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['acTpoazodareanbHast pedIIOKCHA
6o0se3Hb 1 Helicobacter pylori

[IpeacTaBaeHbl PE3YIBTAThl UCCIICIOBAHMM, IIPOBEJACHHBIX B ITOCJICHUE TO/BI U MOCBAIEHHBIX U3yYCHUIO
B3aUMOCBSI3H TIaCTPO330(areanbHON pedmokcHON 6one3nu u Helicobacter pylori. ITpoananmn3upoBaHbl
MOCJICTHUE PEKOMEH/IAIIMU OTHOCUTEIBHO HEOOXOJUMOCTHU dpaaukainuu Helicobacter pylori npu ractpoa-

30(areanbHON PEPIIOKCHON OOJIC3HMU.

Ki1rogeBsnle C/I0Ba: racTpoazodareaibHas peaiokcHas 6onesns, Helicobacter pylori.

BHOCJIC/IHGG JiecATUIeTe B MUPOBOI JTUTEpaTy-
pe TosIBJIsIETCsT Bee OOJIbliie MyOIMKaInii, Ka-
CaIONUXCsT TIPOGJIEMBI B3aUMOCBSI3M TacTPoa3oda-
reasibHoil pedurokcnoit 6osnesuu (I'DPB) u Helico-
bacter pylori. 910 06ycIOBIEHO TEM, YTO Ha (hoHe
YMEHBIIIEHUsT PACIIPOCTPAHEHHOCTH B MUPE XeJIu-
KOOAaKTepHOW MH(EKIINN YBEJUUMBAETCS YacTOTa
'9PB. 3auacTyio mpuxoauTcs: CTATKUBATLCS C T10-
JIIPHBIMY TOYKAMU 3PEHMS Ha ATOT BOITIPOC: OT KaTe-
TOPUYECKUX YTBEPKAEHMIT 06 OTCYTCTBUU KaKOii-
060 B3aMMOCBSI3W 10 TIPU3HAHUS BaKHOU POJIH
H. pylori B rereze TOPB. CyiectByeT MHEHHE, YTO
passutue H. pylori-accolMupoBaHHOTO TacTpUTa
3amuiaeT ot gaapHeiiero passutrus 'IPB. Co-
TJIacHO IpyToil KoHTenmuu pazputue [IPDH 3aBu-
cHT OT Xapakrepa u tsixkectu H. pylori-acconmumpo-
BamHoro ractputa [1,7,9, 17, 24, 27, 28].
BosbIMHCTBO JIaHHBIX KAacaloTcsl B3POCIION I0-
MyJISINH, TaK KaK CEPhe3HBIX UCCIIEI0BAHNN B 00-
JIACTH TIe/IUATPUU TIPOBE/IEHO HEMHOTO. Pe3yJibraThl
KIMHITYECKNX WCCEIOBAHUH B3aNMOCBSI3U MEKIY
H. pylori u TOPD saBASAIOTCS CHOPHBIMU U HE JAIOT
onmHo3HauHOTO OTBeTa. [lo fmamHBIM MeTaaHaTm3a
KPYIHBIX ~WCCJIE/IOBAHUI, YACTOTA BBISBICHUS
H. pylori ipu TOPDB y B3pocJIbIX COCTABIISIET B CPE/I-
HeM 0K0J10 39 %, 4TO 3HAUNTENHLHO HIKE, YEM B TI0-
nysstuun. Tak, J. Wu 1 coaBT. ycTaHOBUJIN, YTO Y
sx&ureneit ToHkoHra pacrnpocrpanernoctsb H. pylori
y 6ompabix [OPB cocrasisier 31%, a B Tpymie
kouTposisi — 61 % [30]. C apyroii cTopoHbl, uccJie-
JIOBaHM:, TIPOBE/IEHHBIE B CTPaHaX € HMU3KOH pac-
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npoctpaHeHHOCTbIO H. pylori, IpoieMOHCTPUPOBa-
JIU TIPAKTUYECKU OJ[MHAKOBbIE II0Ka3aTesd pac-
npocrparentoctu H. pylori y 6ombhbix TOPB 1o
CPaBHEHMIO C KOHTpOJieM. Tak, aMepuKkaHcKue uc-
crenoBaresu S. Oberg u coaBr. He OOHAPYKUIN
B3aUMOCBSI3M MEXK/Iy HAJTMUYUEM B aHTPAJILHOM OT-
nene H. pylori  KIMHUKO-9HIOCKOIUYECKUMHU 1
rucrosiornyeckumu nposisinenusimu [OPDB [16].

