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Pesiome

Llenb nccnegosanus. Visyuuts reHoTvnsl Helicobacter pylori v ix aHTOMOTHKOUYBCTBATENBHOCTb Y 6OMbHBIX CTabUNBHO
CTEHOKapAMEN B COUETAHNN C XPOHUYECKIM FaCTPUTOM.

MaTtepuan u metogbl. B 0TKpbITOE NPOCMEKTUBHOE KAMHUUECKOE UCCNeoBaHe Obini BKOYEHDI 46 60MbHBIX CTaOUNBHOM
CTeHOKap/aWel C CoueTaHNeM XPOHUUECKOro H. pylori-accoumMmMpoBaHHOTO racTpuTa. AnA anarHocTvkm H. pylori nicnonb3osanu:
Ceponornyeckuii MeTos onpedesneHrs aHTuTeN B CbiIBOpoTKe Kposw, MUP — anarHocTriky reHos H. pylori. AHTUBMOTUKOYYB-
CTBUTENBHOCTb LUTAMMOB H. pylori 13ydanu C NOMOLLbIO METO/1a CEPUIAHBIX Pa3BeaeHNil.

Pe3ynbTathl. Y 60M1bHbIX (N=46) CTabWIBHONM CTEHOKapAVel B COYETaHUU C XPOHUYECKAM racTPUTOM NP NPOBeeHNH
3HAOCKOMUYECKOro uccneaoBaHna metogom C 6binm nonyyeHbl, 1 B fanbHelLeM UCCeA0BaHbl racTpobuonTarsl. Xpo-
HWYECKUI HeaTpODUUECKI racTpUT AUArHOCTMPOBAH Y 54,3% OOMNbHbIX, aTPOdUUECKNiA racTpuT — y 45,7%. YCTaHOBNEHO,
uTOo reHoTunbl H. pylori VacA umenn 8,7% 6onbHbix, CagA — 34,7%, HopQ — 13,1%, Oip — 30,4% 60nbHbIX. HeToKcUreHHble
reHOTUNbI UMENV Nnwwb 13,1% 60MNbHbIX. BbIABNEHO OTCYTCTBME PE3UCTEHTHOCTW K aHTUOMOTUKAM NEPBON JIMHUM 3paduKa-
LIVOHHOW Tepanuu — KNapuUTPOMULIUHY 1 aMOKCULMANUHY. Y 45,7% 60NbHbIX BbIABNIEHA PE3NCTEHTHOCT, Y 39,1% — cnaban
UYBCTBUTENBHOCTL U30NATOB H. pylori K METPOHMAA30NY.

BbiBOAbI. Y O0MbHBIX CTAOWIBHON CTEHOKAPAMEN C COUETaHNEM XPOHUYECKOro racTpuTa npeobnafatoT wrammsl H. pylori
€ TokcureHHbIMK reHotunamu: CagA, Oip, Vac A, HopQ. Mpw 31om y 45,7% 60onbHbIx onpefeneHa pe3ucTeHTHOCTb U30NATOB
H. pylori K MeTpoHMaa30ny.

Kntouesble cnosa: reHoTunbl Helicobacter pylori, aHTUOMOTVKOUYBCTBUTENBHOCTb, CTabMbHAA CTEHOKAPANA, XPOHUUYECKWIA racTpHT

KoHONMKT MHTepecoB. ABTOPbI 3aABAAIOT 00 OTCYTCTBUM KOHPNMKTA MHTEPECOB.
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Summary

Research objective. To study the genotypes of Helicobacter pylori and their antibiotic sensitivity in patients with stable angina
in combination with chronic gastritis.

Material and methods. 46 patients with stable angina with a combination of chronic H. pylori-associated gastritis were included
in the open prospective clinical study. To diagnose H. pylori, serological method of detection of antibodies in blood serum
was used, PCR — diagnosis of H. pylori genes. Antibiotic sensitivity of H. pylori strains was studied by serial dilution method.

