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TOJICTOI'O KNINEYHUKA OT AKTUBHOCTHU HELICOBACTER PYLORI-
ACCOUMUPOBAHHOI'O XPOHUYECKOI'O TACTPUTA
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BBeaeHue. lle1b10 paboThl SABJISIJIOCh U3yYeHHEe 3aBUCHMOCTH COCTaBa NPUCTEHOYHON MUKPOQJIOPbI TOJICTOIO
KHIlIeYHHKa OT akTuBHOCTH Helicobacter pylori-acconinupoBaHHOTr0 XpOHUYECKOT0 FacTPUTA U CTeleHH obce-
MeHeHHOCTH Helicobacter pylori cinsucroit xenyzka. MaTepuaJsibl 1 MeTO/bI. B ricciiejoBaHne O6bIJIN BKIIIO-
yeHbI 50 60/IbHBIX B BO3pacTe oT 24 10 72 seT, uMeBLIux HP-accounnpoBaHHBIN XpOHUYECKUM racTpPUT B dpase
obocTpeHus. M3 romoreHrsara 6MONTATOB CJIU3UCTON 060J0YKH CUTMOBUHOM KUIIKY B 0,1 MJ1 M30TOHMYe-
CKOTO PacTBOpa XJOPH/ia HATPUsl TOTOBUJIM cepuio passegenuit 101-10° u mo 0.1 Ma pacTBOpa COOTBETCTBY-
IOLIero pa3Be/leHrs 3aceBa/iv Ha MOBEPXHOCThb MUTATENbHOU cpebl. CTeneHb o6ceMeHeHHOCTH Helicobacter
pylori cau3ucToM XeJyZiKa OLleHMBaJIM B X0Jle TUCTOJIOTMYeCKOTr0 UCCIe/J0BaHusl IOYKOJINYeCTBEHHBIM Me-
TOJIOM: CJIabast CTelleHb 06ceMeHeHHOCTH — /10 20 MUKPOGHBIX TeJl, cpefHsist — 20-50 MUKPOOHBIX TeJI, CUJTb-
Hast — cBbllle 50 MUKPOGHBIX TeJl B IoJle 3peHus. Pe3yibTaThl. B xo/1e nccie0BaHusA ObLIO MPOLEMOHCTPU-
pOBaHO, YTO NOKa3aTeJJu CPeIHUX KOHLeHTpauuil 6ubua06aKTepuil, 1akTo6aKTEPUN U TUIUYHBIX LITAMMOB
KHUIIEeYHO! MaJI0OYKHU POTPECCUBHO CHMXKAIHMCh MTPH Nepexo/ie K 60Jiee BBICOKOH CTeNeHH HHGUIIMPOBAHHOCTHU
HP. /lanHas TeHAeHIMs OblIa MAaKCUMaJ/IbHOU B OTHOIIeHUU 6udugob6aktepuini — 6,1-1,57-1,09 x 108 KOE/r,
¢ pasnuuueM MakcuMasbHOU (I crenenn) u MunuManbHoi (III crenens) B 5,59 pasa. AHasioruyHasi 3aBUCH-
MOCTb, HO BbIpa)keHHasi B TOpa3/j0 MeHbIleH CTeneHH, HabJoJasack B OTHOIIEeHUU Lactobacterium spp. u
Escherichia coli. [lo mepe yBesinueHUs1 BbIpaKeHHOCTH MHGUAbTpanuu HP causucTolt xxenyaka oTMedaeTcs
CHW)XKeHHe KOHLEeHTpalLMU BblllleyKa3aHHbIX MUKPOOPTraHU3MOB B NPUCTEHOYHOM MylUHe (K03QQPULHEHT
Koppessanuu r = -0,74). 06¢cyxaeHue. [lockosbKy NpUCTeHOYHAss MUKpodJiopa SABJSETCS B 60OJIbLIEN CTele-
HU CTaOUJIbHOU U QYHKLIMOHAIBHO 3HAYUMOMU 110 CPABHEHHIO C TMOJIOCTHOH, MOJIyYeHHbIE IaHHbIE TTO3BOJISIOT
paccMaTpUBATh XeJTMKOOAKTEPHUO3 KaK CaMOCTOSATEbHYI0 IPUUMHY Pa3BUTHA KALIEYHOTO AHcOr03a. 3aK/II0-
YyeHHUe. BeposATHOCTb N36BITOYHOTO POCTA YCIOBHO-NATOTEHHOH PppaKIMK MPUCTEHOYHON MUKPODJIOPHI TOJI-
CTOr0 KUIIEYHUKA UMeeT MPSIMYI0 3aBUCHMOCTb OT BhIpaXkeHHOCTU o6ceMeHeHHOCTH Helicobacter pylori COX,
ABJISASICb MaKcHMaJbHOU npH Il crenenu koHTaMuHauuu. CogepkaHue 6ubua006aKTepUl, JaKTOOAKTEPUU U
TUIHUYHBIX IITAMMOB KHIIEYHON MaJI0YKH B MPUCTEHOYHOM OGHOTOIE TOJICTOTO KUIIEYHUKA HAXOJUTCS B 06-
paTHOM 3aBMCHMMOCTH OT CTeNeHU I'MCTOJI0rM4eckol akTuBHOCTH HP-acconuupoBaHHoro racTpura.
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DEPENDENCE OF THE STATE OF THE LARGE INTESTINE PARIETAL MICROFLORA
ON THE ACTIVITY OF HELICOBACTER PYLORI ASSOCIATED CHRONIC GASTRITIS
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Introduction. The aim of the study was to detect the dependence of the composition of the parietal microflora
of the colon on the activity of Helicobacter pylori-associated chronic gastritis and the degree of Helicobacter
pylori contamination of the gastric mucosa. Materials and methods. The study was carried out on 50 patients
aged 24 to 72 years, who were diagnosed with HP-associated chronic gastritis in the phase of exacerbation
based on the results of FEGDS and histological examination of biopsies of the mucous membrane of the antrum
of the stomach in combination with a rapid urease test. A series of dilutions 10*-10° was prepared from a
homogenized biopsy specimen of the mucous membrane of the sigmoid colon in 0.1 ml of isotonic sodium
chloride solution, and 0.1 ml of a solution of the corresponding dilution was inoculated onto the surface of the
nutrient medium. The study of mucosal microflora was carried out by means of bacteriological examination of
biopsies of the mucous membrane of the sigmoid and cecum. The degree of H. pylori contamination of the gastric
mucosa was assessed in the course of histological examination by a semi-quantitative method: low degree of
contamination — up to 20 microbial bodies, average — 20-50 microbial bodies, strong — over 50 microbial
bodies in the field of view. Results. The study demonstrated that the indicators of the average concentrations
of bifidobacteria, lactobacilli and typical strains of E. coli progressively decreased with the transition to a higher
degree of HP infection. This tendency was maximum in relation to bifidobacteria — 6.1-1.57-1.09 x 108 CFU/g,
with a difference between the maximum (I degree) and minimum (III degree) 5.59 times. A similar relationship,
but much less pronounced, was observed for Lactobacterium spp. and E. coli. As the severity of HP infiltration
of the gastric mucosa increases, there is a decrease in the concentration of the above microorganisms in the
parietal mucin - the correlation coefficient is r = -0.74. Discussion. Since the mucous microflora is more stable
and functionally significant than the cavity microflora, the data obtained allow us to consider Helicobacter pylori
as an etiological factor of colonic dysbiosis. Conclusion. The probability of excessive growth of conditionally
pathogenic fraction of intestinal parietal microflora has a direct dependence on the severity of Helicobacter
pylori infestation, being maximum at degree 1l contamination. Content of bifidobacteria, lactobacilli and typical
E. coli strains in the intestinal biotope of the large intestine is inversely related to the degree of histological
activity of HP-associated gastritis.
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BBEJEHUE

