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WHOEKLNA HELICOBACTER PYLOR/ W NATOJOMMA MULLEBOAA
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PE3YOME. Helicobacter pylori (H. pylori) — camast u3BecTHasi rpaMOTpPHULATENIbHAS CIIMPAJICBUIHAS
OakTepusi, KOTOpas HHPULIUPYET CIUZUCTYIO O0OJIOUKY KeTyAKa M JABEHAIATHUIIEPCTHON KUILKHA H
SIBIISICTCS] ITHOJIOTMYECKUM (PAKTOPOM Pa3BUTHSI XPOHHMUYECKOTO TacTPHUTA, TYOJICHHUTA, SI3BEHHON 00-
JIE3HU JKEJTyKa WIN IBEHALIATUIICPCTHON KHUILKH, a TAK)KE 3JI0KAYECTBEHHBIX 00pa30BaHUM JKEeITyI-
Ka. B pse nccnenoBanuil mokaszaHo, YTO CIM3KUCTAsE 000I0UKA MUIIEBOAA MOXKET SIBJISITHCS IOTIOJIHU-
TEJIHBIM pe3epBYapoM MH(EKLNHU: YaCTOTa BCTPEeYaeMOCTH H. pylori B HIJKHUX OT/AENaX MHUILEBOA
kone6setcst ot 20 1o 70%. OgHAKO CBSI3b MIEPCUCTEHITHH 3TOI0 MUKPOOPTaHU3MA 1 TIATOJIOTHH TTHIIE-
BOZIA SIBJISIETCSI CJIO’KHBIM BOIIPOCOM, & TAK)KE MIPEAMETOM TUCKYCCHI U3-3a IPOTUBOPEUHBBIX PE3yilb-
TaTroB. B nanHOM 0030pe npecTaBiIeH aHaau3 JaHHBIX JINTEPATyPhl O BO3MOXHBIX MEXaHU3MaX BIIU-
auust H. pylori Ha pa3BuTHe 3a007eBaHM MHUILEBO/A, TAKUX KaK racTpodsodareanbHas pedrokcHast
6onesns (I'OPB), nuierox bapperra u pak MuIeBo/a, a TAKKE OMKUCaHbl PUCKU Pa3BUTHS MTATOJIOTHH
MIUIIEBOIA TTOCIe dpanukanuu H. pylori. OOpamaeT Ha ceOs BHUMaHHUE, YTO OONBITUHCTBO aBTOPOB
OTMEYaIoT OoJIee HU3KYI0 9YacTOTy BCTpedaeMocTw H. pylori y marimenToB ¢ ' OPB, yem B oOriei momy-
nsuu. Meraananus 84 717 cydaes numeBona bapperTa nokasai, uto H. pylori CHIXaeT puck pas-
BUTHSA NuIeBoaa bapperTa, a MeTaananus ¢ yuactueM 345 886 maiieHTOB He BBISBUJI CYLIIECTBEHHOM
Pa3HULBI B PACIPOCTPAHEHHOCTU H. pylori y allUEHTOB C aJIeHOKApLIMTHOMOI ITHIIEBOAA U TallUEH-
TOB KOHTPOJIBHOM IpyHIbl. MOXHO MPEATNOI0KHUTh, YTO NEPCUCTECHINS HH(EKIMH B PA3HBIX YaCTIX
BEPXHHUX OT/EJIOB MUILEBAPUTEIBHOIO TPAKTa 3aITyCKAET pa3Hble MATOr€HETHUECKNE MEXaHU3MBI, B
pe3yJibTaTe 4ero Haliuarue MUKpo0Oa B KeTyIKe CTAHOBUTCSI IPOTEKTUBHBIM (DAKTOPOM B Pa3BUTHU 3a-
OoneBaHmii UIIEBONA, a iepcucTeHnus H. pylori B uieBoae, HA0OOPOT, MOTEHIMPYET Pa3BUTHE €TO
[aTojoruy. B To e BpeMs ydalleHue BCTPEYaeMOCTH M yXyILEHHE TeUSHHUS IATOJIONUHU HIIEBOAA
T0CJIe YCTIELTHOW paInKal MUKPOOPTraHU3Ma MOKET OBbITh CIIEACTBUEM TPAHCIOKAIIMH BO30yANTE-
JIS1 B CIIMBUCTYI0 000JIOUKY IuIeBosa. Kpome Toro, B yclnoBusax nepcucteHunu H. pylori pazBuBaercs
aTpodusi CIM3NUCTON 00OJOUKH HKEITyAKa, YTO MOKET KOCBEHHO B PE3YJIbTaTe CHI)KEHUS KHCIOTHO-
CTH YMEHBIIUTb arpecCHBHOE BO3AEHCTBHE KEITYA0YHOIO COKA Ha CIM3UCTYIO 000JI0UYKY MHIIEBOAA
y nanuenToB ¢ ['OPb. Bonpoc 06 nnduuuposanuu H. pylori cnu3ucToil 000I0YKH MUIIEBOIA TAKKe
TpeOyeT JanbHEeHIIero n3yyeHus 1Jsi Oosee MOJTHOro MOHUMAaHUSI MEXaHU3MOB Pa3BUTHS ATOJOTMH
3TOr0 Oprasa.