Results. In the patients (n = 46) stable angina in combination with chronic gastritis in the endoscopic study by the EGDS
method, gastrobioptates were obtained and further investigated. Chronic neatrophic gastritis was diagnosed in 54.3% of
patients, atrophic gastritis —in 45.7%. It was found that the genotypes of H. pylori VacA had 8.7% of patients, CagA — 34.7%,
HopQ— 13.1%, Oip— 30.4% of patients. Only 13.1% of patients had non-toxic genotypes. The absence of antibiotic resistance
of the first line of erication therapy — clarithromycin and amoxicillin — was revealed. 45.7% of patients showed resistance,
39.1% showed weak sensitivity of H. pylori isolates to metronidazole.

Conclusions. In patients with stable angina with a combination of chronic gastritis, H. pylori strains with toxigenic genotypes:
CagA, Oip, Vac A, HopQ predominate. Resistance of H. pyloriisolates to metronidazole was determined in 45.7% of patients.
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BBepeHune

Boree monoBuHbI HacelneHNsI IIAHEThI MHPUIMPOBa-
Hbl H. pylori, 4T0o M03BONAET CINTATH XeNMKOOAKTe-
P103 OfHOIT 13 Hanbo/Iee paCIPOCTPAHEHHBIX B MUPe
nHoexunii [1]. Poccust OTHOCUTCSA K CTpaHAM C BBICO-
KOII pacupoctpaHeHHOCTBI0 Helicobacter pylori [2].
Baxuertunit ¢pakrop narorenHoctu H. pylori siBns-
€TCsI HUTOTOKCHYHOCTD. COBpeMeHHBIe MCC/IeOBaHS
[EMOHCTPHPYIOT CIIOCOOHOCTD GaKTepHu OBPEXAATh
9MNTeNNaNbHbIe KTIeTKY IyTeM BbIPabOTKY LIUTOTOK-
cuHOB vacA (vacuolatingassociated cytotoxin) u cagA
(cytotoxin associated gene) [3]. Sinnett C. 1 coaBTOpBI
(2016) mpepcTaBUIM HOBBIIT TOIMMOP(U3M reHa MPo-
MEeXXYTOYHOTO PernoHa vacA il mogTuima, KOTOpbIit ac-
COLMMPOBAH C YPOBHEM BOCIIA/IEHNA CIU3VCTON 060-
TOYKM KenyaKa y H. pylori HO3UTHUBHBIX AIMEHTOB
M TIOBBLIIEHNEM prcKa 3aboneBanuit [4]. IlosBunuch
CBefIeHNUsA O VaCA 3aBUCUMOM IIaTOTeHETHYECKOM Me-
XaHV3Me, IpUBOAAIeM K pocdopunnpoBaHmio cagA
Ha KJIETOYHOI IMHUY AYORE€HANTbHON KapLMHOMBI
AZ521 [5].

K Haubosee M3BECTHBIM afirTe3HaAM OTHOCAT babA
(Lewis blood group antigen-binding adhesion) un sabA
(sialic Lewis Xantigen-binding adhesion). 9tu an-
Te3JHbI PacIIO3HAIOT clienuduyieckye yIIeBOfHbIE
(dparMeHTHI >KeTy[OYHOTO SIUTENNA, YTO CII0CO6-
CTBYeT MHGEKIMU ¥ BOCHaJINTEIbHBIM IIPOLleccaM
BOKeTyJOYHO-K1IIeYHOM TpakTe [6]. Axresus H. pylori
K SMIUTENNANTbHBIM KJIETKaM CIOCO6CTBYeT mporpec-
CMPOBAHMIO BOCTIA/IEHNSA B CIM3UCTOM JKeTyAKa, IPO-
AYKUMM ayTOAHTUTEN U Pa3pyLICHNIO TapMeTaTbHbIX
keToK. [Ipu aTom 6enku CagA u VacA y4acTByOT
B IOBBINICHUY NPOHMIIAEMOCTY 3IUTEINATBHOTO
MoHocnos. CxopctBo O-anrturena JITIC 6akrepuit
c aHTUTeHaMM Lewis rpynn KpoBu 4emoBeKa Cocob-
CTBYET PasBUTUIO MOJIEKY/IAPHON MUMMKPUM U pas-
BUTHMIO MMMYHHOI TOMEPAHTHOCTH, YTO IO3BOJIA-
et H. pylori ycKob3aTh OT MIMMYHHOTO Y3HaBaHUsA
6maropaps CXOACTBY C COOCTBEHHBIMU aHTUTEHAMMU
xo03A1Ha [7]. BosHMKalomasA orpaHNYeHHa s BOCIIA/IN-
TeJIbHAs peaKIjys, C OfHOI CTOPOHBI, O ieP>KMBACTCA