Ha cerogHsiiHUM JAeHb He BbI3bIBAET COMHe-
HUH TOT PaKT, YTO MUKPOOPTraHHU3M, U3BECTHBIN Kak
Helicobacter pylori, urpaeT KJItoueBYI0 pOJib B IaTOTe-
He3e 60JIBLIMHCTBA CJIy4yaeB XpPOHUYECKOr0 racTpUTa,
s1I3BEHHOU 60Jie3HU 12-MepCcTHOM KUIIKU U paKa xe-
aynka [1-7]. Hapsay ¢ 3TUM, MosiBJAsIETCS BCe GOJIbIIe
JIAaHHBIX 00 M3MEHEeHHUsX MUKPOOHOILeHO03a TOHKOTO
Y TOJICTOTO KHUILIEYHHKA, PAa3BUBAIOLIUXCS B CBSI3U C
NepCUCTUPOBAaHUEM B OpraHW3Me JaHHOTO MHUKpPo6a
[8-14]. [TocneHee MOATBEPXKAAETCS TAKXKE UCCIE[0-
BaHUSIMU C HCIIOJIb30BaHUeM 16S-pubocoMaibHON
PHK, npuyem usmMeHeHUs QpeKaJbHOH MUKPOGHOTEI
3aTparuBalOT B OCHOBHOM ¢uioTUIIbl Bacteroides,
Firmicutes u Proteobacteria [15, 16]. B apyrom uc-
C/IelOBAaHUM y NMALMEHTOB C XPOHUYECKUM 3PO3UB-
HbIM racTputom 3tuosoruu Helicobacter pylori 66110
BBISIBJIEHO BbIpaXKEHHOE CHMXKEHHeE COZepKaHus 6u-
buobakTepui M KHUIIEYHOH MAJOYKU B IpPOCBETe
TOJICTOTO KHIledyHHUKa [17]. BaxkHyto poJib B maTore-
He3e HP-onocpesoBaHHBIX BOCIAJIUTENbHO-AECTPYK-
TUBHBIX U HEOIJIACTUYECKUX U3MEHEeHHUU CIU3UCTOHN
YKeJIyZIKa MOXKeT UTIPaTh AUcOaTaHC XKeJyJ04YHOr0 MU-
KpobuoneHosa [18, 19]. Helicobacter pylori HaxoauT-
€Sl B @aHTarOHUCTUYECKHUX OTHOLIEHUSX C 06 IMTaTHON
KHUIIEeYHOW MHKPOOUOTOM, NpeuMyLeCTBEHHO pO-
noM Lactobacillus, 4To JoKa3bIBaeTCS B T.4. BLICOKOU
3QPEeKTUBHOCTBI0O HEKOTOPBIX IITAMMOB JIAKTOOA-
LIMJIJI B COCTaBe 3paiMKalMOHHON Tepanuu [20-22].

