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OTCYTCTBMSI TIporpeccupoBaHusi 3aboneBaHusi. bo-
Jiee YeM Yy TomoBUHBI mereit (58,2%), He MMeroImmnx
KJIMHUYECKUX TPU3HAKOB OONIE3HU, MO JaHHBIM
21aCTOMETPUU ObLT BbIABICH (Gubpo3 meueHu (y
33,3% — F1, y 16,8% — F2, y 8,4% — F3).

3. BeccuMnTOMHOE Te4yeHUE XPOHUYECKOro
renatuta C y mereil Ha 6-7-M romy MHOUIIMPOBaA-
HUS XapaKTepu3yeTcsl TMOBBIIIEHNEM aKTHBHOCTU
amaHuHaMuHoTpaHchepassl (20,6%), TOsSBIEHUEM
Kano0, KIMHUYECKUM TIpOSIBIEHUEM acTeHOoBere-
taTuBHOro (39,8%), nucnentuueckoro (23,1%) cun-
IPOMOB M TIPUCOENMHEHUEM WHTEPKYPPEHTHBIX
3abonmeBaHUi.

4. CrioHTaHHasi SIMMUHALIUMS BHUpyca rera-
tuta C mpousolnia B paHHEM JETCKOM BO3pacTe
(1-3 roma) y 3 mereii, "HGUIMPOBAHHBIX MepUHA-
TaJbHBIM TYTEM, UMEIOIINX «paHHIOWy THITepdep-
meHTeMuto u reHoturt CC B monuMopdHOM JIOKyce
rs12979860 rena 1L28B.

5. MaHudecTHOe TeueHWe XPOHUYECKOro Tre-
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natuta C orimyaercss oT 6eCCHMIITOMHOro 6oiee
ObICTPBIMU TEMITAMU TMporpeccupoBaHus 3aboneBa-
Hus. [To TaHHBIM 2TacTOMETPUU U OMOIICUU TTede-
HU y 54,6% nereii obHapy:KeH ¢ubOpo3 U OLleHEeH B
1 6amn y 27,3%, B 2 6amna —y 18,2%, B 3 6amna —y
9,1% mereii.

YK 579.835.12: 579.842: 579.262: 616.33-002.27-006.6-008.87

MUKPOBHUOTA, BUOTUIEHKUA U HELICOBACTER PYLORI TTIPA
3ABOJIEBAHUSAX TACTPOIYOJEHAJIBHOM 30HBI

Tysens Illlaexamosna Hcaesa*, Bacun busanoeuu 3uamounos

HO1ll

Lenmp eueuennvt u snudemuonoeuu 6 Pecnybauxe Tamapcman (Tamapeman), . Kasano

Pedepar

CylecTByeT IMPOKOoe MHOXECTBO OaKTepHii, 3acesTIoInX OpraHu3M yenoBeka. HapyieHus: B coctaBe MUK pOOMOTHI
MOTYT y4acTBOBATh B IMAaTOreHe3e pasinyHbIX 3aboneBaHuii. JKemymounasi MUKpoduiopa cOCTOUT M3 GaKTepUii, OTHOCS-
wuxes K 7-9-My Tunam, MpeMMyIIeCTBEHHO K MpoTeodakTepusiM, bakTepouaaM, akTHHOOAKTepusIM U y300aKTepUsIM.
Hekoropble MOmyIsiiMy M3BECTHBI KaK MaTPUKC-3aKPbITble MUKPOOHBIE COOOIIEeCTBa, KOTOPbIe aare3upytoTcs Ha OGuo-
JIOTMYECKUX M MCKYCCTBEHHBIX TOBEpXHOCTX. PopMupoBaHUEe OaKTepuaTbHBIX OMOIMIEHOK MPUYACTHO K PA3BUTHIO
HEKOTOPBbIX XPOHMYECKMX 3ab0eBaHMil. PocT OMOMIEHOYHBIX COOOILIECTB MOXET MPUBOIUTH K BOSHUKHOBEHUIO TOIY-
JISIUMOHHOW YCTOMYMBOCTU K (haKTOpaM MMMYHHOU 3alIUThI X035MHA U aHTUMUKPOOHBIM IpernapaTtaM. JlaHHbIE O B3au-
moneiictsun Helicobacter pylori ¢ pa3nuUYHBIMU MUKPOOPraHU3MaMU U ero BIUSIHUU Ha COCTaB M CTPYKTYPY KeTyI0uHOI
MUK POOMOTBI OTJIMYAIOTCS TTPOTUBOPEUNBOCTHIO. DTOT 0030p CyMMUPYeT M3BeCTHBIE (haKThl acCOLMANM GaKTepraaIbHbIX
COO0IIECTB ¢ 3a00/1eBAHUSIMU T'aCTPOLYOIeHANbHOM 30HbBI. [TocaenHe NCCIeT0BaHUS TTO3BOISIOT TIPEANOMOXKUTh Y4acThe
MUKpPOOMOTBI B PAa3BUTUM paka Xenynka. VcciaemoBaHUsI Ha KMBOTHBIX MONEISIX TMOMAEPXKUBAIOT 3Ty TUIOTe3y. M3-
ObITOUHBIN OaKTepUaNbHBIA POCT BBI3bIBAET HAKOIIEHUE DHIOTeHHBIX N-HUTPO30KOMITOHEHTOB (N-HUTPO30AMUHOB K
N-HUTPO30aMUIOB), SIBJISIFOLLIMXCSI TOTEHIMATbHBIMU KaHIleporeHaMu. AHTarOHUCTUYECKYI0 aKTUBHOCTb OuunobakTe-
puii, TaKTOOAKTepHrii, caxapoMuIleT B OTHOIeHUU Helicobacter pylori MCTIONb3yIOT B KOMIUIEKCHOM aHTHOaKTepyraIbH Ol
Teparuu, JOMOTHEHHON MPoOMOTUKaMu 1 CHHOMOTHUKaMu. [IpiMeHeH e METOIOB MEeTareHOMHOro aHain3a U CeKBEHU-
POBaHUSI TEHOMOB OTAEIbHBIX MUKPOOHBIX KJIETOK MO3BOIUT B OyIdyllleM MOHSITh COCTaB, CBOMCTBA, POTb MUKPOOMOTHI B
rmaToreHese 3ab0JeBaHMIA JKeTyIKa 1 IBeHaALaTUIIePCTHOM KUIIKK, pa3paboTaTh HOBbIe AMAaTHOCTUYECKE U TeparieBTu-
YecKMe MOIXOIbl B TAKTUKE BeJeHMsT OQIBHBIX C racTPOIyoneHabHOI IMaTomoruei.

KmoueBbie ciioBa: Helicobacter pylori, buoriénka, MUKpobroTa, TacTponyoneHaabHas 30Ha.

