n puarHo3(bl) H. pylori H. pylori (+) nauneHTbl, % E o
CD,n|UC,n ’ Control group, H. pylori verification H. pylori (+) patients, % 5L
Control . . 8%
diagnosis(es) method o
group
_ | YpeasHblin
CuHppoM pasppaxeHHOn .
AblXaTenNbHbIi TECT . . .
oo | o) DR | B2 S A 210029 |
(IBSa) syndro Urease breath test Y Com T E e
(UDT), H. pylorilgG (+)
®DyHKUMOHaNbHbIE
KMLLEYHble paccTpoicTBa , B3K: 9.4 (BK: 5, 9K: 14, K: 16) .
1391 187 | 189 \p nctional intestinal H. pylorilgG (*) IBD: 9.4 (CD: 5, UC: 14, C: 16) [16]
disorders
H. pylorilgG (+), YOT,
47 63 100 JlOHOpbI KPOBU rucrosnorus B3K: 21.8 (BK: 14.9, 9K: 27, K: 52) [15]*
Blood donors H. pylorilgG (+), IBD: 21.8 (CD: 14.9, UC: 27, C: 52)
UDT, histology
67 41 43 MauueHTbl 6e3 B3K Buoncus B3K: 28.7 (BK: 28.4, 9K: 29.3, K: 39.5) [
Patients without IBD Biopsy IBD: 28.7 (CD: 28.4, UC: 29.3, C: 39.5)
H. pylorilgG (+),
123 | 93 216 JloHOpbI KpOBKM rucronorus B3K: 48.1 (BK: 40.7, 9K: 55.9, K: 58.8) [51]"
Blood donors H. pylorilgG (+), IBD: 48.1 (CD: 40.7, UC: 55.9, C: 58.8)
histology
32 40 79 3nopoBbie Aobposonbubl | YAT B3K: 47.2 (BK: 53.1, 9K: 42.5, K: 61.1) 57]
Healthy volunteers ubDT IBD: 47.2 (CD: 53.1, UC: 42.5, C: 61.1)
ctonorus, GbiCTPbIi
0 90 120 3popoBbie A00POBONbLbI | ypeasHblii TecT (BYT) B3K: 30 (BK: HA, 9K: 30, K: 52.5) [41]"
Healthy volunteers Histology, rapid urease IBD: 30 (CD: ND, UC: 30,C: 52.5)
test (RUT)
380poBbie J,00pOBONbLbI , B3K: 31.7 (BK: 28.6, 9K: 33.1, K: 55.1) N
. +
91771 2T\ eaithy volunteers H. pylorilgG (+) IBD: 31.7 (CD: 28.6, UC: 33.4,C: 55.1) | L' "]
380poBbie J00POBONbLbI , B3K: 24.4 (BK: 12.9, 9K: 29.7, K: 37.1) N
94 11851 70l ialthy volunteers H. pylorilgG, IgA (+) IBD: 24.4 (CD: 12.9, UC: 297, C: 37.1) | (8]
OcTpas 6akTepuanbHas . . . .
100 | 100 | 100 |awapes H. pylori1gG, IgA (+) 3?56-1155(%%- 11‘;’3;( 1188’05;;3’ [21]*
Acute bacterial diarrhea +15, (CD: 13, UD: 18, C: 43)
MauueHTsl 6e3 B3K yar B3K: 25.3 (BK: 17.7, 9K: 32, K: 52.1) .
14711891 316 patients without 1BD uDT IBD: 25.3 (CD: 177,UC:32,C: 521) | 1°0)
[ oHopbl KpOBKN , B3K: 17.4 (BK: 17.4, 9K: HA, K: 35.4) .
386 | 0 27T |Blood donors H. pylorilgG, IgA (+) IBD: 174 (CD: 17.4, UC: ND, C: 35.4) | 182
90 0 595 MauueHTbl 6e3 B3K fmctonorus B3K: 16.7 (BK: 16.7, 9K: HA, K: 40.2) [42]"
Patients without IBD Histology IBD: 16.7 (CD: 16.7, UC: ND, C: 40.2)
38 0 12 3nopoebie Aooposonbubl | YOAT B3K:8 (BK: 8, AK: HA, K: 42) (41"
Healthy volunteers uDT IBD:8 (CD: 8, UC: ND, C: 42)
MaumeHTbl 63 B3K . B3K: 27.5 (BK: 13.5, 9K: 30.8, K: 41.7) N
80 | 39 9 |patients without IBD H. pylorilgG () IBD: 27.5(CD: 13.5,UC:30.8, C: 41.7) | 150
51 82 200 MauueHTsl 6€3 B3K yAaT B3K: 12.8 (BK: 13.7, 9K: 12.2, K: 39) (58]
Patients without IBD ubDT IBD: 12.8 (CD: 13.7, UC: 12.2, C: 39)
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NHdekums H. pylorin B3K