B cBolo oyepenp matosioruyeckasi TpaHcpopmarus
KHUILIEeYHOr0 MHUKpPOOMOLIeHO3a CIOCOOHA OKa3blBaTh
BJIMsIHME Ha naToreHe3 uudekuuu Helicobacter pylori
U ee PEe3UCTEHTHOCTb K aHTUMHUKPOOGHOH Tepamnuu
[23-25]. M3yyeHHe 3aBHUCUMOCTH YKa3aHHBIX [UC-
OUOTHYECKHUX CABUIOB OT YPOBHSI 06CEMEHEHHOCTH
Helicobacter pylori cnu3ucTou xenyaKa 3aTpyAHseT-
cd pALOM 06CTOATeNbCTB. Tak, AJIUTe/IbHAs Tepalus
WHTMOUTOPAaMHU NMPOTOHHOM IMOMIIBI, C OJJHOH CTOpPO-
Hbl, BHOCUT HEMAJIOBaXXHbIA BKJIaJ, B Pa3BUTHE AUC-
6103a, NperMyLeCTBEHHO B TOHKOM KHIIEYHHUKE, a
C Ipyroy — BJIMSIET Ha CTelNeHb KOHTAMHWHALUU Xe-
JINKOGAKTEPHUSMHU CJIU3UCTOH JKeslyJKa U pa3Mep Ko-
JIOHU3WpyeMOH UMH 30HHBI [12, 26, 27]. KpoMme ToTO,
B GOJIBLIMHCTBE PabOT, MOCBSAIIEHHBIX JTaHHOMY BO-
IpOCy, HE YYUTBIBAETCS COCTOSIHHE MPUCTEHOYHOU
MHUKpOGJIOpbl KaK HauboJiee NMOCTOSTHHOTO U Ba-
HOro B QYHKLMOHAJIbHOM OTHOLIEHUH KOMIIOHEHTa
KHIIEeYHOT0 MUKpobuoueHo3a [17, 24, 28-30]. Takum
06pa3oM, aHa/JIU3 BO3MOXKHOHW KOppeIALUHU MexAay
MHTEHCHBHOCTBIO BOCHAJIMTE/bHBIX H3MEHEHUHN PU
Helicobacter pylori-accoquUpOBaHHOM TacTpUTe U
BbIPaXKEHHOCTbIO NATOJOTHYECKUX U3MEeHEeHUH Npu-
CTEHOYHOH (MyKO3HOM) MUKPOQJIOPHI SIBISETCS OJ-
HOHM M3 BaXKHBIX 33Jjad B paMKaxX TaK HA3bIBA€MOTO
3HTEPOJIOrMYeCKOr0 HalpaBJeHUs U3y4YeHUs XeJld-
K0bGaKTepHuo3a.