MICROBIOTA, BIOFILMS AND HELICOBACTER PYLORI IN THE DISEASES OF GASTRODUODENAL ZONE

G.Sh. Isaeva, V.B. Ziatdinov

Center of Hygiene and Epidemiology in the Republic of Tatarstan, Kazan, Russia

Large number of bacteria inhabits the human body. Alterations of microbiota can be involved in the pathogenesis of
various diseases. The gastric microbiota consists of bacteria from 7 to 9 phyla, predominantly Proteobacteria, Bacteroidetes,
Actinobacteria and Fusobacteria. Some populations are known as «matrix-enclosed microbial communities», which adhere
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to biological and artificial surfaces. Formation of bacterial biofilms is implicated in many chronic diseases. Growth of
microbial biofilm may lead to commune resistance to the immune defense of the host and antimicrobial drugs. Reports
about Helicobacter pylori interactions with other microorganisms and influences on the composition and the structure of the
gastric microbiota, are contradictory. This review summarizes current knowledge of the association of bacterial communities
with gastroduodenal pathology. Recent studies suggest the involvement of the microbiota in the development of gastric
cancer and the researches on animal models support this hypothesis. Excessive bacterial growth causes an accumulation of
endogenous N-nitrosocompounds (N-nitrosoamines and N-nitrosoamides), which are the potential carcinogens. Antagonistic
activity of bifidobacteria, lactobacteria and saccharomyces is used against Helicobacter pylori in the complex antibacterial
therapy supplemented with probiotics and synbiotics. With the application of the sequencing the metagenomics and single
cell genomics, we could further understand the composition and the properties of microbiota, the role in the mechanisms
of the pathogenesis of the stomach and the duodenum, develop the new diagnostic and therapeutic tactics for the patients

with gastroduodenal diseases.

Keywords: Helicobacter pylori, biofilm, microbiota, gastroduodenal zone.

Mukpobuora >KelTyTodHO-KUIIEYHOro TpaKTa
(PKKT) mpencrapisier coboli CIOKHYIO 9KOCUCTEMY.
ITo pe3ynbraTam TOCTEIHUX NAaHHBIX, TTOTYyYEeHHBIX
NPy UCCIEIOBAHUM Pa3IMYHbIX OMOTOIMOB MUIIe-
BapUTEIBHON CHUCTEMBI C TOMOIIBIO COBPEMEHHBIX
METONOB (MOJNEKYISIPHOTEHETUUECKUX, XPOMaTo-
MAacC-CIIEKTPOMETPUUECKHX ), OOIIMiI TeHoM OaKTe-
puii, kononusupytomux 2KKT, HacauTeiBaer bonee
400 TBIC. TeHOB, YTO B 12 pa3 IpeBLILIAET pa3Mep
reHoma 4denoBeka. [1pu 3ToM OGOIBIIMHCTBO MUK PO-
OPraHU3MOB OTHOCUTCSI K HEKYJIbTUBHPYEMbBIM
dopmMaM, YTO OTKpPbIBAET TEPCIEKTUBY B U3yYeHUU
«MUKPOTEHOMAa» W €ro poiu B (DU3MOTOTHUECKUX
M TATOIOTMYECKMX ITpolleccax, MPOUCXONSIINX B
OopraHmM3Me ueyioBeKa. Pe3ynbTaThl OTHENTBHBIX HC-
ClIeOBaHMIi YKa3bIBAlOT Ha y4acTue MUKPOOMOTHI B
pa3BUTHU caxapHOro nuabera, OPOHXMAIBHOM acT-
MbI, OHKOJIOTUYECKUX W BOCTIAJIUTETbHBIX 3a0b0eBa-
Hult KumegHuka [15, 29, 32, 33].

BonbmmHcTBo GakTepmit obutaer B 2KKT B
Buge OMOIMIEHOK, M TaKue TOMyISILMU Ha3BaHbI
MaTpPUKC-3aKPBITBIMA  MUKPOOHBIMU  COOOIIIECTBA-
MHU. 3a CUET HaJU4Us MUTATETbHBIX BEIIeCTB U (Hu-
sukoxuMmnyeckux ¢aktopos KKT mpencrasnser
co0oif MaeaNbHYIO Cpemy ISl anre3uu, KOMOHU3a-
LMY MUK POOPraHU3MOB 1 00pa30BaHUsI OMOIIEHOK.
B cocraBe MUKpPOOHBIX COOOIIECTB BBIXKMBAEMOCTh
OakTepuii 3HAYMUTENBHO YBETUYMBAETCA 3a CUET
TOBBIIIIEHHOIW YCTOMYUBOCTH K (haKTOpaM MMMYH-
HOM 3alllMTHl YeloBeKa M MEeWCTBUIO aHTUMUKPOO-
HBIX TiperapaToB. MccienoBaHust BEpXHUX OTHEIOB
2KKT ykaspiBatoT Ha TOT (akT, UTO OHU HETYCTO
3ace/leHbl MUKPOOpraHW3MaMM, HO TMpPU 3TOM Ha-
Onmromaercsl pa3HooOpa3We WX BUIIOBOIO COCTaBa.
OnHako coctaB, GYHKIMU, KIMHUIECKOe 3HaUeH e
MUKPOOMOTBI 10 CUX TOP OCTAIOTCSI OKOHYATEIbHO
HEN3BECTHBIMU.

Llenbio manHOro 0630pa cTaja aHaJIN3 COBPEMEH-
HBIX JaHHBIX O COCTaBe MUKPOOMOTHI JKeynKa U e
pou B pa3BUTHU 3ab0eBaHUIA 3TOro O6MoTOMA.

Y 310poBBIX JTIOHEH MOCTOSTHHAsT MUK podiiopa,
KOJIOHU3UPYIOIIAsl CIIU3UCTYIO 000IOUKY TTUIIEBONA,
MpecTaBIeHa MPENMYIIECTBEHHO I'PpaMITOTOK U TeTb-
HBIMU  (aKyJIbTaTUBHBIMUA aHa’pobaMu, TaKUMU
KaK CTPENTOKOKKM M JIaKTOOALIMJUIBI, TTPOMCXOMISI-
e U3 poToBoit monoctu [27]. B xKemynke 3mopoBo-
T'0 YeJIoBeKa CONEPIKUTCS OTHOCUTETHHO HebOoIbIlIoe
KOITUYECTBO KYJIBTUBUPYEMBIX MUKPOOPraHU3MOB:
or 10? mo 10* MUKPOOHBIX KJIETOK B 1 MJI Kenymod-
HOrO COKa. DTO caMblif HU3KUI KOMMYECTBEHHbIN

1oKaszaTeJlb B CPaBHEHWUU C JPYTUMU OTIeIaMu
(comep>kaHMe MUKPOOPraHM3MOB B KHIIEYHHUKE
310poBoro ueymobeka gocruraer 102 MuKpoOHBIX
KJIeToK B | Mr dekanuii). 3a c4€T BBICOKON KMCIOT-
HOCTM [HATOIIaK CpemHee 3HAYEeHHE BOIOPOIHOIO
nokazatens (pH) pasuo 1,5-2,0], BozmeiicTBuUs TIpo-
TEONUTUYECKUX (PepMEHTOB, OBICTPOI MOTOpPHO-3Ba-
KyallMOHHON (YyHKIIMM CO3MAIOTCS OTHOCUTENIBHO
HeOIaronpusiTHbIE YCIOBUS IJIsT pa3MHOXEHUS OaK-
TEPUIA.