Fpynna r M ®
KOHTPONS pynna KoHTpons, eTop, Bepqu_u(au,uu ) g S
BK, n|{9K, n (K), n puarHo3(bl) H. pylori H. pylori (+) nauneHTbl, % E o
CD,n|UC,n ; Control group, H. pylori verification H. pylori (+) patients, % 82
Control - ? S5
diagnosis(es) method o
group
36 0 36 3noposbie fo6posonbLbl [FUcTONOrUA B3K: 8.3 (BK: 8.3, UC: HA, K: 36.1) [43]"
Healthy volunteers Histology IBD: 8.3 (CD: 8.3, UC: HLL, C: 36.1)
56 0 382 MauueHTbl 6e3 B3K fuctonorus B3K: 32.1 (BK: 32.1, K: HA, K: 46.1) (53]
Patients without IBD Histology IBD: 32.1 (CD: 32.1, UC: HZ, C: 46.1)
MaumeHnTbl 63 B3K Mctonorus B3K: 4.5 (BK: 4, 9K: 5, K: 9) N
371 | 560 | 64451 Patients without IBD Histology IBD: 4.5 (CD: 4,UC: 5, C: 9) [70]
43 0 71 MaumeHTbl 63 B3K YOT B3K: 51.2 (BK: 51.2, 94K: HA, K: 70.3) [48]
Patients without IBD ubT IBD: 51.2 (CD: 51.2, UD: ND, C: 70.3)
50 44 194 MauueHTsl 6€3 B3K fuctonorus, BYT B3K: 9.6 (BK: 14, 9K: 4.5, K: 38.5) [72]*
Patients without IBD Histology, RUT IBD: 9.6 (CD: 14, UC: 4.5, C: 38.5)
MaumenTbl 663 B3K . B3K: 54.5 (BK: 52.2, 9K: 57.1, K: 68)
21123 8 | patients without IBD H. pylorilgG (*) IBD: 54.5 (CD: 52.2, UC: 57.1, C: 68) [78]
104 | 104 416 3popoBbie Ao6poBonbLbl | YAT B3K: 19.7 (BK: 18.3, 1K: 21.2, K: 48.8) 87]"
Healthy volunteers uDT IBD: 19.7 (CD: 18.3,UC: 21.2, C: 48.8)
YAOT, ructonorms,
299 0 248 MaumeHTbl 6e3 B3K KynbTypaneHbiii MeTon | B3K: 27.1 (BK: 27.1, 9K: HA, K: 47.9) [84]"
Patients without IBD UDT, histology, cultural IBD: 27.1 (CD: 27.1,UC: ND, C: 47.9)
method
YAT, ructonorus,
0 153 121 MauueHTbl 6e3 B3K KynbTypanbHbiii Meton | B3K: 30.5 (BK: HA, AK: 30.5, K: 57) [27]
Patients without IBD UDT, histology, cultural IBD: 30.5 (CD: ND, UC: 30.5, C: 57)
method

Mpumeyanue. * — p < 0,05, HI — HeT faHHbIX
Note. * — p < 0,05, ND — no data available.

Ta6nuua 2. PacnpoctpaHeHHOCTb H. pylori y nauMeHToB ¢ BocnanuTesbHbiIMU 3a6051eBaHUSIMMU
KULUEYHUKA, NPUHMMAaIOLMX NpenapaTtbl 5-aMMHOCaANULUIOBOW KUCHOTbI

Table 2. Prevalence of H. pyloriin patients with inflammatory bowel disease administered with 5-aminosalicylic acid

preparations
PacnpocTtpaHeHHoCTb H. pyloriy nauneHToB PacnpocTtpaHeHHocTb H. pylori
ABTOp C BOCNanuTeibHbIMU 3200N1€BaHUSIMM KULLEYHUKA, % | Y NaLMEeHTOB B rpynmne KOHTpons, %
Author The prevalence of H. pylori in patients with inflammatory The prevalence of H. pyloriin patients

bowel disease, %

in the control group, %

aK:
CpepnHsas — 21,6

Y nauuneHTOB, NPUHUMAIOLLMX Npenaparbl
5-amuHocanuuunoBoii kucnotol, — 17,6

BK:
CpepHsa — 11,9

y nauneHToB, NpUHMMaKLWKUX npenapaTtbl

IBD — 47
Patients taking 5-aminosalicylic acid preparations — 34

Pearce C.B. et al. [54] | 5-amunocanuuunosoi kncnotsl, — 3,6 25
ucC:
Average — 21.6
Patients taking 5-aminosalicylic acid preparations — 17.6
CD:
Average — 11.9
Patients taking 5-aminosalicylic acid preparations — 3.6
B3K — 47
Y nauuneHTOB, NPUHUMAIOLLMX Npenaparbl
PiodiL.P. et al. [57] 5-aMUHOCaNUUMIOBOI KUCNOTbI, — 34 61

73




10.1N. YcneHckunia n ap.