Ha IPOTSKEHNH [IUTETBHOTO BPEMEHH, a C APYyTroit
CTOPOHBI, He 06/1ajiaeT CIIOCOOHOCThIO 00eCIIeYNTh
0CBOOO>KZIEHVIE OPTaHM3Ma OT MH(PEKIVIOHHOTO areHTa.
Bo3HuKaeT XpoOHMUYECKOe TeUeHMe XeTMKobaKTep-
HOI MHEKI UM, 4acTo 63 BhIPa)KeHHbIX CUMIITO-
MOB U IIPOsIBJIEHMIT, HO ¢ HOCuTeabcTBOM H. pylori.
JlnuTenpHOE TeUeHNe BOCIIATIEHNsI BbI3bIBAET JIOKATIb-
HYIO aKTUBM3ALIMIO MyTareHe3a, KOTOpast HPUBOJUT
K HaKOIUICHUIO [[pajiBepHbIX MYTalNil, MHUIIUUPYIO-
IMX Pa3BUTHE 3/I0KaYeCTBEHHBIX HOBOOOPa3OBaHMII
CIM3UCTO KeNyaKa. YCIelHad spafuKalMOHHad
Tepanus CoCo6Ha OCTAHOBUTH 3T MPOLeCCHI [8].
Ha coBpeMeHHOM 9Talle COXpaHseTCs BHICOKAs pac-
HIPOCTPAHEHHOCTh HO30/IOTMYeCKOI CUHTPOINM Kap-
IVMOBACKY/IAPHOI ¥ TaCTPOYOeHaIbHON TAaTOOT Mit
[9, 10]. Mudexuusa H. pylori mpyu XpoHU3aLuu npo-
1ecca croco6CTBYeT YBeIMYEHUIO PUCKa KOPOHAPHOI
607e3HN CepAlia B TeUeHNe XXU3HM, TaK KaK COIIPOBO-
XK/IaeTCs1 TOKaTbHBIM ¥ CUCTEMHBIM BOCIIATTMTEIbHBIM

MaTtepuanbl n metoabl

B mporecce OTKpBITOrO MPOCHEKTUBHOTO KIMHNYE-
CKOTO MCCIeoBaHMA 06cnenoBanbl 46 6OMbHBIX CTa-
OGUIBHOI CTEHOKAP/Ve C COYeTaHMeM XPOHUYIECKOTO
H. pylori-accouuupoBaHHOro ractpura. Bee 60mpHbIe
(n=46) mpoxoaM/IN TedYeHne B OTAENEHUSIX TePaIeB-
tudeckoro npodua u nonuknmHnke KOIbY3 KOKB.
Kpurepun BkmoyeHns: 1) yCTaHOBIEHHBIT AMarHo3
crabunpHoi crenokapauu I-1I1 OK, XpoHnyeckas
Cepneunas Hegocratounocts (XCH) I, IT A; 2) Bo3pact
oT 35 po 70 net; 3) cornmacue malyeHTa Ha yqacTue
B UCC/IEOBAHNH, 4) COMYTCTBYIOIMIT XPOHUIECKMIT
TacTpPUT, accouunpoBanHasa ¢ uadpekuueir H. pylori.
B uccnenoBanme He BKII0YA/IICh O0/IbHBIE C CEPAEeIHOI
HeLOCTaTOYHOCTHI0 > IIB CT., XpOoHMYeCKoit 60/1e3HBI0
nouek (XBII) > 3A, ne4eHOYHOI HEJOCTATOYHOCTHIO,
CaXapHbIM AMabeToM, C HeCTaOUIbHON CTeHOKapAuel,
cTeHoKapauelt HanpspxeHnAa [V OK; manyenTs], paHee
HO/y4YaBlINe aHTUMUKPOOHYIO TepaInio A1 Spaju-
xaryu H. pylori; maIjueHTsl, Oy YaBIIe NHIVONTOPBI
MPOTOHHOII TOMIIbI, TpeapaThl BUCMYTa B TeUeHME
HpefbIAYIMX IBYX Hefle/b; 60/IbHbIE, IPUHIMAIOLIVIE
aHTMOAKTepUaTbHYIO TEPAINIO Ha MOMEHT 3abopa
MaTepuana. B kagecTBe 6a3ucHoOI Tepanuu 60TbHBIE
HOJTy4a/Iy OMCONPOIION, PO3yBacTaTVH, HEPUHAOIPUI
M ALleTUICATNIIUTIOBYIO KUCTIOTY.