KJIFOUEBBIE CJIOBA: Helicobacter pylori; nuieBo; ractpo3szodareaiibHast pediirokcHas 00J1e3Hb;
natieBon bapperra; spanukanus Helicobacter pylori.
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HELICOBACTER PYLORI INFECTION AND ESOPHAGEAL PATHOLOGY
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SUMMARY. Helicobacter pylori (H. pylori) is the most well-known gram-negative spiral-shaped
bacterium that infects the mucous membrane of the stomach and duodenum and is an etiological factor
in the development of chronic gastritis, duodentitis, gastric ulcer or duodenal ulcer as well as stomach
malignancies. According to some studies, the mucous membrane of the esophagus can be an addi-
tional reservoir for the infection: the incidence of H. pylori in the lower esophagus ranges from 20 to
70%. However, the relationship between the persistence of this microorganism and the pathology of
the esophagus is a complex issue as well as a subject of discussion due to contradicting results. This re-
view presents an analysis of the literature on possible mechanisms of H. pylori influence on the deve-
lopment of esophageal diseases, such as gastroesophageal reflux disease (GERD), Barrett’s esophagus
and esophageal cancer. The review also describes the risks of developing esophageal pathology after
H. pylori eradication. It is noteworthy that most authors note a lower incidence of H. pylori in patients
with GERD than in the general population. A meta-analysis of 84 717 cases of Barrett’s esophagus has
shown that H. pylori reduces the risk of developing Barrett’s esophagus, and a meta-analysis involving
345 886 patients has not revealed a significant difference in the prevalence of H. pylori in patients
with esophageal adenocarcinoma and control group patients. It can be assumed that the persistence
of infection in different parts of the upper digestive tract triggers different pathogenetic mechanisms;
as a result, the presence of a microbe in the stomach becomes a protective factor in the development
of esophageal diseases, and H. pylori invasion in the esophagus, on the contrary, potentiates the de-
velopment of its pathology. On the other hand, an increase in the occurrence and deterioration of the
esophageal pathology after successful eradication of the microorganism may be a consequence of
translocation of the pathogen into the mucous membrane of the esophagus. In addition, under the con-
ditions of H. pylori persistence, atrophy of the gastric mucosa develops, which can indirectly due to a
decrease in acidity reduce the aggressive effect of gastric juice on the esophageal mucosa in patients
with GERD. The problem of H. pylori invasion of the esophageal mucosa also requires further study
for a more comprehensive understanding of the mechanisms of this pathology.

KEY WORDS: Helicobacter pylori; esophagus; gastroesophageal reflux disease; Barretta
esophagus; eradication of Helicobacter pylori.

BBEQEHUE

Helicobacter pylori (H. pylori) — onuu u3
CaMBIX MOMYJIAPHBIX MUKPOOPTAaHU3MOB B MHpE.
OTa MomyIsApHOCTh JIETKO OOBSICHUMA, BEIb OT-
KpbITHE TaroreHeTudyeckoi ponu H. pylori B
Pa3BUTHU XPOHHYECKOTO TaCTPHUTA U JPYTUX 3a-

OoseBaHUI TacTPOAYOACHATBLHON 30HBI MOCHTY-
JKUJIO OCHOBOH UIsl pa3paOOTKH MPUHIUITHAIb-
HO HOBOIO MOJXOAa K AUArHOCTUKE U JICUCHUIO
3a0oneBaHnii opraHoB mnuieBapenus. l[locme
MOJITBEPK/ICHUST HHPEKIIMOHHOW TEOPHH pPa3BU-
THS TaKWX 3a00JIeBaHUN KeIyJ0YHO-KHIIIEYHOTO
TpakTa, KaKk XPOHHYECKUU TacTPOAYOJCHHUT W
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si3BeHHasi 00JIe3Hb, UHTEPEC K ITOH WH(EKIHH
MPOSIBIIIM y4YeHbIe MHOTHX crpaH. lIpoGimema
H. pylori-acconuupoBaHHBIX 3a00JEBAaHUN BHI-
[UIa JaJieKo 3a MpeAeibl racTpoayoAeHAITbHON
30HBI. CyIiecTByeT MHOKECTBO HAyYHBIX HCCIIe-
JIOBaHMH, B KOTOPBIX YCTaHOBIIEHA poutb H. pylori
B MaroreHe3e 3a00JeBaHUN CEPIEeYHO-COCYIN-
CTOM CHCTEMBI, IBIXaTEJIbHOH CHCTEMBI, 3a00-
JIeBaHUU KpoBH | JIp. [1]. DT0 Tak Ha3pIBaeMbIe
BHE)KEITYJIOUHBIC TPOSBICHUS, MEXaHU3MBI pa3-
BUTHS KOTOPBIX MOT'YT OBITh CBSI3aHBI C CHCTEM-
HBIMU (BOCHAJIUTEIbHBIM, 2y TOUMMYHHBIM) 3(-
(hexramu nepcuctupoBanust uHPekuu. OTHAKO
B IIEpBYIO ouepenn H. pylori Bce-Taku nHDEKIUs
KEITYIOYHO-KUIIIEYHOTO TPAKTa, U OOIBIINHCTBO
WCCIIEIOBAaHUH MOCBSIIEHO N3YYCHHIO €€ POJIH B
Pa3BUTHH IaTOJOTHUW THINEBAPUTEIHHONU TPYO-
KH, B YaCTHOCTH TNaTOJIOTHH THUIIeBoAa. B maH-
HOM cllydae MHUIIEBOJ] MOXHO paccMaTpuBaTh
KaK HETUIIHYHYIO SKOJOTHYECKYI0 HUIIY s
H. pylori [2, 3]. Ananu3 MUKpOOMOMa THCTATh-
HOTO OTJeNia MHIIEeBOJa MOXKHO pacCMaTpUBATh
KaK aKTyaJbHBIH MOAXOJ JJIS OMpPEACICHUS 3]0-
poBoro u OonpHOrO nuuieBoaa ¢ H. pylori wim
6e3 Hero [4].