B Hacrositiiee BpeMst TaksKe OTCYTCTBYIOT yOe/Iu-
TeJIbHbIE JIOKA3aTeJIbCTBA TOTO, YTO WHMEKIIHS
H. pylori Mmoxer BIUSATH Ha TOHYC HIKHETO ITHIIE-
BoiHOTO cuHKTepa y 60sbHbIX [DPBH [18, 22, 21].
Coruacno uccaenosanuam F. Zerbib u coasr., yacto-
Ta pacciabieHust HUKHETO TUIIEBOAHOTO ChUHKTE-
pa cymiectBeHHo He orimyaercs y H. pylori-moso-
KUTeNbHBIX U H. pylori-orpuniarenbHbix Jiwir [ 23].

Yacrora obuapysxkenus H. pylori nipu pasubix
dbopmax T'IPB neomunakosa: H. pylori acconnupy-
ercs ¢ MeHee TsmKenpiMu dopmamu ['OPb. Tax,
G. Manes u coaBT. 0OHAPYKUJIU TIOBBIIIEHHYIO Ya-
CTOTY BCTPEYAEMOCTH XEJTUKOOAKTePHOI WH(EK-
1K y GOJIbHBIX ¢ Heapo3uBHOI hopmoii TIPBH 1o
CpaBHEHUIO ¢ OOJNLHBIMU C 9PO3UBHON (HOpMOiT 1
3popoBbiMu JmaMu (62, 36 u 40 % cooTBeTCTBEH-
HO) [15]. DT KaHHbBIE TOITBEPANIN UCC/IEIOBAHMS
J. Wuu coast. u T. Koike u coaBT., KOTOpBIE II0Ka3a-
g, uto H. pylori-monoxuTeibHbIe TAIMEHTh TMe-
10T Gosiee Jierkoe tedenune I'DPB 1o cpaBHenuio ¢
H. pylori-orpunarensabivMu armenTamu [ 12, 30].

