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A3BeHHaA 6one3Hb

LUEHTOB C XpOHUUYeCKO! 60Jie3HbI0 nouek (XBII)
OCJIO)KHEHHOW XPOHUYECKOW MOo4YeyHOW HeJo-
ctaTtoyHocThio (XI1H), HaxoAsAmMuXCcs HA MPOrpaMMHOM
remoguanuse (I1I') u HenmpepbIBHOM aMOYJIaTOPHOM Iie-
puToHeanbHOM Auanuse (HAIIJ). ExxerofHo, c coBep-
LIIEeHCTBOBAaHMEM MeJUIMHCKUX MOJX0J0B U Iporpec-
COM TeXHHYEeCKHMX BO3MOXXHOCTeH Juajansa, pasMep
3TOU MOMyJSLUU YBeJUYHUBAETCs IpUMepHo Ha 7%, U,
KaK CJIe/ICTBHe, PacTeT YMCJ/IO0 NMallUeHTOB C OCJI0XHe-
HUSIMHU Ha ¢oHe npoBogumoit Tepanuu XIIH [1,2]. Kpo-
Me XOpOILO U3yYeHHbBIX, YacTo pa3BUBarouiuxcs npu [I'
u HATI/] ocioxkHeHUM (cepAedHo-coCcyArcTast HeJloCcTa-
TOYHOCTb, CTEHOKAp/usl, apTepuajbHas rUIepTeH3us,
napaTHpeou/-acCOLlMMpOBaHHas MaToJIOrUsl, aMMUJIO-
WJl03 NMoYeK, aHeMHUsI U UHQEeKIIMOHHbIE OCJI0KHEHHS)
[2,3], y AaHHBIX MallUEHTOB BaXKHY0 POJIb UTPAET MaTo-
Jorus >xkeaygouHo-kuieyHoro Tpakrta (JKKT), Bkito-
yasi 3pO3MBHO-SI3BEHHbIe NOpPAXKEHHUS KeJly/Ka, B TOM
yuc/le OCJOXKHAWIMeCs KpOBOTeueHHeM, KHUIIeYHOH
HEeNpoXoJUMOCTbIO U epdopanueit KulieyHuka [4,5].
Pemaroiyto posib B pasBUTHU SI3BEHHOH 60J1e3HHY,
TUIepIJIacTUYeCKUX MOJIMIIOB, aZleHOMBI, paKa »KeJsy/-
ka, MALT-1uM oMb, KaK y JIML C HOpMaJbHOU QYHKILIU-

BMMpe HacyuTbiBaeTcd 6oJsiee 1,1 MU/JIMOHA Ta-

el mouek, Tak u y nayueHToB c XI1H, Haxoasdmuxcs Ha
remoguanuse u [1AI/[] [4-6,7-17] urpaeTt Helicobacter
pylori (H. pylori) - cnupaneBujHasi, MUKpoa3popuib-
Has rpaMoTpuULiaTe/ibHas KT'YTUKOBas GaKTepus, Bbl-
JeneHHas B 1983 roay u3 o6pas1oB CIU3UCTON XKeTY/-
Ka NMallMeHTOB C XPOHUYECKHM TaCTPUTOM, CpeJHUU
ypoBeHb HHOUIIMPOBAHHOCTU KOTOPOU, B MUPOBOI MO-
MyJSLUH, COCTaBJseT npuMepHo 50%, focTuras B He-
KOTOPBIX cTpaHax 6oJiee 70% [18] (Taba. 1.).

Tak y nanueHToB Ha reMoguanuse u [1AI/] c undek-
nreit H. pylori, B cpaBHEHHHU ¢ allMeHTaMU C HOpMaJlb-
HOU ¢yHKLUMEH Mo4YeK, oTMeyaeTcs 6GoJiee BBICOKAs
pacnpocTpaHeHHOCTh sI3BeHHOH 60s1e3HU. KpoMe Toro,
3a60/1eBaeMOCTb U CMEPTHOCTD OT ONYX0JIeH y AUaIN3-
HbIX OOJIbHBIX B 2-4 pa3a npeBblllaeT aHaJOTUYHbIN
NoKasaTeJib B 00Illel MONyJslUM, a Haubosiee 4acTo
0OHapy>XKMBaeMOU 3/10KaueCTBEHHON OIYXOJIbIO SIBJIS-
eTcs pak xesynka [18].

TeM He MeHee HEOOXOAMMO OTMETUTD, UTO racTPO3H-
TepoJIorHyecKre CUMITOMbI y nanueHToB ¢ XITH MoryT
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Taba. 1
Accoyuayus pacnpocmpaHeHHocmu uHgexkyuu Helicobacter pylori u nayueHmoe ¢ 2zemoduanuzom
Ton ABTOp Ilepuon HUccnenyemas Kontpomns XapakTepucTuka Sb XITH
HaOIToAeH!S rpymmna %(n) %(n) KOHTPOJILHOH IpyMIIbI
(mec)