MNLEBOA KAK IONONHUTENbHbIA PE3EPBYAP
WHOEKLWW HELICOBACTER PYLORI

B wuccnemosanuu Cellini u coast. (2001)
MPOAEMOHCTPHUPOBAHO, UTO H. pylori MOXeET Ko-
JIOHU3UPOBATh PA3JIMYHBbIE OTAEINBl CIU3UCTOMN
000JIOYKH JKEITyJOYHO-KULIEYHOTO TpakTa oOT
MUIIEBOIAa 10 MpsAMol kuiiku Mmeimeid Balb/C.
B aToit MbImMHONW Momenu Obuia oOHapyKeHa
BBICOKas KOHIeHTpanus H. pylori B mumieBo/e,
YTO TO3BOJISET MPEANOIOKUTh, YTO TOCIECTHUN
SIBIISIETCS. BO3MOXKHBIM PE3epByapoM [JIsl 3apa-
keHusl U mepenaun nHekmuu [2]. Ipu ummy-
HOTHCTOXMMHYECKOM HCCJIETOBAHUH BBISIBICHO
npucytctBue H. pylori B 15,8% o6pasmnoB ciu-
3UCTOM 000m0uKy TumeBoa [5]. McciaenoBanus
cBsi3u Mexay uHbekuued H. pylori n ractpo-
330(areanbHOl peduirokcHO# Oone3nbio ('OPB)
MOKa3aji, YTO 3TOT MHKPOOPTaHU3M CIOCOOCH
KOJIOHM3UPOBATh JUCTAJIbHbIE OTIEJIbl IHIIE-
Bona [6], a pacupoCTpaHEHHOCTh HH(EKIUU
H. pylori B HWXHUX OT/elax MUIIeBOJa KoJeo-
nercst ot 20 no 70% [7, 8]. bakrepuu noren-
HAAITBEHO MOTYT YCYTYOJATh MOBPEXKICHHUE CIN-
3ucTON oOosoukn mumieBona [9, 10], Tsxemoe
MTOBPEXKJICHHE KOTOPOH MOXET OBITH pe3ylibTa-
ToM KosioHm3anuu H. pylori [7]. ®opmupoBanue
nuimeBona bapperra, T.e. MeTaruIasuu SNUTETUSA
MUIIEBO/A, SBISETCS MPEANOCHITKON JUIsI KOJIO-
Huzanuu H. pylori [6].

HELICOBACTER PYLORI W TACTPO330(AT EAJIbHAA
PED/HOKCHAA bONE3HD

H. pylori-accouuupoBaHHasl MATOJIOTUS Ta-
cTponyoneHanbHoOU 30HbI U ['OPB saBnstorcs ya-
CTBIMH NPUYMHAMHM OPraHMYECKHX H3MEHEHHH
BEPXHHUX OTIEJIOB JKEJIyAOYHO-KHILIEYHOIO TPAaK-
Ta C MUPOKUM CIIEKTPOM KIMHUYECKHUX MPOSB-
nenuii. Ilarorenernueckumu ocuoBamu ['OPb
SBJIAIOTCS] HEJIOCTaTOYHOCTh HIDKHETO MHILEBOJI-
HOTO c(PMHKTEpa, HaM4KEe T'PHIKU MUIIEBOIHO-
ro OTBepcTUs nuadparMbl, a TaKKe 3aMeJICHUue
9BaKyallUd COAEPKUMOIro KelydKka M THIepce-
KPELHsI COJITHOM KUCIIOTBI, KOTOPas MOKET OBIThH
ciaencreueMm uHbunupoBanus H. pylori [11].
Nzyuenne ocobennocreir teuenus ['OPb y ma-
LUEHTOB C pa3iuyHbIM H. pylori-craTtycoM sBiIs-
€TCsl aKTyalbHOU MEIUUMHCKON 3a7auei.

BonpmmHCTBO aBTOPOB co00OmarOT 0 00-
jee HHU3KOH pacnpOCTPAaHEHHOCTH HHGEKUUU
H. pylori y mnamuenTtoB, ctpagaromux [OPb
[12—14]. B cucremarnueckom 0630pe 26 uccie-
noBanuii ¢ ygactueM 2112 marmuentoB ¢ I'OPb
u 2010 oGciieayeMbIX KOHTPOIBHOH Ipymnmbl (He
umenu auarHo3a 'OPB u xapaktepHbIX kano0)
Obu10 BBIsIBICHO, uTo 851 (40,3%) namueHT
Obu1 uHGuuMpoBan H. pylori, mpu 3TOM B pas-
JUYHBIX HCCICIOBAHUSAX PACIPOCTPAHEHHOCTh
uH(peku BapbupoBana ot 16 go 88%, Torma
KaK B I'pyIIe KOHTPOJIS CPEeIHsS 4acToTa BCTpe-
yaemMocTH mHpexnuu gocturana 50,2% (MuHH-
MyM 5%, makcumyMm 82%) [12]. B meraananu-
3e, BKIIOUMBIIEM B ce0s 20 pabot, ObuTO MmoKa-
3aHO, 4TO MH(pHUIHMPOBAHHOCTL H. pylori cpenun
nanueHToB ¢ ['OPb HuXe, ueM B KOHTPOJIBHOM
MOMYJISILIUK: CPEAHsST paclpoCTPAaHEHHOCTh WH-
dexuuun H. pylori y nanuentoB ¢ 'OPB cocra-
Buia 38,2 % (aunanazon 20,0-82,0%), a B rpynme
cpaBHeHuss — 49,5% (29,0-75,6%). [15]. Ak-
TUBHO 00CYKJaeTcsi IPOTEKTUBHAS POJIb HH(EK-
uuu H. pylori B otHomennn 'OPB. B psge pabot
oOHapy’keHO, 4TO Oosee BUPYJICHTHBIC HITAMMBI
MHUKPOOpPraHM3Ma MEHEE PACIPOCTPAHEHbl WU
Jlayke OTCYTCTBYIOT NPHU TsOKENbIX ¢popmax ['OPb
[16]. C maroreHeTHYECKON TOYKH 3PCHUS OTPH-
HaTenbHyo CBsI3b Mexay umHbekuuedr H. pylori
u 'OPb MOXXHO OOBACHUTH HECKOJILKUMH MeXa-
HU3MaMHM: TOBBIIIEHHAs TPOAYKLHUSA TacTpUHA
npu aHTpajibHoM H. pylori-accoquMpOBaHHOM
racTpUTe MOXET CIOCOOCTBOBATH IMOBBIIICHHIO
TOHYCa HUYKHETO MHILIEBOAHOrO cPUHKTEpa; UH-
¢unupoBanue BBHICOKOBUPYIEHTHBIMU CagA(+)
u VacAsl(+) mrammamu H. pylori MoxeT npu-
BECTU K (DOPMUPOBAHHIO aTPOPHUUECKOrO IMaHTa-
CTPUTA C TUIOXJOPTUAPHUEH WM aXJIOpruapuei,
4T0 criocoOcTByeT perpeccy pucka 'OPb, B Tom
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yucie ocyokHEHHBIX Gopm [17]. B To ke Bpe-
Msl IIpH aHTpanbHOM ractpure H. pylori MoxeT
MIPOBOIIUPOBATH MOBBIIMIEHUE CEKPEIMH COJITHON
KHCIJIOTBHI B JKEJTY/IKE C TOCIEAYIOIUM Pa3BUTHEM
cumntomoB I'OPbB [18].