LHesb pa6oThl — HCCIeL0BaHUE 3aBUCHUMOCTH
COCTaBa NMPUCTEHOYHOW MUKPOQJIOPHI TOJCTOrO KHU-
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IeYHUKa OT akTuBHocTU Helicobacter pylori-acco-
[UMPOBAHHOTO XPOHUYECKOTO TacTPUTA U CTENeHU
o6cemeneHHocTd Helicobacter pylori causucToit xe-
JIyAKa.

MATEPHAJIbBI U METO/ZbI

HccnenoBanue oxBaTbiBasio 50 GOJIbHBIX, B UX
yucsae 27 My>KYUH U 23 )KeHLWHb] B Bo3pacTe OT 24
J10 72 net. O6cejoBaHMe BCeX NALMEHTOB MIPOBOAU-
JIOCh B COOTBETCTBUHU C IPUHLUIIOM HHPOPMUPOBAH-
HOTO COIJIacus.

KpuTepusiMu BKJIIOYEHHUS B UCCIelOBaHUE CJIy-
KUJIN:

1) NpoAo/KUTENBHOCTE 60JIeH B 3MUracTpUH U
JIMCIIENITHYECKOT0 CUHpOMa CBbILIE 6 MeC.;

2) 3HJ0CKONMYecKasl KapTHHA KaTapa/bHOT'0 UJIU
3pP03UBHOTO raCTPHUTa;

3) moJIoKUTEeJIbHBIA pe3y/bTaT ypeasHOro 3Kc-
npecc-Tecta Ha Hasmuue Helicobacter pylori;

4) nanuuue uHbunbTpauuu Helicobacter pylori
CIM3UCTOM aHTPaJIbHOTO OT/eJ1a JKeJIy/iKa [0 pe3yJib-
TaTaM FMCTOJIOTUYECKOI'0 UCC/elOBaHUS.

KpuTtepusiMu ucktoyeHUs ObLIN:

1) Bo3pact meHee 18 JieT;

2) Hasuyue 1no pesyabrataMm OII/IC A3BeHHBIX
WJIM OMNyXOJIEBBIX NMOPAXEHUM MHUIIEBOJA, KEJYAKa,
12-nepCTHOM KUIIKWY;

3) Ha/IM4YMe OpraHuvYecKou MaToJIOTUU TOJICTOTO
KHIIeYHHUKa [10 JAHHBIM KOJIOHOCKOIIUH;

4) Ha/sM4Me XPOHUYECKUX 3a60JjieBaHUN MPOYHX

BepcuH 6.0. OLleHKY pa3Muui MeX/ly CpaBHUBaeMbI-
MU CpeJJHUMU 3HAYeHHUSMU He3aBHCHUMBIX BbIGOPOK
OCYIEeCTBJISIJIM Ha OCHOBAaHUU BEJIMYMHBI KPUTEpHUS
CtbiosieHTa. /IOCTOBEPHBIMM CUUTAJNN 3HAUYEHUs KO-
s dunmenTa JoBepuTeNbHON BeposiTHOCTH P < 0,05.
BbIpa)K€HHOCTh JIMHEWHOUW CBSI3W MeX/y NoKasaTe-
JISIMHU OLIeHUBAJIU B X0/le KOPPeJISIMOHHOI0 aHa/IN3a.

PE3YJIBTATbI

Cpenu 50 o6ce/JoBaHHBIX 60JIbHBIX, UMEBIIUX B
KayeCTBe OCHOBHOTO AuarHo3sa Helicobacter pylori-ac-
COLMHPOBAHHBIA XPOHHWYECKUH [ACTPUT, TOJCTOKHU-
LIeYHbIH 11c6M03 OblJ BbIsIBJIEH ¥ 43 yesioBek (86%).
[Io pacnmpocTpaHeHHOCTH npeobGsajana Il creneHb
WHOUIMPOBAHHOCTHU XeJTUKOOAKTEPUSIMU — 22 60JIb-
HbIX (44%); | u 11l cTeneHy 6bLIM MarHOCTUPOBAHBI
y 17 u 11 yesioBek cooTBeTCTBEHHO (34% u 22% cay-
yaeB). KapTuHa pacnpe/e/ieHus nokasaresei rucTo-
JIOTUYEeCKON aKTUBHOCTU BOCHajieHUs 6blia 6JiM3Ka
TaKOBOH A/ uHPuuupoBaHHocTH HP, cocraBiss
24%, 50% u 26% paada 1, I1 u 11l cTeneHy akTUBHOCTH
XI. CpepgHue 3HauyeHUs] KOHILEHTPALUMHU OCHOBHBIX
npeAcTaBUTesNiell OOGJUraTHOM KUILIEYHOHM MHUKpO-
bJiopbl IpY pa3/IMYHBIX CTeNeHsX 06CceMeHEeHHOCTH
Helicobacter pylori npescraBieHb! B TabuIe.