OpnHaxo BoisiBiienue H. pylori npenmyiiecTBeHHO
npu sierkux popmax [IPB mozxeT ObITH 00y CI0BIIE-
HO Pa3HOW BUPYJIEHTHOCTBIO IITAMMOB X€JNKOOAK-
tepa [5]. Tlo maHHBIM psiia aBTOPOB, GoJiee BUPY-
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JeHTHbIe TamMMbl H. pylori accormmpoBatbl ¢ boee
gerkumu popmamu [IPDB. Tak, J. Vicari u coabr.
BBISIBUJIN O0PATHYIO CBSI3b MEK/Y PACIIPOCTPAHEH-
Hocteio H. pylori-CagA w ocnoxuenusimu [OPB:
pactipoctparentocts H. pylori-CagA-1ioyoxuresib-
HBIX JIUI] B KOHTPOJIBHOM rpyIie coctaBuia 42,3 %,
CpeV TIAIMEHTOB ¢ Heapo3uBHOH dhopmoit [IPH —
41,2 %, ¢ sposusnoii — 30,8 %, 1pu nuiesoae bap-
perta — 13,3 %, npu nuiieBoje bapperra ¢ ajeHo-
KapriuHOMO niu auctiasuein — 0 % [26]. Mccneno-
Baresu A. Csendes 1 coaBT. Ha OCHOBE JJAHHBIX MHO-
FOIIEHTPOBOTO PAHOMU3UPOBAHHOTO UCCJIEIOBAHMS
JIOKa3aIn TPOTeKTUBHYI0 poab CagA-mTamMMoB
H. pylori ipu pedirokc-a3odarure. Vimu ObLT Tipe-
JIOXKEeH BO3MOJKHBIN MEXaHU3M MPOTEKTOPHOTO JIeli-
crBust H. pylori: vapytupyst T-xesmepHbIil OTBET U
MPOAYKIIAIO TTPOTUBOBOCTIATIUTENBHBIX ITUTOKUHOB
H. pylori tpyBOIUT K HAPYIIEHNIO MECTHOTO CHUMITa-
THYECKOTO TOHYCa Ha (hOHe YCUIIEeHUsT 0OIIETo, YTO
c11oco6CTBYeT MHTMOMPOBAHUIO BOCTIAJIEHHS B ITH-
eBOJIe U HILKHEeM TUIeBogHoM chunkTepe. OcHo-
BBIBAsICh HA 9TUX JIAHHBIX, HEKOTOPbIE HCCJIe/I0BaTe-
JIVL JIEJIAIOT BBIBOZ O ToM, uto H. pylori urpaet mpo-
TEKTUBHYIO POJIb T10 OTHOTIIEHWIO K TTUIIEBOJLY.

M. Voutilainen u coaBT. mo pe3ysisrataM MHOTO-
(hakTOPHOTO aHaJM3a TAHHBIX OoJtee 1 ThIC. mareH-
TOB YCTAHOBUJIU, UTO Y TIAIIMEHTOB € XPOHIMUECKIM
XeJTMKOOAKTEPHBIM TACTPUTOM UMEHHO XeJUKOOAK-
TepHagd WHOEKINA T0CTOBEPHO KOPpeanpoBaia C
BOCIAJIEHUEM CJIM3UCTON 000JIOUKN KapAHaTbHOTO
OT/IeNIa JKeJMY/IKA, TOT/Ia KaK y TalieHToB 0e3 Xpo-
HUYECKOTO XeJUKOOAKTEPHOTO TacTPUTa BOCIAJIE-
HIE CJIU3UCTON O0ONOYKM KapAHaIbHOTO OT/Iesa
JKeJTy/Ika KOPPeJUPOBAJIO C dPO3UBHBIM 230(aru-
tom [29]. O. Pieramico u M. Zanetti, o6ciezioBaB
171 manuenTa, TOKa3ajiu, YTO BOCHAJIECHUE W KU-
nreyHasl MeTaria3usl KapAuu CBA3aHBI C XeJNKO-
GaktepHOI nHbekImei u He csizanbl ¢ TOPDH [19].

Bsanmocssiab Mexnay spaaukarein H. pylori n
pasButneM cuMnIToMOB 'OPDB m/unm anmockorm-
YecKoro a3odarnta Takxke ABisgeTcsa crnopHoit. Ilo
manubiM H. Hamada u coaBT., Tpu JIMKBUAAIK
H. pylori y GOJBHBIX € TACTPUTOM Tesa SKEMYAKa
yBeJIMUUBaEeTCs 4actoTa pediokc-a3odaruta. Tak,
YacToTa 3TOTO TOKa3aTess yepe3 3 rofia MOHUTO-
punra cocraBusia 18% y NaIMEeHTOB C YCIENIHON
apaxukarveit H. pylori u 0,3 % y H. pylori-nionosxu-
TeTbHBIX TarrenToB [10].