151 BeprMKaLny CONYTCTBYIOLIETO XPOHUIECKOTO
racTpura y 60/NbHBIX C AMAarHO30M CTaOMIbHON CTEHO-
Kap[uu IpU UX COINIaCUM B IVIAHOBOM IOPAJIKe ITOCTIe
MHPOPMUPOBAHNS O Lie/IAX, 00 beMe 1 BOSMOXKHBIX OC-
JIO>KHEHWIX MHBA3MBHOTO MCC/IENOBAHNS BHITIOH ST
AI'IIC ¢ 6uoncueit cTU3UCTON 0OONTOYKM U3 AHTPATIb-
HOTO U GYHZAIPHOTO OTHENIOB JKeMyAKa U TYKOBU-
IIbl JBeHA/ILIATUIIEPCTHON KMUIIKMK. [I/151 onpefie/ieH s
craguy ractputa npumensu cucreMmy OLGA (2008 r.),
C TIOMOIIBI0 KOTOPOJ OIIEHNMBA/IN TYICTOMOTNIECKYIO

Pe3synbtatbl

Y 60MbHBIX CTaONU/IPHOI CTEHOKAp/eil B COYeTaHUN
CXPOHUYECKUM racTpUTOM (N=46) Ipy IPOBELAEHUY 3H-
MOCKOMMYecKoro nccnegoBanms meropom DI JIC Hamn
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orBetoM [11]. B focTynHOM MHPOPMALIIOHHOM IIOJTE
MIMEIOTCS CBEJIEHUs O TOM, UTO Y OONbHBIX CTaOU/Ib-
HOII cTeHOKappauei npu coderannu ¢ H. pylori-ac-
COLMMPOBAHHOI racTPOAYOeHaTbHO HaTOIOTU-
el HapAay ¢ 6ojiee TAXKENbIM Te4eHMEeM OCHOBHOTO
3a60/eBaHMs OMpeRenaTCs 6olee CylieCTBeHHbIE
aTepOCKIepOTUIeCKIe U3MeHeH s KAPOTULHOTO pyc-
na [12]. [paMOTHO U CBOEBPEMEHHO IIPOBefleHHas
spagukanua nadexunuu H. pylori BHOCUT Ba>KHBII
BKJIaJ| B JIe4€He KOMOPOU/IHBIX OONbHBIX, B TOM 4MC-
ne ¢ cogetanueM VIBC [13,14]. ®opMupoBaHue KOH-
LIeNTya/NbHO — MHTETPAaTMBHOTO MOAXOMAA B Tepaluyu
IOZOOHBIX 6OIPHBIX AKTYalIU3UPYeT YITyOIeHHOe
MCCTIeIOBaHNe IIaTOTeHEeTUIeCKIX aCIIeKTOB paccMa-
TPUBaEeMOI1 KOMOPOUTHOCTH.

Ilens mMccnemoBaHMA: U3YUYUTb TE€HOTUIB
Helicobacter pylori m X aHTMOMOTUKOYYBCTBUTE/Ib-
HOCTDb ¥ OO/BHBIX CTAOM/IbHOI CTEHOKAp/yeil B code-
TAHUY C XPOHMYECKIM IaCTPUTOM.

BBIP@)KEHHOCTDb aTPO(MM B aHTPA/IbHOM OTJie/Ie U TeJie
XeJyfKa C OIpefie/leHneM 0a/lIOB B Ka>KIOM OMoIITare.
JI71st OLieHKM CTafyM TacTPUTA U3Ydaan 5 GUOITATOB
(u3 Temaxxenynka (2) m antpyma (3)). Takoke olleHUBaIU
CTeIeHb Pa3BUTHA TACTPUTA B TeX >Ke OMONTATAX 110
COBOKYIIHOJ MHTEHCUBHOCTY TMMQOTUCTUOLUTAPHO
U JIeVIKOLMTapPHOM MHOMIBTPALMU B COOTBETCTBUY
C BU3Ya/IbHO-aHAIOTOBOJ LIKAJION.