Ta6simia
Cozepxxanue 6udUI00aKTEPUH, TAKTOOAKTEPUI
Y KHLIEYHOH NMaJIOYKU B IPUCTEHOYHOM GHOTOIE
B 3aBUCHUMOCTH OT cTeneHu KoHTamMruHauu HP COXK

OpraHoB U CHUCTeM B pase J[eKOMIIeHC Al Y;
5) anu3o4bl aHTUOGUOTHUKOTEPANIUU B
aHaMHe3e B TedyeHMe NOCIeJHUX 6 Mecs-

[lokazarenb

CpesHue 3Ha4eHUs KoHLeHTpauuu, KOE/r

I-crenennb II-cTrenenp [lI-ctrenenb

LEB.
H3yyeHne MykKO3HOH MUKpPOJIOpHI
OCYILIeCTBJISJIM TOCPeJCTBOM 6aKTeproJIo-

0611ee KOJIMYeCTBO
KHUIIEYHbIX MTaJ0YeK

312,5+46,7x10° | 241,7+36,6x10° | 187,9+27,2x10°

TM4YeCKOro uccjaeoBaHudA BYX OUONTaTOB

Budunobakrepuun

6,1+1,34x10° 1,570,12x10° 1,09£0,06x10°

CJIM3UCTON TOJICTOTO KHILEYHHKA (CI/IFMO-

JlakTo6aKTepUUn

8,53+1,37x107 6,93+1,14x107 6,76%0,92x107

BUZHOW W CJENOW KHIUKH), MOJYYEHHBIX
B X0Jle TOTaJbHOW KoJioHockonuu. U3 ro-
MOreHH3aTa OMONTHPOBAHHOTO KyCOYKa CIU3UCTOMN
060JIOYKH TOJICTOM KUIIKHU B 0,1 MJ1 NI30TOHUYECKOTO
PacTBOpa XJI0pH/A HATPHS TOTOBUJIM CEPHI0 pasBe/ie-
auii 10'-10° 1 o 0,1 M1 pacTBOpa COOTBETCTBYIOILE-
ro pa3Be/ileHUs 3aceBajid Ha MOBEPXHOCTb MUTATe b-
HOU Cpefbl.

KosnunvecTBo 6akTepuil B 1 r 6M0J10rM4€CcKOro Ma-
Tepyasa BBIYMCJISAIN 110 YUCJAY BBIPOCIIMX KOJOHUH
MHUKpPOOPraHU3MOB — KOJIOHHe0OPa3yoLuX eJUHUIL]
(KOE) npu moceBe M3 MaKCMMaJIbHOTO pa3BeJleHMUS,
rae HabJsrogancsad poct He MeHee 10 kosoHu#. /[lyis
pacyeTa npuMeHsaId GOPMYIy:

M =Nx10n+1,

rae M — 4ucsio MUKpPo6OB B 1 T;

N — KOJIM4eCTBO BbIPOCLIMX KOJIOHUH Ha YalllKe;

N — CTeleHb pa3BesieHUs MaTepuasa.

Ctrenenb o6cemeHeHHOCTU Helicobacter pylori
CITU3UCTOM KeJIyZKA OLleHHWBAJM B XO/ie TMCTOJIOTH-
YECKOr0 HCCAe0OBAaHHUS TOJYKOJIUYECTBEHHbIM Me-
TOJOM: Caabasi cTeneHb o6ceMeHeHHOCTU — 10 20
MUKPOOGHBIX TeJ, cpeaHsist — 20-50 MUKPOGHBIX TelI,
cujbHasi — cBhille 50 MUKPOGHBIX TeJ B MOJIe 3pe-
HUA npu yBesndeHUu x 900 (MacsisiHass UMMepCus).
AKTHBHOCTb BOCHAJIUTEJLHOTO MpOLecca onpejeis-
JIM TIyTEeM OLIEHKH 110 BU3ya/bHO-aHAJOTOBOM LIKaJIe
CYMMapHOU BbIpaXKEHHOCTU HEUTPODUIBLHOU U JIUM-
domIasMoIUTapHON WHOUIBTPAIUK COOGCTBEHHOM
IJIACTUHKY CJIU3UCTOM XKeJyAKa.