B 2016 1. Hayunbim 0011ecTBOM racTpOdHTE-
postoroB Poccun 6v1mn yTBepskaensl « VI Harmo-
HaJbHBIE PEKOMEHJALNU 110 JUATHOCTHUKE W Jie-
YEHHIO KHCIIOTO3aBUCHMBIX M aCCOIIMUPOBAHHBIX
¢ Helicobacter pylori 3aboneBanuii», rjae Takxe
yAeNseTcsl BHUMaHUE BOIMPOCY O B3aMMOCBS3H
I'OPb ¢ undexkuueit H. pylori 1 0coOOEHHOCTIM
MPOBEACHUS AHTHXEIUKOOAKTEpHOH Tepanmuu y
JaHHOW KaTeropuu mauueHToB. CornacHo JIaH-
HBIM PEKOMEHAALHMSIM, 4acTOTa BCTPEYACMOCTH
H. pylori y 6onbuabix 'OPb Hike, uem B mory-
nsauuu; Hanuaue H. pylori He BIUSET Ha TSKECTh
CUMIITOMOB, YacTOTy PenuIuBOB U 3(P(HEeKTHB-
HocTh JeueHuss ['OPB, a anTmxenmkobakTepHas
Tepanus He ycyryousieT cymecTtByionryio ' OPb
u He BiuseT Ha 3(QQEeKTHBHOCTH ee JieueHUsl.
Onnako OompHBIM ['DOPb, wHyxknmamommmcs B
JUTUTETFHON AHTHCEKPETOPHOUW Tepamuu, HeoO-
XOJIMMO TPOBECTH AMarHoctuky H. pylori, npu
BBISIBJICHUU — TPOBECTH 3PAJAUKALHUIO C LENbIO
YMEHBUICHHS BBIPAKEHHOCTU racTpuTa W IMpem-
OTBpallleHUs] ero TpaHcdopMmauuu B arpodude-
CKHIl TaCTPUT, YMEHBIICHUS BEPOSITHOCTH pa3-
BHTHSI METaIIACTHYECKUX MPOIECCOB U TPEAy-
NpeXIEHUs pa3BUTHS paka kenyaka [19].

B pexomenpanusix Poccuiickoid ractposH-
TEpOJIOTUYECKOW AacCOlMaldyd CKa3aHo, dTO
«HET HEOOXOAMMOCTH OmpeneleHus] WHGEKINN
H. pylori u, Tem Oomee, ee dpaguKail TPH
I'OPb. Onnako cienyeT OMpeAeNuTh HaIWYUE
JaHHON MH(EKIUH U MPOBECTU €€ dPaUKAIHIO
npu HazHayeHuu tepanuu WUIIIT Ha quTenbHbIM
cpox» [20, 21].

HELICOBACTER PYLORI N NWLEBON BAPPETTA

Kapaus — 310 obmacte, tae kak H. pylori,
Tak 1 ['OPb nposBisitoT cBoil MOBpeXIaroNInit
MOTEHIIMAJI, BEI3bIBAs BOCHAJIEHHUE U €T0 MOCIE/-
CTBHUSA, TaKue Kak KHIIeYyHas MeTaruiasus. B To
BpeMsl KaK pojib KMIIEYHOW MeTariasuu (muie-
Box bapperra) B koHTekcte I'OPbB xopomo u3-
BECTHA KaK (DaKTOp pUCKa Pa3BUTHs HEOIJIa3uH,
POJIb KAIIEYHON METaIIa3uy B KAPIAUN B KOHTEK-
cre napeknuu H. pylori nescua [11].

B cuctemarnueckom o63ope M. Zamani u
coaBT. (2021), ynomsauytom B VI MaacTtpux-
TCKOM KOHCEHCyCe, Ha OCHOBaHUHU JEBATH I0O-
MEePeYHBIX HCCIEOBaHUN y TMAIMEeHTOB C OC-
noxHenussMu [OPB He ObulO 0OOHapykeHO
3HAUUMOW CBsI3U Mexay uHdpekuued H. pylori

U nunieBogoM bappeTTa Kak 3HIOCKOMUYECKU
JIMarHOCTHUPOBAHHBIM, TaK W THCTOJIOTUYECKHU
MOATBEPKICHHBIM [22].

Mertaananu3 46 ucciieqoBaHUN ITOKa3aj, 4To
pacnpoctpaneHHOCTh nHpexuu H. pylori, oco-
oernno CagA(+) mTaMMoB, U HallM4He THIIEBO-
na bapperra o0paTHO TPOMOPIIMOHAIBHO CBS-
3anbl [23]. Obpamano Ha ceOs BHUMaHWE, YTO
puck nHpunupoBanus H. pylori y manueHToB ¢
JIUTUHHBIM CETMEHTOM (KHUIIIEYHAs MEeTaruia3us
HETIOJTHOTO THIa MPOTSHKEHHOCThI0 Oonee 3 oM
NpOKCUMallbHEH TacTpod3odareaibHOro Coeau-
HeHus) nuiieBojga bappeTra ObLI 3HAYMTEIHHO
HUXKE, YeM B KOHTPOJBHOW TpyIIe, TOrjga Kak
y TaIlMEeHTOB C KOPOTKHM CETrMEHTOM ITHUIIEeBO-
na bapperTta He OBLTO BBISBICHO CYIIECTBEHHON
pasHHIBI B pacnupocTtpaHeHHOCTH H. pylori npu
CpPaBHEHUU C IPyNnon KoHTpous [23].