PesynbraThl  6aKTepUONTOTMYECKUX M CCIen0Ba-
HUI TMOKa3bIBAIOT, YTO B OCHOBHOM >KeTyIO4HAast
MHKpPOOMOTa COCTOUT U3 PE3UTEHTHBIX TpeIcTaBu-
Tejieil GUOTOIMOB PECITUPATOPHOrO TPakKTa, POTOBOM
MOJIOCTH, MUIIEBONA U TOHKOW KUIIKU. Y 3M0POBbIX
JIfofeil M3 CIAMBKMCTOM ODOMOYKHU SKelylaKa Hambo-
Jiee 4acTo BbIAeNsIoTcs b6aktepuu poma Veillonella,
Lactobacillus, Clostridium [48]. Takxke B Xelymu-
Ke u3onupyloT Oaktepuu poma Propionibacterium,
Lactobacillus, Streptococcus, Staphylococcus [18]. He-
CMOTpsI Ha BBICOKYIO CIEM(PUUHOCTD, YYBCTBUTETb-
HOCTb 6aKTepUOIOrNYECKOro MeToa HEBBICOKA, UTO
OrpaHUYMBAET ero UCIOIb30BaAHUE IS TTOITHOrO U3Y-
YyeHUs MUKPOOHOro cocTaBa GMOTOMOB.

Bornee neranbHO M3y4UTh MUKPOOUOTY TO3BOJSI-
0T MOJIEKYJISIPHOTEHETUUECKME METOIbI C UCIONb-
30BaHUEM TEXHUKM CEKBEHMpPOBaHMSI OaKTepuasb-
Horo reHa /6S pPHK. MonekynsipHblil aHanu3 naér
BO3MOXKHOCTb MIEHTU(MULIMPOBATH OOJbIlIee pa3HO-
obpaszue OakTepruaabHBIX COOOIIECTB B JKETyIKe.
Tak, B ucciemoBaHuu, mpoBegéHHoM E.M. Bik u
coaBT. (2006), cpenu O6akTepuaIbHBIX TOMYISIIUIA,
KOITOHU3UPYIOIINX XKeTYIOK, ObLJIO BBISBIEHO Ooree
geM 130 ceMeiicTB 13 13 TUIIOB, M3 KOTOPLIX TOMHUHU-
PYIOLIUMU SIBJISITACH TIpencTaButenu Proteobacteria,
Bacteroides, Actinobacteria, Fusobacteria [7]. 67%
UACHTU UL POBAHHBIX TEHOTUIIOB ObLIO OOHApy-
JKEHO paHee B o0pasilax M3 POTOBOM IMOIOCTH, YTO
yKa3bIBaeT Ha UX OpaJbHOE MTPOUCX 0K IEHHE.

ITo pe3ynbTaTam Ipyroro UCCIeIOBaAHUS, Y JIUII,
He mHbunupoBaHHbIX Helicobacter pylori, Hanbo-
Jiee 4acTo KeMyIOK KOJIOHU3UPYIOT GaKTepuu, OT-
Hocsmmecs: K pomaM Proteobacteria, Streptococcus,
Prevotella [26], mpu 3TOM cOCTaB >KeTyTOYHON MUK-
POOKOTBI aHTPyMa M Tejla XKeaynKa UIeHTUYeH.

Y HOBOPOXKIEHHBIX Ha -1 Hemene XKU3HU MUK-
POOHBIE TIOMYJISILIUN SKETyTOYHOrO COKa IpPEeuMy-
IIECTBEHHO TPENCTAaBIEHbl I'PAMIIONOKUTETbHBIMU
b6akTepusimMu (Firmicutes), 6aKTepusiMU, JTUIIEHHBI-
MU KJIeTouHOI cTeHKU (Tenericutes), BETBIIINMUCS
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OakTepusiMu (Actinobacteria), TpoTeOOAKTEPUSIMU
(Proteobacteria) ¢ mOCIeNyIOIIMM MOBBIIIIEHHEM Yac-
TOTBl pacripocTpaHeHusi Proteobacteria, KOTOpbIe
CTAaHOBATCSl JOMUHUPYIOIIUMU ¢ 411 Hemenu Xus-
Hu [30]. Kak u3BecTHO, MpoTeodakTepuu sSBISIOTCS
Haunboyree MHOTOUMCIIEHHOM (K HEeil OTHECEHO OKOJIO
TPETH BCEX M3BECTHBIX OaKTepHii) U BeCbMa HEOMHO-
POOHOI TpyMIIOi, B KOTOPYIO BKJIOUEHO OOIbIIIOE
YUCJIO MATOreHHBIX U YCIOBHO-IATO€HHBIX I'PaMOT-
PULIATETBHBIX MHUKPOOPTaHU3MOB C aBTOTPOMHBIM
WU TeTepoTpodHBIM TUTIOM MTUTAHUS.

KoHnTamuHanust o6pasioB cIM3UCTOi 000TOUKH
JKeTynKa MUKpoduiopoii poTOBOI TTONOCTH, MUILEBO-
Na, IbIXaTelbHBIX ITyTel, MaccaXk MUKPOOpraHus-
MOB M3 MUIIY KpaiiHe 3aTPyIHSIOT U3ydyeHue pe3u-
NEHTHON M TPaH3UTOPHONM MUKPOMIOPHI KelynKa,
HO POJIb HEKOTOPBIX MPEICTAaBUTENEH «KETyI0YHON»
MUK POdIOphl B MOCTEIHKME TOIbI M3y4eHa 10CTaTOou-
HO TIOMTHO, XOTSI U 3/1eCh OCTA&TCsl psili Hepel&HHbIX
BOITPOCOB.

K nHambonee M3ydyeHHOI TeMe OTHOCUTCSl POIb
Helicobacter pylori B miaTorenese 3aboneBaHWI Tac-
TponyoneHanbHOI 30HbI. [10 TaHHBIM 3MKUIEMUOTO-
TMYECKUX WUCCIAeNOBaHUN, MHMEKIINUS, BbI3BAHHAS
Helicobacter pylori, orHocuTCcsI K Hambomee pacrpo-
cTpaHéHHBIM MHGeKIUIM B Mupe. C KOIOHU3alu-
eli cau3ucTol obonouku xenynka Helicobacter pylori
CBSI3BIBAIOT Pa3BUTHE FaCTPUTA, SI3BEHHOW OOMe3HU
JKeTynKa, ABeHAIUaTUIIEPCTHON KUIIKUA W 3710Ka-
YeCTBEHHBIX HOBOOOpa3oBaHUIi Kemynka. Bbomblioit
HayJIHBIN WHTEpeC IPENCTaBISIOT B HACTOSIIee Bpe-
M$I BOITPOCHI B3aMMOIEMCTBUSI 3TOr0 MUK POOPraHU3-
Ma C XKeJTyTouHOM MUKpPOOMOTOI M €ro ydactue B
dopMupoBaHUY OMOTIIEHOK.