CTaTucTUYeCcKyl0 06pabOTKy MOJIYYEHHBIX pe-
3yJIbTAaTOB MNPOU3BOJAWJIM TNapaMeTPUUYeCKHUMHU Me-
TOAAMHM C HCIOJIb30BaHWEM MporpaMMbl Statistica

[TokasaTenu cpefHUX KOHLEHTpauuil 6uduio-
0aKTepu, JIAKTOOAKTEPUN U TUIUYHBIX IITAMMOB
KHILIEYHOUN MaJloYKH MPOTPECCUBHO CHIXKAIUCh NpPHU
nepexojie K 6oJjiee BbICOKOU CTeNeHH UHQUIUPOBAH-
Hoctu HP. /lanHaa TeHJeHIUsA Oblla MaKCUMaJIbHOU
B OTHOlleHHWU O6udumobakteput — 6,1-1,57-1,09 x
102 KOE/r, T. e. MakcuManbHOe (Cmax) 1 MUHMMaJb-
Hoe (Cmin) 3HaUeHUs pasindaiuch B 5,59 pasa. AHa-
JIOTHUYHasi 3aBUCUMOCTb, HO BbIpa)kKeHHasi B ropas-
J0 MeHbllel CTeleHM, HabJjohasach B OTHOIIEHUU
Lactobacterium spp. v E. coli, rie cOOTBETCTBYIOIIUN
UHAEKC OTHOIIEHUS Cmax/Cmin, YCJIOBHO O6GO3Havae-
MbI# Kak K, 6611 paBeH 1,26 1 1,39 cOOTBETCTBEHHO.

BblIo mpoaHa/M3UPOBAHO COOTBETCTBHE KOH-
KpeTHbIX LM(POBbIX 3HAYEHUH KOHTAaMUHALUU
Helicobacter pylori COX, Belpa’)keHHOe B MUKPOOHBIX
elUHUIAX/TI0Jle 3peHHUs] U KOHKPEeTHBbIX 3HayeHUH
cofiepkanus Bifidobacterium spp. y oT[ieIbHBIX 60J1b-
HbIX. [lo Mepe yBesiMueHUs BbIpaKEHHOCTH UHPUJIb-
Tpauuu HP cinsucroi xxenyska oTMedaad CHUXKeHUe
KOHLeHTPaLUU BbIlIeyKa3aHHbIX MUKPOOPTaHU3MOB
B NMPUCTEHOYHOM MynuHe (Ko3pduIueHT KoppeJs-
nuu r = -0,74).

[Ipu onpe/iesieHUU YaCTOThI U36BITOYHOTO POCTa
YCJIOBHO-NIATOTEHHOW MUKPOQJIOPHI V AAaHHBIX KaTe-
rOpui 60JIbHBIX OBLIO YCTAHOBJIEHO, YTO MOCAEHUN
Hab6JII0IaJIcs TeM vallle, YeM 0oJiee BbICOKasi CTeNeHb
o6cemeHenHoctd HP umena mecro. Tak, g I cre-
MeHHU 3TOT MoKasaTesb coctaBua 47,05%, gaa I —
77,2%, v gas 11l — 100% (8, 17 u 11 4yes10BeK COOT-
BETCTBEHHO).
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W3y4yeHHe 3aBUCMMOCTH COCTaBa MyKO3HOU MHU-
KpoQJIOpbl OT CTelNeHW TUCTOJIOTUYECKOH aKTHUB-
HOCTHU TracTpuTa MPOJEeMOHCTPUPOBAJIO CXOXKUE pe-
3yJbTaThl: MHUHHUMaJbHble 3HAaYyeHUs COJepKaHUsA
6udu0-, TAKTOOAKTEPUN U KHUIIEYHOU MaJOYKH —
6,9x107 KOE/r, 5,7x107 KOE/r, 1,75%10% KOE/T, oT-
Meyvasu npu lll cTeneHn akTUBHOCTH BOCIaJIEHUA.