Insa puarnoctuku H. pylori ucrnonbsosannu: ce-
PONOTMYeCKNUIl MEeTO/] OIIpefle/IeHNA aHTUTEN B Chl-
BOpoTKe KpoBH, ITI]P-nuarHocTuky reHos H. pylori.
AHTUOMOTUKOYYBCTBUTETBHOCTD IITaMMOB H. pylori
M3y4a/ay C HIOMOIbIO METOJA CEPUITHBIX Pa3BeNeHMIA.

[l cTaTucTHYeCKOl 06pabOTKY HaHHBIX UCIIO/b-
30Ba/IJICh METOJbI ONNMCATEbHON 1 aHAIUTUIECKOII
cratucTuky. OlleHKa XapaKTepUCTUK pacIpee/ieHns
KONMMYeCTBEeHHBIX JAHHBIX BBITIOTHAIACDH C IIOMOIIHIO
kputepusa lanmpo - Yunka. KonndyectBeHHbIe BaH-
HBble, MMeIolye 6/113Koe K HOPMAa/IbHOMY pacIpefe-
JIeHUe B COBOKYITHOCTM, TIP€/ICTaBJIEHbI C TIOMOIIbIO
cpenHeil apudMeTUIeCKOl, CTAaHZAPTHOTO OTKIIO-
HeHus (M+o0). KomuecTBeHHbBIe JaHHbIE, NMEIOI e
pacmpepeneHne OTIMIHOE OT HOPMAIbHOTO, Ipej-
CTaBJIeHbI B Bu/e MefuaHbl (Me) 1 MEXXKBapTUIBHOTO
pasmaxa Mexny 25-m u 75-m npouentenem (Q;; Q,).
PacnpepieneHyie B COBOKYITHOCTH NpeNCTaBIeHbI 95%
mosepurenbHbIM MHTepBanoM (CI 95%). CpaBHeHNe
Ka4yeCTBEHHbIX IIePEMEHHBIX IIPOBOJVIN C UCTIONb30-
BaHNeM KpuTepus x°, Ipy 4ncjie HaOMoJeHNII MeHee
5 ucnonb3oBancs TOYHbIN Kpurepuit Pumepa (F).
YpoBeHb 3HAUMMOCTH MIPUHAT paBHBIM p<0,05. O6pem
BBIOOPOK COOTBETCTBYET MOLIHOCTY BHIOPAHHBIX HAMI
Kputepues. CTaTycTudeckas 06paboTKa BHIIIOMHANACH
c momouibio cratuctuyecknx nporpamm STATISTICA
10 1 Microsoft Excel 2007.

OBIIM HMOTYYEeHbI TaCTPOOMONTATEL. XPOHMYECKIUI
HeaTpoQMUyueCcKMit FacTPUT ObLI BBIABIIEH Y 54,3% (25)
MaILMeHTOB, aTpoduyuecKnit ractpur -y 45,7% (21)



3KCMEepUMEHTaNbHaA U KNMHUYEeCKan ractposHTeponorna | Ne 187 (3) 2021

Ta6numna 1

Pacnpenienenne reHoTUOB
Helicobacter pyloriy 60mpHbIX
CTabUIbHOM CTEHOKApAMeit

€ coyeTaHMEM XPOHUYECKOTO
racTpura

IIpnmevanne:
* ypOBEHDb CTATUCTUIECKOIL
3HAYMMOCTH MEXAY IPpyIa-
MM 6O/IbHBIX

Table 1

Distribution of Helicobacter
pylori genotypes in patients
with stable angina with a com-
bination of chronic gastritis

Note:
* level of statistical significance
between patient groups

Tab6numa 2
quCTBI/[TeTIbHOCTI) IITaMMOB
Helicobacter pylori k anTu-
MUKPOOHBIM ITpernaparam

(in vitro) (n=46)

Table 2

Sensitivity of Helicobacter
pylori strains to antimicrobial
preparations (in vitro)