R.M. Stark u coaBT. (1999) 66110 TOTOKEHO O BO3-
MOXKHOCTU opMupoBaHusi ouoriéHku Helicobacter
pylori Ha TIOBEPXHOCTU Cpelbl TMPU TMOBBILIEHHOM
comepxkaHnu yriaekucinoro raza [38]. CrmocobHOCTh
9Toil GakTepum (OpMUPOBATH OMOIIEHKY HE CBS-
3aHa C ruapodOOHOCTHIO KJIETOYHON CTEeHKH, TTOMI-
BIDKHOCTBIO M ayroarperamnueii [47], HO sBisieTcs
IITaMM-3aBUCAMBIM TIpU3HAKOM [46].

Cole u coart. (2004) 6pu1a obHapyKeHa crocob-
HocTb Helicobacter pylori TIpuKperuisiTbcsi K CTEK-
JISHHBIM TIOBEPXHOCTSIM U (OPMUPOBATHL Ha HUX
OUOIMIEHK U, TIPU 3TOM BbICOKO MHGEKIIMOHHAS CITU-
pasnpHast popma ObUTa acCOLMUPOBAHA C IPUKPEILie-
HUEM K HellonmnuMepHbIM MatepranaM [14]. [Tpucyr-
CTBUE CHIBOPOTKU B Cpelie TOPMO3UT aaresuto [45] u,
HAITPOTHB, Mo0aBIeHNE MYyIIMHA TTOBBIIIIAET KOMMIec-
TBO KJIeTOK Helicobacter pylori B BUIEe TTPOCBETHBIX
dopM U CHMXKAeT KOTUYEeCTBO IIEHOUHBIX [14]. O6-
pa3oBaHKe OMOMIEHOK TaKKe ObLIO TOKYMEHTAIbHO
MOATBEPXKIEHO MPY KOHTAMUHAIMKM Ha30racTpajib-
HBIX 30HIOB IJIsSI KOPMJIGHMSI HOBOPOXIEHHBIX U
MOXWIBIX MManueHToB [8, 21].

buorénka, cocrosiasi U3 ayTOXTOHHOU MMK-
poduiopbl, KaK MHUKPOOKPYXKEHHE, C KOTOPbIM
Helicobacter pylori MoXer BCTymaTb BO B3aWMO-
IENCTBUE, CIOCOOCTBYET €ro BBIKMBAHUIO, JMOO
Helicobacter pylori MoXeT KOJIOHU3UPOBATbH U 00-
pa30BLIBATh OMOIIEHKY Oiaromapsi CIIOCOOHOCTH K
aure3suy K pPasIuYHbIM HEOPraHUYeCKUM I1OBEpX-
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HocTsiM. buomnnénku, obpasyroliuecsi B pacrpe-
NENUTENbHBIX CUCTeMax BONOCHAOXKEHUS, MOryT
CIYyXXUThb pe3epByapoM Helicobacter pylori 1 UMeTb
snuaeMuonornyeckoe 3HadeHue [20]. Ilepcucren-
uust Helicobacter pylori B bnoninéHkax MOXeT ObITh
OomHUM n3 (HaKTOpoB MHOUIIMPOBAHUS HaCETECHUS
yepe3 MUTHEBYIO BOMY, UTO CO3MAET HEOOXOTUMOCTh
pa3paboTKy  YHUGDUIIMPOBAHHBIX METONOB eTeK-
LIMM 3TOr0 MUKpoopraHusma B Bome. ITonyueHHbIe
JNIaHHbIE MOTYT HE TOIbKO UMETh 3HaUeHue IJIs1 pac-
WKhPOBKM  OTHEIbHBIX MeXaHU3MOB IaTOreHes3a
3abonmeBaHuii YeloBeKa, HO U MMeTh Ba’KHOE SIHU-
NIEMUOJIOrMYecKoe 3HaueHue 1151 pa3paboTKu MeTo-
OB OOpBOBI ¢ OMOIIEHKAMM, KOTOHUW3MPYIOIIAMUI
WCKYCCTBEHHBIE CHCTEMBbI (BOIOIPOBOIHBIEC CETH,
nIyomeHalbHble 30HIbI, WHTYOAIIMOHHBIE TPYOKH,
30HIbI 711 HA30racTPaJbHOrO KOPMJIEHUS U T.1.).

WccnenoBanusi mo usydeHuio (GopMUpOBaHUS
ouornénok Helicobacter pylori in vivo ObLIN IpOBeNe-
HbI TIPU U3yYeHUU OMONTATOB CIM3KUCTOM 000TOYKHU
JKeTyoKa ¢ MCIONb30BaHUEM TIPSIMbIX BU3Yalu3U-
pyrommx Meromos [9, 11, 12, 16]. Ilo pe3ymrbratam
JM. Coticchia n coapt. (2006), y TalilMeHTOB C 53-
BEHHOI OONE3HBIO Xemynka OMOruIéHKa TOKphITa
Ypea3ononoKuTeNbHBIMU OakTepussMu B 97% ciy-
yaeB [16]. HeobxomuMoO OTMETHTb, YTO B CIydasix
dopMupoBaHUSsI OMOMIEHOK dpaauKallIOHHAasT KBa-
porepanusi okasbiBaeTcsl Hea(hhEeKTUBHOI, XOTS B
TecTax in vitro KynwTypbl Helicobacter pylori mposiBisi-
FOT UYBCTBUTEIBHOCTD K TEM 3Ke IperapaTaM.

HenaBnee uccnenoBaHue Mo U3ydeHUIO BO3IEH-
CTBUSI KOMITOHEHTa N-alleTuiIIucTenHa, obiamaro-
IIET0 CIIOCOOHOCTBIO pa3pylIaTh OMOIIEHKH, IIPO-
JIEMOHCTPHUPOBAJIO BasKHOCTh (hbeHOTHUTIA OMOTIEHKH
npu uHGEKINU, BbI3BaHHON Helicobacter pylori
[9]. HccnenoBanue ObLIO MpOBENEHO C ydacTueM
40 mauMeHTOB, MMEIOIIMX B aHaMHE3e OTCYTCTBUE
9paguKalMy TOocie MHOIMOKPATHBIX ITPOBEIEHHBIX
KYypCOB aHTUOaKTepUaIbHOrO JIGUEHUSI, Y KOTOPBIX C
TOMOLIBIO WTEKTPOHHON MUKPOCKOMUU OUOMTATOB
JKeJTynKa BBISIBJIEHBbI OMoruiéHKU. [lammeHTs! ObLIn
pPaHIOMU3MPOBAHBI HA NBE TPYIIIHI, ITOTyYaBIINeE B
TeueHue Hemeau N-aLEeTWILMCTENH WU TI1anebo
o mpoBeneHUs1 aHTUOMoTuKorepanuu. Y 13 (65%)
u3 20 manuueHToB, MonydyaBnX N-alleTUILUCTenH,
MIPOM30IIIa BpaguKalus, U TOIbKO Y 4 (25%) u3
20, mpuHMMAaBIIMX TuIalebo, spagukanus Oblia
yerermaoi (p <0,01). Bo Bcex cmydasx addekTns-
HOM 3palMKallMKi MOCae MOBTOPHOW 271€KTPOHHOMN
MUKPOCKOIMUKA OWONTATOB OBLJIO ITOATBEPXKIECHO
paspylieHre OMOIUIEHKM. X 0TS MepBble COOOIIEHM ST
TpeOyIOT JajibHEMIIero IMONTBEPXKISHUsI, MOXHO
OpennoIokKuTh 3¢hOEeKTUBHOCTh «OMOIUIEHKA-Ha-
MIpaBleHHOM Tepaluuy MpU JedeHUU 3abomeBaHU
racTPO3HTEPOTOrMYECKOro Mmpoduis.