OBCYXJIEHHE

H3y4yeHre TPUCTEHOYHONU MUKPOQJIOPHI TOJICTO-
ro KUIIeYHUKa y 601bHBIX Helicobacter pylori-accouu-
MPOBAaHHBIM XPOHUYECKUM TaCTPUTOM YCTaHOBHUJIO
MO0Ka3aTeJd PaCIpOCTPAHEHHOCTH TOJICTOKHIIEY-
HOro Juc6uo3a U pacnpesie/ieHUsl CTeleHel ero Ts-
’&KecTH, 6JM3KUe K pe3y/nbTaTaM, [OJy4YeHHbIM IpH
vccneoBaHUU $eKaJbHOM MUKPOQI0pbI M0 06HBIX
NalueHTOB B NMpeAbIAYIUX UcCaefoBaHUIX [17, 24].
[Ipy nepexogie k 6oJiee BbICOKOM cTeneHW UHOUJIb-
Tpanuu Helicobacter pylori cin3ucTol aHTPaJbHOTO
OTZesa KeJyAKa U THUCTOJIOTMYeCKONM aKTHBHOCTH
BOCHAJIeHUs] KOHCTAaTHUPOBAaHO NpOrpeccupylollee
CHW)KEHUe cofiepkaHus 6udHuL06aKTepUll U B MEHb-
1Ied CTeNeHU JIAaKTOGAaKTEPUU U KUIIEeUHOH NaJ04YKH,
a Takxe 6oJiee 4yacToe OOHaApyKeHHe pOCTa YCJIOB-
HO-TIaTOTeHHON MHuKpodJopel. [lockosnbKy mpucTe-
HOYHas MUKpodJiopa sIBJIseTcs B 60JblLIel cTeleHu
CTaOW/IbHOM U QYHKIMOHA/JbHO 3HAYMMOM MO CpaB-

HEHHUIO C T0JIOCTHOH, 0JIyYeHHble JaHHbIe T103BOJIA-
I0T pacCMaTpUBaTh XeJIMKOOAKTepHO3 KaKk CaMOCTOs-
TeJIbHYI0 IPUYMHY Pa3BUTHUS KUILEYHOro JHUCOMO03a.
B To >ke BpeMs He HCKJIIOYEHO, UYTO COCTOSIHHUE KULIey-
HOT0 MHKPOOGHOI|€EHO3a MOXKET OKa3bIBaTb BJIHSHHE
Ha akTUBHOCTb UH$ekuu Helicobacter pylori.

3AK/IIOYEHHUE

YBesnuueHue CTeIeHH KOHTaMHUHaLUH
Helicobacter pylori cnU3uCTON aHTPaJbHOTO OTAesa
MKeJIYKa CONMPOBOX/IAeTCSl CHIDKEHHEM KOHIIEHTpa-
UM 6udua06aKTepUH B MPUCTEHOYHOM OHOTOIE B
5,59 pasa (ko3adounueHT Koppeasanuu r = -0,74).

BeposTHOCTh HU36LITOYHOTO POCTA YCJIOBHO-MA-
TOTeHHOW (QpaKIUu HPUCTEHOYHOH MHUKPOQJIOpHI
TOJICTOI'O KHUIIEYHHKA MMeeT NPSIMYI 3aBUCUMOCTb
OT BbIPaXXEHHOCTH ob6ceMeHeHHOCTU Helicobacter
pylori COX, siBnsisice MmakcumasibHou (100%) mpw 111
CTeleHU KOHTAMHUHAIUU.

ComepxaHue 6udug06aKTepU, JaKTobGaKTe-
pUHA M TUNWYHBIX IITAMMOB KHUIIEYHOW MaJOYKU B
MPHUCTEHOYHOM OHOTOIlEe TOJICTOTO KHIIEYHUKa Ha-
XOJIUTCSI B OOPATHOW 3aBUCUMOCTH OT CTENEeHU TH-
CTOJIOTUYECKOH aKTuBHOCTH HP-acconmmpoBaHHOTO
racTpyuTa: MUHUMaJIbHble 3HAYE€HUS 6,9x107 KOE/r,
5,7x107 KOE/r, 1,75%108 KOE /T COOTBETCTBEHHO IIpH
III cTerneHU aKTUBHOCTH BOCIIAJIEHUS].
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