(n =46)

experimental & clinical gastroenterology | Ne 187 (3) 2021

BonbHble cTabunbHoli cTeHoKapaueit bonbHble cTabunbHOI CTeHOKapauei

leHoTMMDBI
Helicobacter pylori

B COYETaHMN C XPOHNYECKUM
aTpodumueckum racTputom

B COYETaHUU C XPOHUYECKUM
HeaTpodpMUecKum racTpuTom

(n=21) (n=25)
VacA, a6c. (%) 2(9,5) 2(8)
CagA, a6c. (%) 9(42,9) 7(28)
HopQ, a6c. (%) 2(9,5) 4(16)
Oip, abc. (%) 6(28,6) 8(32)
HeTokcurennsie mraMmbl, abc. (%) 2(9,5) 4(16)

nanueHToB. CpeHMIT BO3pacT 6OIbHBIX COCTABUI
62,5 + 8,7 neT. My>x4unHbI cocTaBuu 76,1% (35), xeH-
muHbI - 23,9% (11). Crabunpaylo creHokapauio I PK
umenu 10,9% (5), II ®K - 60,8% (28), III PK - 28,3%
(13) 60nbHBIX.

Y 60/nbHBIX CTaOUIBHON CTEHOKapAuell Ipy code-
TaHUM C XPOHMIECKIM TACTPUTOM IIPU UCCIIEfOBA-
Huu MetofoM III]P B 6moncuitHpix obpasnax Obiin
npeHtTuduuuposansl renotunst H. pylori: CagA, Oip,
Vac A, HopQ. ITpu atom mramm H. pylori VacA 6bin
BbIABNIEH y 8,7% (n=4) nanuenros, mrtamMm H. pylori
CagA -y 34,7% (n=16) nanuenrtos, HopQ -y 13,1%
(n=6) mauuenros, Oip -y 30,4% (n=14) mauyeHTOB.
HeTokcureHHbIe ITaMMBbI OIIpefeTuInch y 13,1% (n=6)
nanyeHToB. AHanus renotunos H. pylori B 3aBucumo-
CTM OT TUIIA XPOHMYECKOTO FaCTPUTA IIPOEMOHCTPH-
poBai cienyroiee. Y 60/IbHBIX CTAOMIBHOI CTEHOKAP-
I¥eil B COYETAaHUM C XPOHUIECKUM aTpOdruecKuM
racrputom rerorun H. pylori VacA 6pin o6HapyxeH
¥ 9,5% (2) 60nbHbIX, reHoTH CagA -y 42,9% (9), re-
Hotun HopQ -y 9,5% (2), renorun Oip -y 28,6% (6)
6ONMbHBIX. A HETOKCUTEHHbIE IIITAMMBbI ObI/IN BISB/IEHbI
b y 9,5% (2) 60mpHbIX. Cpefivt 60MbHBIX CTaOUIBHO
CTEHOKAapJMeN B COYETAHUM C XPOHUYECKUM HeaTpodu-
4eCKMM TacTpuToM reHoTui H. pylori VacA BrbisgBieH
y 8% (2) 60npHBIX, reHoTUI CagA -y 28% (7), reHOTHIT
HopQ -y 16% (4) 60npHbIX, renoTun Oip -y 32% (8)
60mbHBIX. HeTOKCUTEHHbIE ITAMMBbI 0OHAPYXKEHBI
y 16% (4) 60nbHBIX. CTaTUCTUYECKM 3HAUMMBIX Pa3/IN-
4yuit B renotunax H. pylori cpepn paccMarpuBaeMbIxX
IpyIII 60TIbHBIX HAM He ya/I0Ch TONy4YnTh (mabnuya I).