Habop kputepueB Ijisl TOOTBEPXKIEHUS CBS3U
Mexay opMupoBaHueM OMOMUIIEHKU U 3aboneBaHU-
em uenoBeka mnpenioxeH M.R. Parsek u PK. Singh
(2005) [35]:

- uccrenoBaHue WHGUIMPOBAHHONW TKaHU C
MCITOB30BAHUEM TIPSIMBIX METONOB (OaKTeproIoru-
YecKOoro, UMMYHOQVTIOOPECIIEHTHOW MUK POCKOIUH,
CKAHUPYIOLLIEH 7IEKTPOHHOU MUMKPOCKOIUU, METO-
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NUKU QIroopeclieHTHON TuOpuan3aluiu in Situ);

- BbISIBIIEHUE MTaTOreHHbIX OaKTepuii B MUK POO-
HBIX coOOIIIecTBaX;

- HaJM4yre O4yaroBoil MaToNIOruU B 00JIACTU MUK-
POOHBIX CKOILIEHUIA;

- orcyrcTBUe 3bMOEKTUBHOCTU aHTUMUK POOHOI
Teparnuy Mpd HaJUYUU YYBCTBUTETbHOCTH BbINE-
JIEHHBIX KYJIBTYp in vitro.

DTU KPUTEPUM MOXKHO OTHECTU K aCCOLMUPO-
BaHHBIM C Helicobacter pylori XpOHUYeCKUM BOCIIa-
JIUTENBHBIM 3a00eBaHUSIM KeMyaKa, KUIIeuHUKa,
B TOM umucie K 6onesHn KpoHa 1 sI3BeHHOMY KOITUTY
[11, 12, 16]. dpyruM mprMepoM MOXKET CIYKUTh TH-
meBon bapperra, mpu KoTropoMm Habmromaercs Kop-
pesIIrs MEX1y O4aroBbIM pa3ioKeHHeM HUTPATOB
HUTPAT-PEAYLIUPYIOIIMMU  OaKTepUsIMM, TaKUMU
kak Veillonella w Campylobacter, BXOISIIUMU B CO-
cTaB OMOIIEHKU, U MeETarulacTUYeCKUMU HM3MeHe-
HUSMU SMUTeINS nuinesona [27].

S.L. Wang u coaBtr. (2012) ObuIM oOmMCaHBI
OakTepuaabHble COOOLIECTBA, CBSI3AHHBIE C BOC-
MATUTEIBHBIMA  3a00JICBaHUSIMU  KUIIIEYHUKA, U
MMOMOXKUTETBHBIN 3(PhEeKT TIpy JIedeHnn aHTUOMOo-
TUKaAMK B CIydasX OECTPYKIMU STHX ITOMYJSINi
[44]. Swidsinski n coasT. (2009) B cBoei1 pabore mpo-
NIEMOHCTpUPOBaIX (heHOMEH MOBTOPHOI KOIOHM3a-
uuu cnusuctbix obonouek 2KKT Ouoryi€éHouHbIMU
0aKTepus MU, COXPAHUBLIMMU KU3HECITOCOOHOCTh
rnociae aHTUOMOTMKOTEpAliMU, M Pa3BUTUS pPeLU-
IIMBOB BOCIIAJIUTENbHBIX 3a00/eBaHMI KUIIEYHNKA,
TaKnX KakK O6one3sHb KpoHa 1 si3BeHHBIN KomuT [40].

Yy MUK POOPraHU3MOB us3 ceMeiicTBa
Enterobacteriaceae, S. aureus, nakTobakTepuii, Tpu-
60B pona Candida, BXOISIINX B COCTaB 3TUX MUK POO-
HBIX TUIEHOK, OMMCAHbI BHICOKASI PE3UCTEHTHOCTDb K
AHTUMMKPOOHBIM TIpenapaTam U HaJluvue YyBCTBU-
TEJIBHOCTHU y 3TUX K€ BUIOB, HE BXOASILIUX B COCTaB
MUKPOOHBIX COOOIIIECTB.

YuutsiBas BbIlIeCKa3aHHOE, MOXHO Ipearo-
JIOXKWTh, YTO B COCTaBe MUKPOOHBIX COOOIIECTB Yy
MUKPOOPTaHU3MOB TIPOMCXONUT WM3MEHEHWEe IaTo-
TeHHBIX CBOMCTB B CTOPOHY TIOBBIIIEHWSI MX BUDY-
JIEHTHOCTH, a TakKe (hOpMUpPOBAHUE MOMYJSIIIAOH-
HOI JIeKapCTBEHHOM ycTolunBocTU. Kak m3BecTHO,
Ha YpOBHE OTIeIbHOI OaKTepuaabHON KJIETKM 3KC-
MPECCUIO I'HOB MaTOreHHOCTU OIHOBPEMEHHO pery-
JIMPYIOT HECKOMBKO CUCTEM.

Hawubornee BbICOKUM YpPOBHEM pEryJIsILIUUA BUPY-
JIGHTHOCTH, BEpOSTHO, obiamaeT (peHOMEH Koorepa-
TUBHOI YyBCTBUTEIBHOCTH, VJIN «IYBCTBa KBOpyMa»
(quorum sensing) [31]. buonorunueckuii cMbIC/ TaH-
HOro (eHOMeHa 3aKJIIoYaeTcsl B CHMHXPOHU3ALUU
cuHTe3a (HaKTOPOB MATOMEHHOCTH U «BKJIIOUEHUM»
3TOro IMpoiiecca TOTbKO B TOT MOMEHT, KOraa IIoT-
HOCTb MUKPOOHOI MOMYASIUM OKa3bIBAETCS 1OCTa-
TOYHOU 1UIs1 BBIPAOOTKM TOKCUYECKMX CyOCTaHIIMiA
B KOJMMYECTBE, HEOOXONMMOM JMJis HapylleHWsl To-
MeocTa3a opraHusMma xossuHa [39]. MexaHusm pe-
anu3anuu HeHoMeHa KOOIepaTUBHON UyBCTBUTEb-
HOCTH 3aKJIFOYAeTCsl B CMHTE3e MUK POOPraHu3MaMu
BHEKJIETOUHBIX CUTHAJIbHBIX MOJIEKY/I-ayTOMHIYKTO-
POB, MX pacrio3HaBaHUU U Pa3BUTUN OTBETHOM peak-
uuu. [eH-ayTOMHIYKTOpP IJIsi BTOPUYHOM CHCTEMbl

KBopyMa ObLT1 OOHapy:kKeH y pa3IMuHbIX OaKTepuii,
B ToM uucie u y Helicobacter pylori [23].