Mertaananu3 72 uccnegoanuit (84 717 ciy-
gaeB numieBona bapperra u 390 749 KOHTpOIB-
HBIX CIly4aeB) mokazai, 4to H. pylori cHmxkaet
pUCK pa3BuTHA muIeBona bapperra, uto crpa-
BEIJIMBO IJIs TOMYJSIUNA B A3um, ABCTpanuu,
EBpone u CeBepHoit Amepuke. Puck Obin 3Ha-
YUTEJIBHO CHUXKEH KaK NJis JUCILIACTUYECKOTO
nunieBoja bapperra, Tak u A HeUCIUIACTAYE-
ckoro numeBona bapperra [24].

HELICOBACTER PYLORI W PAK MULLEBOA

CornacHo »NUAEMHOJIOTHYECKUM MOJIENSM,
CHUKEHHE YaCTOTHI aJIcHOKAPIIUHOMBI JKeNyaKa
COMPSKEHO CO CHMKEHHEM HMHQPHUIIMPOBAHHOCTH
H. pylori [25]. OnHako 1Mo Mepe yMEHbBIICHHS
4acTOThl BCTPEUAEMOCTH HWHQEKIUH OTMeya-
ercst poct pacnpoctpaHeHHoctd ['OPb, nwuie-
Bola bapperra M ajeHOKapIMHOMBI MUIIEBOJA
[25]. MeTaananmu3 35 uccliemoOBaHNMA, B KOTOPBIX
npuHAIn ydactue 345 886 mammeHToB, IOKa-
3] OTCYTCTBHE 3HAUMMON KOPPEISIIUN MEXIY
uHdexnueit H. pylori 1 TIOCKOKIETOYHBIM pa-
KOM TMHINEBOJIa B 0OIIEeH MOMyNAlMH U Hau-
yyue 3HAYMMOM IIOJIOKUTEJIBbHONW KOpPpEsLUU
MEX/y HUMU B nonyisuuu bivxkaero Bocroka.
He ObL10 Takke BBISBICHO CYLIECTBEHHOH pas-
HUIIBl B pacipocTpaHeHHoCTH H. pylori mexny
Ipynmnoi HaOMIONeHUS W KOHTPOJIBHOW I'PyMION
Ipu aJeHOKaplUuHOME muiueBoga [26]. B psne
UCCJIEIOBAaHUI YCTAHOBJIEHO, 4YTO IEpPCUCTEH-
must CagA(+) mTaMMOB COTpsDKEHA C MEHBIIEH
pacIpoCTPaHEHHOCTBIO aJCHOKAPIUHOMBI IIH-
meBona [27]. HocurensctBO H. pylori cBsizaHo
CO CHIDKEHHEM HECTaOMIBHOCTH T€HOMAa y JIUI]
¢ mumeBoaoM bapperrta, 9To CHM)KaeT PUCK IIO-
cnenyromieit manurauzamnuu [28]. B To xe BpeMs
HEKOTOpbIE aBTOPHI BBIJIBUTAIOT THUIIOTE3bI, YTO
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undexuust H. pylori siBnseTcss OCHOBHOU IpHYU-
HOH paka nuuieBona [29].

PUCK PA3BWTHUA MATONOT AN NLLEBOAIA MOCIIE
JPAIUKALIAN HELICOBACTER PYLORI

B HEKoTOpBIX HCCIEAOBaHUAX COOOIIAIOCH
00 yBeJIMYeHN! BBIPAOOTKN KHUCIOTHI MTOCIE 3pa-
mukauun H. pylori m maaykuun I'OPb y mon-
IPYMIbI TAIMEHTOB C aTpO(QUIECKUM TacTPpUTOM
[30, 31]. IIpu »TOM OOpamano Ha ce0s BHHUMA-
HHUE, YTO Yy ITHX IAlUEHTOB paHee yke oOHa-
PYXHBAJINCh HApyLICHUS aHTUPE(IIOKCHOTO
Oaprepa [30, 31]. B psine apyrux ucciepoBaHuii
MOKa3aHo, 4To »pagukauus H. pylori He nmpuso-
JWla K U3MEHEHHUSAM B XapakTepe AyOACHO-ra-
cTpoasodareaspHoro pedurroxca [32] u craryc
H. pylori y manimentoB ¢ ' OPb ue Bnust Ha cTe-
TIeHh BO3JCUCTBUS KUCIOTHI Ha mumieBonm [33].
AHanM3 KPynHBIX KIMHUYECKUX HCCIE0OBaHUM,
MIPOBEJICHHBIX y TMAIMEHTOB C S3BEHHOW 00ie3-
HBIO JIBEHAJIATUIIEPCTHON KHIIKA W JKEIy[-
Ka, MOKa3aJl OTCYTCTBHE YBEJIHYEHMS 4YacTOTHI
BcTpedaemoctu I'OPB mocne ycnemnoit spanu-
kauuu H. pylori [34, 35]. Mertaananu3 19 pan-
JOMU3HUPOBAHHBIX KOHTPOJIUPYEMBIX HUCCIIEI0BA-
HUH [OKa3al, YTO PacHpOCTPaHEHHOCTb TacTpo-
a30(hareanpbHOr0 pedirokca Obla 3HAYUTEIHHO
BbIILIC y MALMEHTOB HOcie 3paaukaunu H. pylori
10 CPAaBHEHUIO C MALMEHTaMH, He IPOIIEAILINMH
ee; IIPU 3TOM He OBLJIO BBISIBJIICHO CYLIECTBECHHBIX
pa3iauyuuil B OTHOLICHUM Pa3BUTHUS U3KOTH, 00N
B AIUTACTPAJIHLHON 00JaCTH MIIM TOIITHOTHI MEX-
ny maruentamu ¢ H. pylori u 6e3 nee [36]. B mo-
noxeHusix VI MaacTpuUXTCKOTO CONIAIIEHHUs
OTMEUYEHO, 4YTO Tocie spaaukauuu H. pylori y
MAUEHTOB C SI3BEHHOW OOJIE3HBIO JBEHA/IATH-
MEPCTHOM KUIIKK UMEET MECTO YBEIMUYCHHE CITy-
yaeB JIierkoro peduitokc-33odaruta [37], a ysenu-
YEHMsI YaCTOThl BCTPEUAEMOCTH aJICHOKAPIHHO-
MBI MTMIIEBO/Ia B OTCYTCTBHE MM IOCIIE JICUCHUS
napexuu H. pylori ne Habmonaercs [38, 39].
[lo manHBIM MeTaaHanM3a COOOILAETCS O clla-
0011 cBs3m nHpeknuu H. pylori co CHUXEHHUEM
CHMIITOMOB racTpod3odareanbHoro pedaokca u
c1aboi OTPHUIIATEIIBHON CBS3HM C JIETKUM 330(a-
rutoMm [40]. Ucxoas w3 BBIIIETIEPEUYHCICHHOTO,
puck pazsutus ['OPb nocne ycnemHoit spaau-
Kalluu MPECTaBISACTCS HU3KUM U, €CIIH BOOOIIIe
CYUIECTBYET, OrPaHUYMBACTCA NAIMEHTAMH C
aTpoQUUECKUM TaCTPUTOM, SI3BEHHOH OOJIE3HBIO
1 HEAOCTAaTOUYHOCTBIO KapliuH, y KOTOPBIX IMOCTe
JIMMUHALIMKM BO30YAMTENS] CEKPELUs] KHUCIOTHI
BOCCTaHABJIMBACTCS MM YBEINUHNBACTCSI.