Ompepenenye 4yBCTBUTEIbHOCTY aHATU3UPYe-
MBIX U30/MSATOB LITaMMOB H. pylori K aHTUMUKPO6-
HBIM IIpenaparaM (in vitro) BBIIIOMHANIOCh METOOM

O6cyxpaeHne

B Hauem mccie0BaHUY TIOTy4YeHBI BecbMa ybennu-
Te/IbHBIE JAHHbIE IIPMOPUTETA TOKCUTEHHBIX IITAM-
MoB 6aktepuu H. pylori y 60IbHBIX CTabUIbHON

6akTepuonornyeckoro paspegenud. CTerneHyn 4yB-
CTBUTETBHOCTH PACLieHNBA/IM KaK YMEPEHHYIO0, CTabyIo
U BBICOKYI0. OTe/IbHO BBIJE/ANN Pe3UCTEHTHOCTD
paccMaTpyBaeMbIX IITAMMOB. YMepeHHas YyBCTBU-
Te/IbHOCTD U30NATOB H. pylori K KIapUTpOMULVHY
obHapy>keHa y 56,5%(26), K aMOKCUILMIINHY — Y 73,9%
(34). Bbicokas 4yBCTBUTENBHOCTb K KJIaPUTPOMMU-
LUHY onpenenunaacs y 39,1%(18) usonsaros H. pylori,
K aMOKCUUIM/UINHY — 8,7%(4). Cnabast 4yBCTBUTENDb-
HOCTb K KJIAPUTPOMUIIMHY ObI/Ia BbIAB/IEHA JINIIb
y 4,4%(2) mareHToB, K aMOKCULIM/UINHY — Y 17,4%(8).
Pe3ncTeHTHOCTM K JaHHBIM aHTUOMOTMKAM HAMI
He ycTaHOB/IeHO. Oc060 CIeyeT OTMETUTD HaMdNe
pesUCTeHTHOCTH ¥ 45,7% (21) n30/1ATOB 6aKTepun
H. pylori K MeTpOHNUZAA301TY, C/1ab0I1 YyBCTBUTEb-
HocTH -y 39,1% (18). YMepeHHasA 4yBCTBUTEIBHOCTD
K METPOHMa30/1y oOHapyxeHa y 15,2% (7) uccnepye-
MBIX M30/IATOB, IIPY 3TOM BBICOKOJ 4y BCTBUTETBHOCTI
K METPOHMA30]1y He BbIAIB/IEHO. B MTOre IOy YeHHbIX
HAaMI Pe3y/IbTaTOB BO3HMKIIA HEOOXOAMMOCTD pellle-
HUA BOIIPOCa O HelieJIeco0OPasHOCTU IPUMEHEHM
MeTpoHuzasona B Kuposckoit 06/actu B KauecTBe
Ipernapara «II0C/Ie[JOBaTe/IbHOI CXeMbI» B 9pajiuKa-
LMOHHOJI Tepanuy nepBoit 1nHnn [14]. Ymepennas
4yBCTBUTEIBHOCTD K TETPALVIK/INHY Obl/Ia BBIABIEHA
y 82,6%(38) n301ATOB, BHICOKAA YyBCTBUTEIBHOCTD —
y 13% (6), cnabasi 4yBCTBUTEIBHOCTD — Y 4,4% (2). Uto
KacaeTcs 4YyBCTBUTEIBHOCTY M30NATOB LITAMMOB
H. pylori Kk cOnsiM BUCMYTa TPUKaAUA TULUTPAT, TO
YMEPEHHYI0 CTeIIeHb MBI BBIABUIN Y 65,2% (30), BbI-
COKYI0 - ¥ 26,1% (12), cmabyro nmuws y 8,7% (4). Ocobo
ob6paTnit Ha ce6s1 paKT MMEIOIIeiCs Pe3UCTEHTHOCTH
K pe3epBHOMY aHTUOMOTUKY CXeM pafuKaLUL — Jie-
BOQIIOKCaIHY, KOTOpas coctaBuia 4,4% (mabnuya 2).

CTEHOKapAMeli C CoYeTaHIeM XPOHIUYECKOTO IaCTPHUTa:
CagA, VacA, HopQ, Oip. CagA (cytotoxin-associated
gene), IB/ISACh MapPKEPOM «OCTPOBKa IATOT€HHOCTI»