Takum obpazom, usydeHre MUK POOHBIX ITOITYISI-
Wi, UX yJacTue B maToreHese 3abonepannii 2KKT
1 pa3paborka 3hdPEeKTUBHBIX METONOB HETEKIINU U
SpaIuKaliy, HaIpaBIeHHBIX Ha OUOMIEHOYHBIE
GopMbI MUK POOPraHU3MOB, UMEIOT BBICOKYIO Hayd-
HO-TIPAKTUYECKYIO 3HAUUMOCTh U TPeOyroT MpOomoI-
JKEHUS UCCIeNOBaHUI B 3TOM 001acTH.

Hanuble o paustHuu Helicobacter pylori Ha co-
cTaB  MUKPOQIOpbl racTpomyodeHaJbHOM 30HbI
OTJIMYAIOTCS  TIPOTUBOPEYMBOCThIO. [0  MaHHBIM
POCCUIICKUX MCcenoBaTeneil, ¢ TOMOLLbIO 0ak-
TEPUOJIOTMYECKOr0 HMCCIENOBaHUSI B  TacTPOLYyO-
NeHaJbHOM 30HE 3I0pOBBIX JIIOmell OOHapy>KMBa-
JIX TIpeNCTaBUTENeN IeCTH pomoB: Streptococcus,
Staphylococcus, Bacillus, Lactobacillus, Candida v B
20% cmyyaeB — Helicobacter pylori. Y mamueHToB ¢
SI3BEHHOM 00JMe3HbI0 TBEHAMIATUTIEPCTHON KUIIKKA
HaOMonanach aKTUBALIMS YCJTOBHO-TIATOreHHOM MUK-
podopbl. JIOMUHUPYIOIIMMU B KOTHMYECTBEHHOM
oTHOIeHNU OblIM Tpubbl poma Candida, 6akTepun
pomoB  Streptococcus, Staphylococcus, Micrococcus,
Corynebacterium, Neisseria, Pseudomonas,
Peptostreptococcus, Bacteroides, Gemella, Prevotella,
Veillonella, Peptococcus, Bacillus, Helicobacter pylori,
pa3NYHble BUIbI YCIOBHO-TIATOreHHBIX 3HTEpOOaK-
Tepuil U IpPyrux MUKpoopraHusMoB (6omee 30 po-
noB). Ilpm oToM uyaie BCTpeyaauch COYETAHUS
Helicobacter pylori c rpubamu pona Candida, cTpento-
KOKKaMU, CTapuI0KOKKaMU, SHTEPOOAKTEPUSIMU 1
MCeBIOMOHaTaMu. Y CIOBHO-TIATOreHHbIe OaKTepUH,
obHapy>KrBaeMble B YJIbLIEPOreHHOI 30He, obmama-
JI, KaK TMpaBWIO, JIEMUTUHA3HOW, TeMOIUTUYEC-
KoM, katanasHoit 1 PHKa3Holl akTMBHOCTBIO, a UX
YIBTPa3BYKOBbIe (DUIBTPAThl OKa3bIBalW LIMTOTOK-
CUYeCcKOe NMEeCTBUe Ha KJIeTOYHbIEe KYIbTYphI, UYTO
CBUJIETETLCTBYET O TIOBBILIEHHOW BHUPYJIEHTHOCTU
ITaMMOB [4].

A. Maldonado-Contreras u coast. (2011) mpm
HCIIONB30BAHUM CeKBEHMpoBaHUS 1o reny /6S PHK
MpoaHaJN3MPOBAIN COCTAB XK eTYITOUHON MUK POOHO-
THI B 3aBUCUMOCTH OT uHbuuupoBanus Helicobacter
pylori. Y wndunupoBanusix Helicobacter pylori na-
LUEHTOB Ipeobianaau IpeacTaBUTEIN IpoTeodaK-
Tepuil U auuaobaKkTepuil, Torna Kak y HemHbUU-
POBaHHBIX — aKTMHOOAKTEpUU W TIPENCTABUTETU
Fermicutes [28].

Ilpu 3KcrepuMeHTaIbHOM 3apaskeHWU MbIIIei
quauu  BALB  Helicobacter pylori wHabmromamoch
MOBBIIIIEHNE OMOTOrMYecKoro pasHoobpasusi Ke-
JIyIOYHOM MUKPOOMOTBI, a BaKI[MHAIUSI TTPOTUB
Helicobacter pylori mpenorBpaiiiaja u3MeHeHUsT B €€
KOIUYECTBEHHOM COCTaBe M BUIOBOM Pa3HO00pa3uu
[5]. ITo pe3yabTaTaM Opyrux mcciaenoBaTeneil, pasiu-
YUl B cOCTaBe MUKPOOMOTHI KelynKa y WHGUIIAPO-
BaHHBIX Helicobacter pylori 1 He MHMUIIMPOBAHHBIX
STUM MMKPOOPTaHU3MOM JKUBOTHBIX He OBbLIO BbI-
saBieHo [35; 43].

BakTepronornueckoer MOIEKyIsIpHO-TeHETU Y eC-
KOe MCCIeNoBaHUsI OMONTATOB KeNynKa, B3SITBIX Y
29 3mOpoBBIX HOOPOBOIBLIEB, HE BHISIBUIMU JOCTOBED-
HBIX OTJIMUMI B COCTaBe >KeIYIO0YHON MUKPOOUOTHI
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B 3aBUCUMOCTH OT Helicobacter pylori-cratyca [18],
4YTO CBUIETENTLCTBOBAIO 00 OTCYTCTBUM BIMUSITHUS
Helicobacter pylori Ha cocTaB MUKPOOHBIX ITOITYJISI-
i Kenynka. TakuM obpa3oM, HEOOXOTUMBI Tallb-
HeWlle MCCIeNoBaHUsl [UISI PACKPBITHSI BOIIPOCOB
B3aMMOMIENCTBUS MEXIY MUKPOOpraHu3MaMu B
MUKPOOHBIX COODLIECTBAX ISl OKOHYATETbHOrO pac-
KpbITUS matoreHesa 3aboneBanmuii 2KKT.