J. Labenz u coaBt. mokasaim, 4To apagnKarus
H. pylori-utdeximm MOKeT CIIPOBOIMPOBATH Pa3-
BUTHE pediokc-a30(arnta y MaMenToB ¢ I3BeH-
HOI 0OJIE3HBIO JIBEHA/IIATUIIEPCTHON KUIIKK: 3200-
JIEBAEMOCTH PeIIIoKC-230(haTUTOM B T€UEHHE TPEX
JIET TIOBBICUJIaCh OOJiee YeM B JiBa pa3a 1Mo CpaBHe-
uuio ¢ H. pylori-nosurusnbivu marmentamu [ 13].

C. Fallone u coaBT. ycTaHOBWIIN, 4TO 4epes roj
1ocjie aHTUXETUKOOAKTEPHO Teparuu pedIrrokc-
930(aTuT BCTpeUascs 3HAYNTETHHO Yallle CPeIn Ta-
IIMEeHTOB C yCIIeNTHON 3pafiuKkaliieil mpu sI3BeHHON
6osIe3HN ABEHAAIATUIIEPCTHON KUtk (37 %), 4eM
y apyrux narnuenTtos (13 %) [8].

B nmannoM acrniekre oOpamniaior Ha cebst BHUMaHKe
JAHHbIE, TTOJIyY€HHbIE IPYTIION POCCUNCKUX aBTO-
pos (B. B. Uepawn u coaBT.), KOTOPBHIE TTPEATTPUHS-
JI TIOTBITKY paccMoTperh posib H. pylori xak co-
CTaBHOW YacTH OOBIYHOW MYKO3HOU MUKPOGDIOPHI
330(haroracTpoyo/IeHAIbHOM 30HBI. Pe3ysbraTsl
UX UCCJIeI0BAHUI TIOKA3aJI, 4TO B TIEPHOJ] 060CTpe-
HUsT 930(haruTa B MUKPOOMOIIEHO3e HAOMI0aeTcst
OTUETTUBOE CHIKEHWE YacTOTHI BCTPEUAEMOCTH
H. pylori. 910 TOATBEPKAAET UX MPEAIOJIOKEHHE,
uyro H. pylori, kak u Apyrue MpeACTaBUTENN HOP-
MO(DJIOPBI, CIIOCOOCTBYET KOJIOHU3AIIMOHHON pe3-
CTEHTHOCTU W CTUMYJIUPYET NMMYHHBIE MEXaHU3-
MBI 3AIIUTHI CM3UCTON 000JI0UKN 330(haroracTpo-
NyONeHATbHOII 30HBI, €€ OTCYTCTBUE HETaTUBHO
CKa3bIBAETCS HA 3aMTUTHBIX MeXaHU3Max [4].

Pan uccnenoBatenell mogyynan JaHHble O TOM,
uto y 60sbHBIX [DPB JmkBuaanust xeimkodakTep-
Ho nHdeKIMel He OKa3bIBaeT BIUSHUSI Ha TEIEHIE
I'SPB. N. Vakil u coasrt. uepes 6 Mec mocie spaau-
KAI[MOHHOW Tepamuy He BBIIBUIUA JTOCTOBEPHBIX
pasyanumii B yactore HOBBIX cuMnToMoB 'OPD y ma-
IMEHTOB C SI3BEHHON (OJIE3HBIO JIBEHAIIATUIIEPCT-
HOU KUIIIKK ¢ yCHENHoW apaaukaiein u H. pylori-
TTOJTOKUTEBHBIX MaruenToB (22 u 15 % coorBeT-
cTBeHHO) [25].

K. McColl u coaBrt. nmpu HaGJIIOIEHUI B CPOKH OT
OJTHOTO JIO0 TpeX JieT 97 MalMeHTOB ¢ SI3BeHHON 60-
JIE3HBIO JIBEHA/IIIATUTICPCTHON KUIIKU U/WUJINA Ke-
JIyJIKa TaK)Ke He YCTAHOBUJIU, YTO JINKBUIAIIMS Xe-
JIMKOOAKTEPHON MHMEKIUN CIIocoOCTBYET IMOBbI-
IIIEHUI0 YaCTOThl BHOBbL BO3HUKIIMX CUMIITOMOB
IoPb [14].