HecMmotps Ha pexomenpanuu VI Maactpux-
TCKOTO COTJIAlIeHUs 00 00s3aTeabHON dpaau-

kauuu H. pylori BceM malMeHTaM, y KOTOPBIX
BBISIBJIEH MUKPOOPTaHN3M, HEKOTOPBIE HCCIENO0-
BaTeNIM CTaBAT IOJ] COMHEHHE HEOOXOIUMOCTD
MPOBEJCHUST JpaJUKallid BCEM MAlUEHTaM C
I'OPb. CornacHo pe3ynbraraMm UCCIEIOBAHUS, B
KOTOPOM MPUHUMAJIM ydacTue 61 mamueHr ¢ pa-
KOM Kapauu, 173 nanueHTa co 3JI0KaueCTBEHHbI-
MU 00pa30BaHMAMU JPYTUX OTIEJIOB JKEIyJKa U
234 3m0poBBIX 100POBOJIBIIA, aBTOPHI OTMETHIIH,
yro uHbekuus H. pylori 3HAYUTENBHO TOBBIIIA-
€T PUCK Pa3BUTHA paKa KeJyJaKa C JoKanu3anuei
B HIJKHHMX OTJIeJIax, HO CHHMIKAeT PUCK Pa3BUTH
paka KapIuu, 1 IPUILIH K BEIBOAY 0 nuddepeH-
LMPOBAHHOM TIOAXOJE B BONPOCAX MPOBEACHUS
aHTHXeJMKoOaKTepHOi Tepanuu [41].

Takum 00pazom, HECMOTpsl HAa HEOAHO3HAU-
Hbl€ MHEHHUS YYEHBIX O BIHMSHUM HH(EKLIUH
H. pylori na nposisnenus ['OPb, cnexyer otme-
TUTh, YTO NIPUCYTCTBHE 3TOH MHPEKLIUHU HE BbI-
CTYIIAaeT B Kaue€CTBE IIPUUMHBI 3a00J€BaHUS U HE
BIUSET Ha TshKecTh TedeHus ' DPb mocie mpo-
BEJICHUS dpaJuKallMOHHON Tepanuu. B pemenun
Bompoca 00 00s13aTeNbHOM NMPOBEACHUN aHTHXe-
JTUKOOAKTepHOM Tepamnuu y JaHHOM KaTeropuu
NaMeHTOB HEOOXOIUMO PYKOBOACTBOBATHCS I10-
JIO)KEHUSIMU U pexoMenaanusamMu VI Maactpuxr-
CKOI0 COINIAIEHUSA, a TaKkKe PEKOMEHAAIMSIMU
Poccuiickoil racTpo3?HTEpOIOruYeCcKOn accolua-
i 1 Hay4yHoro o01ectBa racTpoIHTEpOJIOrOB
Poccun.

B mmpokomacmrabHOM HCCIEOBaHUM C y4a-
crueM 81 919 yenoBek He MOATBEPKICHA TUIIOTE-
3a O MOCTETIICHHOM IOBBIIIEHUU PHUCKA Pa3BHTHUSA
numeBona bapperta wiam aneHOKapIUHOMBI ITH-
IIeBO/Ia C TEYCHHEM BPEMEHH I0CIIe dpaJuKalluu
H. pylori, Takxe 4eTKOH CBS3M C IJIOCKOKJIETOY-
HBIM PaKoM MHIIEBO/Ia OOHAPYKEHO HE ObLI0 [42].

HELICOBACTER PYLORI W\ HNBM-330MArOrACTPOMATHA

HIIBII-330¢aroractponaruss — TOpakeHHE
BEPXHUX OTJEJIOB XKEJIYJIOYHO-KUIIEUHOIO TpaK-
Ta, Pa3BUBAIOLIEECS BCIEICTBUE MECTHOIO U CH-
CTEMHOT'0 HEraTMBHOTO BIUSHUSA HECTEPOUTHBIX
NPOTHBOBOCHANNTENbHBIX Tpenapatos (HIIBIT)
U XapaKTepU3yIoLeecs pa3BUTUEM IPO3HI U 3B
JKellyaKa W/MIW JIBEHAJaTUIEPCTHONW KHIIKH,
ABJISIETCSl HanOoJee M3BECTHOM M XOPOILIO M3Y-
YEeHHOU JIEKapCTBEHHOM MaTOJIOTUEH MUIleBapU-
TEIbHOW CHCTEMBI.