TlocnenHue vccaenoBaHUsT MO3BOASIOT MPEIIo-
JIOKUTD yJacThe MUKPOOUOTHI B pa3BUTUM paKa Ke-
snynka. CHUKEHHME CeKpellMd KUCIOThl M3-3a aTpo-
bum Kené3 Kemynka MPUBOIUT K MOBbILIEHNI0 pH,
YTO CrocoOCTBYET YBEIMUEHMIO KOJTMYECTBA U pa3-
HooOpa3usi BUIOBOro cocraBa B aroMm Ouororne. [To-
BbIllIeHre pH CyIecTBEHHO BIMsIET Ha yBeTUUYeHUE
pocta 6akTepuii. [lokazaHo, UTO NIPU JIEUEHUHU TIpe-
rnapaTaMy, CHUXKAIOIIMMU KHUCIOTHYIO CEKpPeLIo
(Tak Ha3blBa€MbIMU MHIUOMTOpPaMM IIPOTOHHOMI
moMmnbl, To ecTb mHruburopamu H',K*-ATdazmr),
POV CXOIUT TOBBIIIIEHNE O0IIEro MUK pPOOHOro uc-
Jla KeJMyIOYHOro CONepXKMMOro, Tocie IMpekpaiiie-
HUS JIeYeHUsI OHO BO3Bpalaercs K Hopme [43].

IToBbimenne pH u yBennueHune o011ero MUK poo-
HOro YKcjIa KOPPEeTUpPYyIOT C yBeIMYSHUEM KOHIIEH-
Tpallii HUTPUTOB, YTO MOXKET OBbITH BBbI3BAHO IO-
BBIIIIEHWEM KOJIMYECTBa HUTPAT-PELYLIMPYIOLIIX
6akTepnii [37]. Kak n3BecTHO, HUTPUTHI — ITPEMIIIIec-
TBEHHUKU HUTPO30OKOMITOHEHTOB, a OaKTepraibHbIe
LIUTOXPOMHUTPUTPENYKTA3bl KaTaJTU3UPYIOT TIpe-
BpallleHe HUTPUTOB B HUTPO30AMUHBI B ITPUCYT-
CTBUU BTOPUYHBIX aMUHOB. MHOXeCTBO OaKTepuii
nMeeT TaHHBIM ¢epMeHT, HO HauOONbllIell HUTpa-
TpPedyKTa3HOM aKTUBHOCTBIO 00JamaloT OaKTepuu
pona Veillonella v Haemophilus. B nccienoBaHuu,
mpoBenéHHoM J. Dicksved u coasrt. (2009), 6b111 1O-
JIy4eHbl JTaHHBIE O TOMUHUPOBAHUY B COCTABE XK EITy-
MOYHON MUKPODIOpPBI Y OOTBHBIX paKOM JKelymaKa
Veillonella v Haemophilus Hapsimy ¢ KOTOHW3aIIH-
el bGakTepusiMmu pomoB Streptococci, Lactobacillus,
Prevotella n Neisseria [19].

M30bITOYHBIN OaKTepUalbHBI POCT BbI3bIBAET
HaKOIIEHWEe BHAONeHHBIX N-HUTPO30KOMITOHEHTOB
(N-HUTPO30aMUHOB U1 N-HUTPO30aMUIOB), SIBISTFOLIMX-
csl TIOTEeHUMATbHBIMU KaHLeporeHamu. HMccienosa-
HMe Ha OOMbIION TOMY/ISIIUK (OKOIO TTOMTYMUUTMOHA
yejioBeK) B EBporie yoemuTelbHO IMOKA3alo MPSIMYIO
KOPPEJSILIAI0 MEKY YPOBHEM 3HIOT€HHBIX HUTPO30-
KOMIIOHEHTOB 1 Pa3BUTHEM paka sKemynka [22].

WccnenoBaHusi Ha >XMBOTHBIX MOMEISIX IOMI-
IepKUBAIOT TUIIOTe3y 00 y4acTUM MUKPOGIOPBI
B Pa3BUTHUM paKa >Xelyaka. Y TpaHCIeHHBIX Mbl-
meir tuHun INS-GAS, 3apak€éHHBIX KOMILIEKCOM
MUKPOOPraHU3MOB U3 7 PasIUyHBIX BHUMAOB, TOCTE
nHbunuposanus Helicobacter pylori 'y 44,4% >KWBOT-
HBIX HAOIIOIAIOCh pa3BUTHE HEOIJIA3M U, B TO BPeMSI
KaK TIpU OTCYTCTBUU MUKpoduiopbl — TonbKo y 10%
[24]. HenaBHee ucciienoBaHue Ha TPAHCTEHHBIX MbI-
1Iax, MCKYCCTBEHHO KOIOHM3UPOBAHHBIX aHa’pob-
HbIMU MukpoopraHusmamu (ASF356 Clostridium
spp., Lactobacillus murinus u ASF519 Bacteroides
spp.), TIOKa3aJlo TOBBIIIEHUE YacCTOThl aJeHOKap-
IIUHOMBI Xelynka 010 69% mociae MHOUIIMPOBaHUS
Helicobacter pylori [25]. DT maHHBIe YKa3bIBalOT Ha
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BOBMOXKHYIO pOJIb MUKPOOMOTHI B KaHIIepOreHese.

PaznuuHple mpencraBuTeNn MUKpPOOMOTH HaXo-
ISITCS B PasMMYHBIX (hopMax CUMOMOTUYECKUX OT-
HOIIIEHWI: HEUTPpaJbHbIX, CHHEPreTUYeCKUX U aHTa-
roHucTrYecknx. Ha aToM OCHOBaHO UCIONIb30BaHUE
npoOMOTUKOB B KauecTBe Teparuu 3aboneBaHuii, co-
MPOBOXKTAIOIINXCSI MPOSBIeHUSIMU Aucbuosa [42].
B nocnenHue ronbl mpuMeHeHWe TPOOMOTUKOB IS
snieueHust uHGeKIMK, BeI3BaHHON Helicobacter pylori,
CTaIM IIMPOKO 00CY:KIaTh B HaydHoOW cpenme. Ha
OCHOBAaHUW MHOTOYMCIEHHBIX 3KCIEPUMEHTOB IO
W3Yy9eHUTO BO3IEHCTBUSI TIPOOMOTMYECKUX MUKPO-
OpraHM3MOB Ha pPOCT W pa3MHoxeHue Helicobacter
pylori in vitro, IpoBeNEHHBIX KaK B Halllell CTpaHe,
TaK U 3a pydeskoM, MpeaIosKeHbl pa3TInyHble KOMOU-
HalUK MPOOMOTUKOB JIJIsI UCIIONBb30BaHUSI B CXeMax
9paJMKalMOHHON Tepanuu, MperuMyIeCTBeHHO CO-
nmepxkamux Saccharomyces boulardii (S. boulardii) n
6akTepuu pona Lactobacillus.