S. Tefera u coaBT. mMOKazagu, YTO DPaAJUKAIMS
H. pylori He BbI3bIBaeT KaKUX-IUO0 M3MEHEHUIT
JKeTyIouHO-TiuieBoHoro peduriokca [20]. A. Axon
1 coaBT. (PaHOMI3UPOBAHHOE ABOITHOE CJIETIOE HC-
caenoBanre Gosee 250 H. pylori-moyoKUTENbHBIX
MMaIMenToB ¢ JeTKo# hopmoit [DPB) mokazanu, uto
[0 CPaBHEHMIO ¢ KOHTPOJIBLHOM rpytmoit H. pylori-
MOJIOKUTENBHBIX MalneHToB apaaukanus H. pylori
CylecTBEHHO He u3menuia teuenue ['OPDB [6].

Cormacao mocaenneMy AMEPUKaHCKOMY KOH-
CeHcycy Mo ractpoasodarearbHoil pedIIoKCHOM
Gosie3Hu, paspaboTaHHOMY AMEPUKAHCKUM KOJI-
JIeJIZKEM TaCTPOIHTEPOJIOTUH, C YUETOM JJAHHBIX J10-
Ka3aTeTbHOW MEIUIINHBI He PEeKOMEHIYETCS TIPO-
BOJIUTH CKPUHUHT Ha WHGUIMpoBanHocts H. pylori
y marmenToB ¢ '9Pb. Taxke He mokazano sedenne
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uadexnun H. pylori Kax pyTHHHBII MeTOI aHTH-
peduriokcroit reparnuu [3,11]. [lanable pekomenia-
1NN, XOTh ¥ OTHOCATCSI K CTPOTUM, HO UMETOT HU3-
KUI yPOBEHb JI0KA3aTeJNbCTB, YTO OOOCHOBBIBAET
HEOOXOIMMOCTD MPOBEACHUST TATBHEHIIIX UCCie-
JIOBAHUI.

B pesomoru 4-ro MaacTpuxTCKOTO KOHCEHCY-
ca Tak)Ke CO/IEP’KUTCS BBIBOJL O TOM, UTO Kak cama
xemKoOaKTepHast MH(MEKIHS, TaK U ee dPATUKAIINS
He OKa3bIBAIOT BJIMSIHUS Ha TedeHue n addexrTus-
Hoctb Tepanuu ['OPB. Heratmsnag acconmanms
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AV «Hanionaneuuii incrutyt Teparnii imeni J1. T. Manoi HAMH Vkpainu», Xapkis

lacrpoesodareanbHa pe@daroKCHA XBOPOOa
i Helicobacter pylori

IIpencrasieHo pe3yasraTu AOCTPKEHD, IIPOBEAEHNUX 34 OCTAHHIX 10 pOKiB i NPUCBAYEHUX BHUBYEHHIO
B34€MO3B’SI3KY MK I'aCTPOE30(areaibHOI0 pedIIOKCHOIO XBOpo6oIo i Helicobacter pylori. ITpoananizoBaHo
OCTaHHI peKOMEH/Ia1lil IOI0 HEOOXigHOCT] epaauKkaliii Helicobacter pylori npu racrpoe3odareanpHiin ped-
JIFOKCHIN XBOPOOi.

Karo490Bi ci10Ba: ractpoesodareanpHa pedIokcHa XBopo6a, Helicobacter pylori.

G.D. Fadeenko, A. E. Gridnev
GI «L.'T. Mala National Therapy Institute of the NAMS of Ukraine», Kharkiv

Gastroesophageal reflux disease and Helicobacter pylori

The authors present results of the trials carried out over the past 10 years to examine the relationship of gastro-
esophageal reflux disease and Helicobacter pylori. The latest recommendations have been analyzed relating to
the necessity of of Helicobacter pylori eradication at GERD.
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