[TonaBnstoniee OGONBIIMHCTBO 3MHU30I0B Ce-
PBE3HBIX OCJIOKHEHUHA CO CTOPOHBI JKEIyH0Y-
HO-KHIIIEYHOTO TpakTa, BO3HUKAIOMINX Ha (HoHE
npuema HIIBII, ormeuatoTcst y GonbHBIX ¢ (ak-
TOpaMHu pucka. BakHeWIIMMU Cpeau HUX CUHU-
TalOTCS: TOXHUIIOW Bo3pacT (crapume 65 Jer),
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SI3BEHHBIM aHaMHe3, pueM Bbicokux 103 HIIBII
WJIY OTHOBPEMEHHBIN MTPHUEM HECKOJIBKHX Mpera-
paToB 3TOW TPYMIBI, TAXKEIBIE COIMYTCTBYIOIINE
3a00neBaHMsl, TaKUEe KaK 3acTOlHasi cepiedyHas
HEJOCTaTOYHOCTE U T.J., COMyTCTBYIOIIUI TPUEM
[TIIOKOKOPTUKOUJIOB, aHTUKOATYJISTHTOB M HU3KHX
no3 acnupuHa. K nomonHuTensHbIM (akTopam
pUCKa OTHOCAT HAJIW4YUE PEBMATOHUIHOTO apT-
puTa, )KEHCKHI MO, KypeHHe, IPUEM aJIKOTOJIA,
a taroke unpekuuto H. pylori [43, 44].

Bonpoc o Bmusnuu undexkunn H. pylori Ha
Bo3HMKHOBeHHE U TeueHue HIIBII-unnyuupo-
BaHHBIX MOBPEKJEHUN MUIEBOJIa HA CETOAHSIII-
HUH JeHb HE U3y4YeH. MOXXHO MpPEINOIOKHUTE,
YTO XapakTep B3auMocBsi3u H. pylori, mpuem
HIIBII u Bo3HUMKHOBeHHE 330(haruTa aHAIOTHY-
Ho B3aumoneicturo ['OPb u H. pylori. Bmecre
C TEM, YUUTHIBAsl ONPEAEIEHHOE KOHTAKTHOE I10-
Bpexaatoniee Aericteue HIIBII Ha ciusuctytro
000JI0YKy THIIEBOMA, BO3MOXKHO Oojiee dactoe
pa3BUTHE  DPO3UBHO-SI3BEHHBIX  330(aruToB.
K coxanenuto, nmureparypHbie MyOIHKaInu, 1Mo-
cesuleHHble u3ydeHuto HIIBII-accouuunpoBaH-
HBIX TOPaXEHUM MUIIEBOJA, B OTEUECTBEHHOU U
3apy0eKHOM MEIMIMHCKON JTUTepaType HEMHO-
TOYMCIIEHHBI, ¥ BOIPOC O B3aUMOBIIUAHUU TPHU-
ema HIIBII u undexunn H. pylori na pa3sutue
HIIBII-unnyuupoBaHHBIX MOBPEXACHUN MHUIIE-
BO/Ia TpeOyeT malbHenero u3ydenns [45].

MOCTY/ATbI KNOTCKOr0 MEXX1YHAPOJIHOT 0 KOHCEHCYCA
10 AHATOMWH, NATO®U3NONOT AN U KNWHUYECKOMY
SHAYEHWH XENY104HO-NNLLEBOHOI0 MEPEXONA,
UMEIOLLNE OTHOLUEHWE K HELICOBACTER PYLORI

B manHOM KOHCEHCycCe yKa3aHO, YTO y Tallu-
eHTOB, MHOUIUPOBAHHBIX H. pylori, arpodude-
CKM€ U3MEHEHHS Yallle BCETO PAaCIpOCTPAHIIOTCS
B CIIM3UCTON 000JI0YKE MPOKCUMAIBHOTIO OT/ea
Teja JKeJyaKa, HO B HEKOTOPBIX CAydasx TaKKe
pPaCHpOCTPAHSIOTCS OT CJIM3UCTOH  O0OJOYKU
JKEITYJIOYHO-TTUIIEBOTHOTO TEPEX0/ia K JUCTAIb-
HOHM yacTu muiieBona [46]. B aTom koHceHcyce
TOBOPUTCS TaKXke, 4To KosoHu3auus H. pylori
CJIM3UCTON O0OJIOYKH MUIICBOJA KOPPEIUPYET C
€ro BOCHMAJIUTEIbHBIMU HW3MEHeHusMu [47], of-
HaKO BOCIAJCHHE B MHUIIEBOJC BO3ZHHUKACT JIaXKe
B OTCYTCTBHE JJaHHON WH(EKIINH U CBSI3aHO CO0-
ctBeHHo ¢ teyeHueM ['OPb [11]. Kpome Toro,
B Pa3BUTHE BOCIAIUTEIHHOTO TIpOIlecca B IH-
IeBOJIe MOXKET OBITh BOBJIEYEHA W MHUKPOOHMOTA
numeBoja, otmudaHas ot H. pylori [48-50]. Ilo-
CKOJIbKY TpaMOTpHIaTesbHas MUKpoOUOTa Ipe-
oOnamaer npu peduirokc-330()aruTe U MUIICBOC
BapperTa, ynumnononucaxapuj, MOJYYEHHBIH W3
HUX, MOXET OIIOCPECAOBAHHO BJIMATH Ha BOCIIA-