OcHOBHas 11eJTb MCITONB30BAHMST TTPOOMOTUKOB —
mpodnIakKTHKa U JIedeHne aHTHOMOTHK-aCCOTMUPO-
BaHHOW IUaped, B TOM YHUCIe U TICeBIOMEeMOpaHo3-
Horo konuta, BeI3BaHHOro Clostridium difficile, HO
Tak>Ke OINKUCAHO yBeIWYeHHWe IMPOLeHTa 3paauKa-
UM XeIuKobaKTepro3a IIpU KOMOMHUPOBAaHHOM
Teparnuy C UCIOIb30BAaHUEM aHTUOUOTMKOB U PO
6uorukos [3, 10, 13].

OTteuecTBEHHBIMU  y4€HBIMU ObUla U3ydyeHa
YacToTa pa3BUTHSI NUCOMOTUYECKUX PACCTPOICTB
Imocjie MPOBENeHUS] aHTUOAKTepUaabHON Tepanun
y 6onbHBIX, MHOUIIUPOBAaHHBIX Helicobacter pylori.
BonbHble ObUTM paHIOMU3UPOBAHBI Ha IIBE TPYII-
bl OMBITHYIO, TOTYYaBIIYIO TIOCAe aHTHOMOTUKO-
Tepanuu CUHOMOTUKU (IpemapaThbl, comep:Kallue
KOMILIEKC JIaKTobaKTepuii, 6udumobakTepuii, MUK-
pPOJIEMEHTOB, BUTAMUHOB, aMUHOKHUCIOT, aHTUOK-
CUJAHTOB), U KOHTPOJIbHYIO TI'pYIIly, HE IOTyJyas-
LIyt0 3TH ITpenapaThl. MlccrenoBaHume mmokasajo, 4To
Y MAIIMEHTOB OMBITHOMN T'PYIIbI OTCYTCTBOBAJIN CHM-
MTOMBI AUCHENTUYECKUX PACCTPOMCTB, TOraa Kak
B KOHTPOJIBHOI Tpyrme oHu pas3BuBaiuch y 80,9%
MaIUeHToB, a y 55,5% BBISIBISLINCH TUCOMOTUYECKHE
HapylIeHWs] B COCTaBe KUIIEUHONM MUKPOdIophl
[2]. ITo pe3ynbraTamM OpYrMX MCCIEOOBAaHUIA, TTOBBI-
IIeHne TpoleHTa spanukauuu Helicobacter pylori
MpU KCTIONB30BAHUM KOMILJIeKca aHTMOMOTUKOB U
MMPOOMOTUKOB HE3HAYMTEIBHO WMJIM TTOTHOCTHIO OT-
cyrctByer [6, 17], uTo TpebyeT mpoBemeH sl T POKIX
PaHIOMU3UPOBAHHBIX MCCIIENOBAHUIA.

AHTaroHuUCTUYecKOoe MHeicTBUe in Vvitro nak-
TobakTepuii L. casei 925, L. plantarum 8 RA-3,
L. fermentum BL-96 nHa Helicobacter pylori 06bL10
MOAPOOHO M3Yy4eHO OTeYeCTBEHHBIMM YIEHBIMU [1].
[Tpy u3yyeHUU MeXaHU3MOB MEXBUIOBBbIX B3aUMO-
IeliCTBUI IMpoOMOTUYeCKUX KYIbTyp u Helicobacter
pylori 6bLTO BBISIBIIEHO, B YaCTHOCTH, UYTO CaXapoMu-
IIETHI BBIACISIOT B OONBIIOM KOMMYECTBE aKTUBHBIE
GdepMeHThl — HelipaMUHUIa3bl, KOTOpbIE yTaylsiioT
C TIOBEPXHOCTU OBNUTETUANbHBIX KJIeToK o(2,3)
CUaJIoBble KUCIIOTHI, SIBISIOIIMECS JIUTaHIaMu ISl
anresuHoB Helicobacter pylori, 4TO B CBOIO ouepelnb
TOPMO3UT MPUKPETJIEHNE ITOr0 MUK POOpraHu3Ma K
SIUTETNIO CIU3UCTRIX obomouek 2KKT [37].
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PelieHue BorpocoB cMMOMOTUYECKUX B3aUMOOT-
HOIIEHUI MEXIY MPencTaBUTENSIMU HOPMOGVIOpHI,
KOMMeEHCaJlaM1, TPaH3UTOpaMHW W IIaTOreHaMu, B
yacTHocTu Mexny Helicobacter pylori v npyrumu
MUKPOOPraHU3MaMU, MMeEeT He TOIbKO Hay4dHbIi
WHTEpEC IUISI MUKPOOMOIOrOB, HO M OTPOMHOE 3Haue-
HUeE JUISI pacKphITASI paHee HEM3BECTHBIX MeXaHU3-
MOB MaToreHesa 3a0oneBaHUI racTpoayoleHaabHOoNl
30HBI, UTO MOXET BHECTH HOMOIHUTEIbHBIN BKJIAI
B pa3BUTHE MHMEKIIMOHHON TEOPUW WX TTPOMCXOXK-
TeHUSs.

AHanus nyoauKanui mo u3ydeHuto MUk poduio-
pbl 2KKT npu maTonoruu ¢ UCHoIb30BaHUEM 3K CIIe-
PUMEHTATbHBIX METONOB Ha JKUBOTHBIX MOIENsIX (in
Vivo), KJIaCCUUYEeCKUX 0AKTEePUOIOrMYecKNX METONOB
(in vitro), TEHHO-IUArHOCTUYECKUX HCCIAeNOBaHUMI
yKa3blBaeT Ha BO3MOXHYIO €€ polib MpU BOCHATH-
TEIbHBIX W HEOIUTACTUYECKUX OONE3HSIX TracTpomyo-
IeHaJIbHOI 30HbI.

K omHOoMy u3 mepcrneKTUBHBIX HampaBleHUi
MOXHO OTHECTHM WCCJIEeNOBaHUS IO U3YYEHUIO CUH-
npoMa W30BITOYHOTO OaKTepraabHOro pocTa, WU
cuHApoMa U30bITOYHON KoHTaMuHanuu (bacterial
overgrowth), BOBHMKAOIIEro B TOHKOM Kuiuke. Tak,
B YAaCTHOCTH, HJISI TUAarHOCTUKU CUHIpPOMa U30bl-
TOYHOro OaKTepraabHOrO pocTa pa3paboTaH ymob-
HBII METON MO OINpPEeNeJeHUI0 KOHLIEHTPAIlUU BO-
IOpofa B BBIABIXaEMOM BO3AyXe IOCTE YIIeBOMHOMI
Harpy3Ku TJIFOKO30i MW JTAKTO30i (IbIXaTeTbHBII
BOmOpOmHBI TecT). C TOMOIIBIO TaHHOrO MeTona
MOXHO Tak>e MPOBOAUTH MOHUTOPUPOBAHUE Jieue-
HUS OpernapaTamMu, MOIaBISIOIIMMU POCT U30BITOY-
HOUM VIOopbl B TOHKOI KHUIIKe. DTOT MeTon IEIIeB,
MPOCT B MCIOTHEHWU, OMHAKO, K COXAJICHUIO, HE
MMeeT LIKPOKOro pacrnpocTpaHeHus: B Poccuu.
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