CreneHb

JyscTBuTEnbHOCTI YmepeHHasn Bbicokasn Cnabasn Pe3ucteHTHOCTb
AHTMMUKPOGHbIe a6c.(%) a6c.(%) a6c.(%) a6c¢.(%)
npenaparbl
Knapurpomuunsa 26(56,5) 18 (39,1) 2 (4,4) 0
AMOKCULIMIIMH 34 (73,9) 4 (8,7) 8 (17,4) 0
JleBodmokcanux 32 (69,6) 6 (13,0) 6 (13,0) 2 (4,4)
TeTpanKInH 38 (82,6) 6 (13,0) 2 (4,4) 0
Mertpounpgason 7 (15,2) 0 18 (39,1) 21 (45,7)
BucMyT TpuKanusa gUIMTPAT 30 (65,2) 12 (26,1) 4(8,7) 0




H. pylori, ydacTByeT B peMOfieTMPOBAHNY TKaHel,
aHTMOTeHese, 13B006pa3oBaHNM, Pa3BUTUY aTPOGUNL,
B IIpoOIlecce Jerpajlaliuy ¥ paspyuIeHns MeXK/eTod-
HOTO MaTpyKca 1 6a3anbHOI MeMOPaHbI, OITYXO/IeBOIt
MHBA3UN ¥ METACTa3MPOBAHNY OCPECTBOM MH/YK-
yun kommekca uPA (urokinase-type plasminogen
activator) u uPAR (urokinase-type plasminogen
activatorreceptor) B pakoBble K/I€TKY B XelyaKe, CTU-
MYIALMU BBIPAOOTKM MHTEPJIeIKMHA-8, CIIOCOOCTBY-
€T MOBBIMIEHNI0 AKTVBHOCTY AHTPATbHOTO TaCTPUTA.
VacA (vacuolating-associated cytotoxin) cunraercs
dbaxkTOpOM ajre3ny, yBenuuyuBaeT NpoOHUIIAEMOCTD
MeMOpaH 0 OTHOLIEHNIO K aHMOHAM, JOCTOBEPHO
YMEHbIIAeT CKOPOCTD PE3NMMUTENN3AL NN IKCTIEPUMEH-
TaJIbHBIX A3B Y NpONuQepanyio SIUTETMOLNTOB 32
cueT HapylleHus GYHKUMM KI€TKM, CBA3aHHBIX C Iie-
JIOCTHOCTBIO €€ IUTOCKe/IeTa, TACCHMBHBIV TPAaHCTIOPT
MOYEBMHBI Yepe3 SMMUTeNNanbHble KIeTKM XXeTyaKa,
BIMsET Ha BbDKUBaHMe H. pylori B KJleTKax X0351Ha,
cHmKaet cogepxanye AT® B anurennonurax, CTuMy-
nupyet anonTos kinetok. HopQ (H Pouter membrane
protein) obecredmBaeT KOIOHM3ALMIO 1 0OCEMEHEH-
HOCTDb C/IM3UCTON 060m04Kn xenynka. OipA (outer
inﬂammatory protein) mopep>KuBaeT BOCHaeHe
COJXK, cBasaH c cexpenueit MHTepAeNKMHA-8 U MH-
TepJeliKMHa-6, CO CTeleHbIo o6ceMeHeHHOCTN H.
pylori COX, BbIpa’keHHOCTbIO HeMTPOGUIbHOIM
nHPUIbTpalKell, ¢ Pa3BUTUEM MHTEPCTULMATb-
Hoit Merartasuu. Crefyer oTMeTUTD, uto H. pylori
CUMTAETCSA ITUONOTMIECKUM ATEHTOM OCTPBIX
U XpOHMYeCKUX GOPM racTpuTa, BeAYIUM ITHOIA-
TOTeHeTH4eCKMM (HaKTOPOM S3BEHHOII OOIe3HM Ke-
Ny[Ka U JBEHAJATUIIEPCTHON KMIIKM, KapIIMHOMBI
u MALT-muMQoMBI XenyaKa, a TaKKe I[e/IoTo pAfa
BHEracTPa/jbHBIX IATOMOTMYECKUX COCTOsIHMIA [15].
AsupynentHoie CagA-HeraTuBHbIE IITAMMBI THIIA 2,
VacA-HeratuHble mtaMMbl H. pylori mogBepraorcs

BbiBogbl

Y 6071bHBIX CTa6MIBHOI CTEHOKAPAMEl! C COYeTaHN-
eM XpPOHMYeCKOr0 FaCTPUTA IPe06IafaioT ITaMMBbI
H. pylori c Toxcurenusimu renotunamu: CagA, Oip,
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