JIeHHE W METaIUIa3HI0 MOCPEICTBOM aKTHBAaLUU
Toll-momoOHBIX penenTopoB B AMHUTEIUH MHILE-
BoAa u xenynka [51]. B VTBepxaenuu 19 xon-
CEHCyca MOJYEPKHYTO, YTO COJSHAs KUCIIOTa
JKellyaKa, IeTICHH, JKeJIUb, HUTPO3aTUBHBIN OKHC-
JTUTENbHBINA cTpecc U H. pylori cBs3aHBI ¢ pas-
BUTHEM KHILIEYHOM METAIUIA3UU JKEIYyIO0YHO-IH-
meBoaHOTO mepexoza [S2]. IIpu 2ToM BBISBICHO,
YTO y manueHToB ¢ nupexnueit H. pylori, Ho 6€3
racTpos3odareaybHOro peduitokca, XpOHUYE-
CKO€ BOCIAJIeHUE, BbI3BaHHOE H. pylori, MOXeT
OBbITh OCHOBHBIM MNPUYMHHBIM (HaKTOPOM KH-
HIEYHOH METaIluIa3uy JKelyTO4YHO-ITUIIEBOIHOTO
nepexona [53, 54]. B 1o xxe Bpems B YTBepxk-
JIeHuu 26 TOBOPUTCS, UTO paK, BO3ZHUKAIOIIUN
B JKEIYJOYHO-TIMIIEBOAHOM IE€PEXoje, HMeEeT
CMEIIAHHYIO 3THOJIOTHIO U JIOJDKEH Kilaccudu-
LUPOBATHCS OTACIBHO OT PAKOBBIX 3a00JIeBaHU,
BO3HHUKAIOIINX B OCTAJIbHOIN 4acTH XKelyaKa, Ko-
TOpBIE B 3HAUUTEJIBHOM CTerneHu 00yCIOBICHbI
undexnueit H. pylori. Jlns paka 3To# nokaiu3a-
UM, TOMUMO HH(EKIIMOHHOTO (axTopa, orpe-
JIeJICHBI JIBE pasHble TPYIIbI NPUYUH: C OAHON
CTOPOHBI — TUTIEPCEKPEIUS COISTHON KUCIOTHI 1
pedutokc-330darut, a ¢ APyroi CTOpOHbI — T'HU-
MOCEKPELHUsl COJMSTHONW KHCIOTBHI U MPOrpeccupy-
fotast arpodus xenyaka. [lpu stom y moarpyn-
Ibl TAlMEHTOB C aJeHOKapLUHOMaMH 3HBEpTa
Il Tima coxpaHsIach TUIEPCEKPELUs] KUCIOTHI,
HecMoTpst Ha mHpexmuo H. pylori [55]. Cmo-
cobHoCTh H. pylori nHPUITMPOBATH METAIIACTH-
YECKYI0 CIM3UCTYIO0 OO0OJOYKY MHMIIEBOAA CBU-
JETEIbCTBYET O TOM, YTO THIIOTE3a O 3aLIUTHOMN
poiu 9Toi MH(EKIMK MPH PA3BUTHUU MUIIEBOJA
BbappeTra siBisieTcsl CNUIIKOM yIpoIieHHoH [52].

SAKMHYEHUE

[IpoTHBOPEUNBOCTh MAHHBIX O CBSI3H MEXKIY
paznuuHbBIMH TTatoyiorusimMu numesona (I'DPB,
numeBo bapperTa, aneHoKapIHOMA MHIEBO-
na) u uHdpekuue H. pylori MoxeT 0OBACHSATH-
Csl TEM, YTO MEPCUCTEHIUS UHPEKIIMHA B Pa3HBIX
YacTAX BEPXHUX OTACNIOB IMHUIIEBAPUTEILHOTO
TpakTa 3alyCKaeT pa3Hble MaTOTCHETUYECKUE
MEXaHHU3MBI, B PE3yJIbTaTe Yero HaJIu4ue MUKpPO-
0a B KeJyKe YMEHBIIAeT PUCK 3a00JIeBaHHI TTH-
meBoja, a nepcuctennus H. pylori B mumieBoe,
Ha00OPOT, MOTEHIHPYET Pa3BUTHE €Tr0 MaToJo-
ruu [56]. B To e Bpems yBenmndeHHe BCTpedae-
MOCTH W yXYALICHUE TEUCHH MMaTOJIOTHH TIHIIe-
BOJZA TTOCJIC YCTICITHONW dPANKAIINA MUKPOOPTa-
HHA3Ma MOXET OBITh CIEACTBHEM TPAHCIOKAIIUH
BO30yIUTENS B CIU3UCTYI0 OOOJOYKY IHIIEBO-
na. Kpome TOTO, B YCIOBHSX MEPCHUCTCHIIUU
H. pylori pa3BuBaercs arpodusi CIH3UCTOM
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000JIOUKH KETyIIKa, YTO MOXET KOCBEHHO B pe-
3yJAbTAaTe CHUKEHUS KUCIOTHOCTH YMEHBIIUTDH
arpeccUBHOE BO3ICHCTBHE JKEIYTOYHOTO COKA Ha
CIIM3UCTYIO 000JI0YKY MUIIEBO/A Y MAI[HEHTOB C
I'OPB. Bompoc o0 wnbunuposanuu H. pylori
CIM3HUCTOW 00O0JOYKH THINEBOAA TaKXke Tpely-
eT JaJbHEHIIero M3y4eHus A Oosiee MOIHOTO
MOHUMAHUS MEXaHN3MOB Pa3BUTHS IaTOJIOTHH
3TOTO OpraHa.

NONOMHUTENbHAA NHDOPMALIMA

Bkuaan aBTropoB. Bece aBTOpHI BHECHIH Cyllle-
CTBEHHBIH BKJIAJ B pa3paboTKy KOHLEIIHNHU, TIPO-
BEJICHUE HCCIIEIOBAaHUS W MOIATOTOBKY CTAaThbH,
IPOWIH ¥ 000pMiIH (DMHATBHYIO BEPCHIO TIEpeT
TyOJTUKAITACH.

KoHdaukT nHTEpecoB. ABTOPHI ACKIAPUPY-
I0OT OTCYTCTBHE ABHBIX M TOTEHIHMATHHBIX KOH-
(bTMKTOB MHTEPECOB, CBA3AHHBIX C MyOnIHuKaIueit
HACTOSILLEN CTATHMU.

HcTounuk ¢puHaHcupoBaHusl. ABTOpHI 3a-
SIBIISIIOT 00 OTCYTCTBUM BHELIHETO (PMHAHCHPO-
BaHHUs MPU MIPOBEIEHNUHN HUCCIIEI0BAaHUS.
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