MHdekumns n uMmyHuTeT

Ta6nuua 3. CpaBHUTENbHAd YacToTa BcTpeyaemocTu H. pylori (+) n H. pylori (-) ractputa y naumenTos ¢ B3K

Table 3. A comparative incidence of H. pylori (+) and H. pylori (-) gastritis in patients with IBD
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Mopdgonormnyeckme n3ameHeHus
CNN3NCTON 000/104KM XeNyaKa npu
nepcucteHumn nibekumn H. pylori
y 605bHbIX B3K

YcraHoBseHo, uyTo y manimeHToB ¢ B3K mpeobna-
JlaeT yMEPEHHO BBIPaXXEHHBIN aKTUBHBIN aHTpaJIb-
HBII TaCTPUT C SIBJIEHUSIMU aTpoduu, HauboJbIIasI
CTEeTNeHb BBIPA)KEHHOCTU KOTOPOW Halbsonaercs
y manueHToB B Bo3dpacTe 10 30 jer. CTereHb BbI-
pPaXXEHHOCTU KWIIEYHOW MeTaruia3uu CIU3UCTOU
0007104KHM XKeayaka y nauueHToB ¢ B3K 3aBucur
OT [UTUTEIBHOCTU KJIMHUYECKOTO TEUYeHUs 3a00-
neBaHus. [Ipun B3K BbIpazkeHHOCTh U aKTUBHOCTH
racTpuTa, arpoduyeckue M3MEHEHUS CIU3UCTOU
00OJIOUKHM KeJyIKa U cTeneHb uHBasuu H. pylori
HE 3aBHUCAT OT IJIMTEJLHOCTH TEUCHMsS W JIOKAJIM-
3allM1 MATOJOTMYECKOro IMpolecca B KUIIEYHUKE.
Takske y manmenToB ¢ B3K omnpenensieTcs: 1moBbI-
MIeHHAasT KUCJIOTOoOOpasytomias (pyHKIINS KelyaKa.
basucHag tepanus B3K npenaparamu S-aMuHO-
CaJIUIIMJIOBOM KUCJIOTHI CHMKAET BBIPAXXEHHOCTH
U aKTUBHOCTb racTpuTa, CTENEHb BbIPAXEHHOCTU
arpoduu, cTerneHb MHBA3UU CIU3UCTON OOOJOYKU
Xenaynka H. pylori v puck nadnnupoBanus H. pylori
MaHHOI KaTeropuu manueHToB [l] EcTh maHHBbIe,
YTO TIpernapaTrbl S5S-aMUHOCAJUIIUIOBOM KUCIOTHI
MOTYT MPUBECTU K TaK HA3bIBAEMOI «CITOHTAHHOM
IpaguKalun» XeJIMKoOakTepHo uHbeknuu [15,
41, 51, 54, 57] (ta6n. 2). I1pu mocTaHOBKe TallMeH-
Ty nuarHo3a bK ciegyeT mOMHUTH, YTO UBMEHEHU ST
B XKEJIYJKE MOTYT OOBSICHSIThCSI HE OaHAJIBHBIM XeE-
JINKOOAKTEPHBIM raCTPUTOM, 2 HOCUTH Crieliudurye-
ckuit xapakrep. CpaBHUTENIbHAS YaCTOTa BCTpeyae-
moctu H. pylori () u H. pylori (—) ractpurta y nauu-
eHToB ¢ B3K npencrasyiena B TadJj. 3. B aToMm ciiyyae
cTaHJapTHasl dpaJuKallMOHHAsl Teparnusl He OyneT
BBICOKO2((EKTUBHOIA, a B psIJie CIydaeB He SIBJISIET-
cs1 HeoOoxonuMmoii. K OCHOBHBIM 9HIOCKOMTMYECKUM
npuU3HaKaM racTpoayoleHalbHoOl 0osie3Hu KpoHa,
KoTopas TpucyTctByeT y 70—80% maHHOiT KaTero-
pUM MAUMEHTOB (MO0 AAHHBIM TUCTOJOTMYECKOTrO
WCCIIeIOBaHM ), OTHOCITCS: 3a3yOpeHHOCTh CKJia-
nok KepkpuHra, aputemMa, paHUMOCTb, 9PO3UH, JIU-
HelHbIe sI3BbI (3MeeBUIHbIE, «CTBOJ 0aMOyKa»), ad-
b eKT «OyaBIKHOU MOCTOBOI», yTOJIIEHUE CKIAI0K,
CTPUKTYDHI [2].

B 3akusioueHue cieayeT OTMETUTh, UYTO CBSI3b
mexny H. pylori-madexnneit m B3K mo-tmipexxHemy
BBI3BIBAET CIIOpPbl. HecOMHEHHO, N3y4YeHe BO3MOXK-
HOTO BJIMSIHUSI TEPCUCTEHIIMM MMKPOOpPraHu3Ma
Ha pa3Butue bBK u JK 3acnyxuBaet nanbHei1ero
uzyueHus. HesicHo, siBiisieTCst 1M MpearoiaraeMblii
npoteKTuBHbIN 3 dekT H. pyloriy nanimenTos ¢ B3K
peanbHBIM WM CHUXXKEHHWE pPacIipoCTPaHEHHOCTU
UHOEKIIMNU Yy TaHHOU KaTeropuu MallMeHTOB CBS-
3aHO C BiUsIHMEM Apyrux ¢aktopoB. Heobxonumbl
TaJbHEHIINE pacIIMpeHHBIC UCCISAOBAHUS 10 W3-
yueHuto ponu H. pylori v ero spagukaiu B MmaTo-
renese B3K.

N
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