2000 Huang J.J. 28 (1-156) 47% (70) 60% (42) C ICTernCHYeCKHMH + +
xanobamu

2001 Wang Y.L. 53 50% (80) 60% (80) C aucrierncuyecKuMu + +
*anobamu

2002 Tsukada K. 76.5-57.4 30% (47) 56% (55) C aucrencHyecKuMu + +
*Kaodamu

2004 Nakajima F. 57 £ 62 37% (138) 62% (138) 310poBbIe - -

J0OPOBOJIBIIBI

2004 Al-Mueilo - 63% (44) 63% (60) C gucrienicHIecKuMu + +
S.H. Kanobamu

2005 Blusiewicz - 63% (30) 71% (31) C QucIencHYecKUMU + +
K. xKanodamu

2007 Khedmat H. 47 £ 11 63% (73) 35% (305) C mcrerncHyecKuMu + +
xKamobamu

2008 Gioe F.P. 42-85 53% (142) 45% (132) C nucrencHyecKuMu - -
*anobamu

2009 | Sugimoto M. 590+04 49% (539) 79% (400) C nucrnencuyeckuMu + +
xKaobamu

IMpumeuanns: XITH - xpoHudeckas mouyedHast HeI0CTaTouHOCTh; 1B - si3BeHHast 6oJIe3Hb.

006yc/aB/IMBaThCcs He Toabko uHbeknueit H. pylori, Ho
Y BBICOKHMM yPOBHEM MOYE€BUHBI, CH’)KEHUEM MOTOpPH-
kU KKT, ocaxxieHreM GeJjika aMUJIONUA, CEHCOPHBIMU
HapylleHUsIMH, ellle 60JIblie CHIXKAILUMMU KauyeCcTBO
’KM3HU NALMEeHTOB, NPUBOJSAIUMHU K aJMMeHTapHOH
HeJI0CTaTOYHOCTH, SABJISAIOILENCS MOIIHBIM NpeJUKTO-
poM 3a60JieBaeMOCTH UM cMepTHOCTU. boJiee BbIcOKHEe
PUCKM TNOpaXKEHUS CJIU3UCTON 060JIOUKHU >Kelyjka y
nanueHnToB ¢ XITH, mo cpaBHeHHUIO € IMLIAaMU C HOpMaJlb-
HoUl yHKUMel moyek, Takke GOPMUPYIOTCA BCJE-
CTBUE CUCTEMHOM U /UJIU MECTHON XPOHUUECKOU HeJ0-
CTAaTOYHOCTH KPOBOOOpAllleHUs], TUllepracTpUHeMHUH,
BBICOKOT'0 YpOBHS aMMuaka|[1].

Takoe MyabTHUPaKTOpPHOE BO3/eHCTBUE 3aTPyLHSAET
olleHKy pacnpocTpaHéHHocTH H. pylori acconunpoBas-
HOM racTpo/ilyo/ieHa/IbHOM NaTOJIOTMU Yy NALlUeHTOB Ha-
xoasmuxcs Ha I1I' u va ITAII/.

CpaBHeHHe OOJIBHBIX Pa3/IM4YHBIX reorpadpuyeckux
nonynsaLMH, Haxoaamuxca Ha [1I' 1 nayueHTOB ¢ HOp-
MasZbHOU QYHKIMel MouYeK, B GOJIbIINHCTBE CAy4YaeB
He IIOKa3blBaeT [J0CTOBEPHOI0 Pas/IMuMs pacnpocTpa-
HeHHocTH UHekuuu H. pylori. YacTe ny6aukanuit ro-
BOpPHUT 0 60Jiee HU3KUX YPOBHAX UHQUIIMPOBAHHOCTHU
H. pylori y 6osnbubix ¢ XITH, Haxopsmuxcsa Ha ITAII/]
wiu I [4,5, 8-17,19-26]. Tak, B ucciaenoBanuu 539
NaLMeHTOB U3 fMOHMUM, HAaXOAAIIUXCA HA reMojuaiu-
3e (cpennuit nepuon tepanuu 8,4 + 0,3 set), pacnpo-
cTpaHeHHOCTh UHekuuu H. pylori coctaBuia 48,6%,
Y Oblla 3HAYMMO HUKe, YeEM Y MAllMeHTOB C HOpMaJlb-
HOU QyHKIMEN MOYeK U JAUCHENCUYEeCKUMU Kanob6aMu
(78,5%, p<0,001) u suy c HopMaJbHOU QYHKIHMEH MO-
yek (69,4%, p<0,001) [20]. BbL1o TakXe YCTaHOBJIEHO,
YTO pacnpocTpaHeHHoOcTb MH$ekuuu H. pylori y na-
uveHToB ¢ XIIH, Haxogsmuyxcsa Ha reMoauan3e, 3Ha-
yuTeJabHO HUXe (27,5%), yeM 6e3 Hero (56,0%) [8], a
nHoupoBanHocty H. pylori y saui ¢ HopMaibHOU
dyHKIMel noyek 1o06Ha aHaJIOTHYHOMY [T0Ka3aTeslto

y nanueHToB Haxofsmuxcs Ha [T meHee 1-ro roza [20].
ITH AaHHble M03BOJIUJIN TOBOPUTH O HavaJjle Npoleay-
pbl remoauanusa npu XIH kak ¢akTope, BeayiieM K
CHWXKEHHI0 pacnpocTpaHeHHOcTH MHeknuu H. pylori.

PesynbraThl JaHHOro HabJOJeHUsA OblLIW TOJ-
TBepX/JeHbl B HECKOJIbKMX aHAJOTMYHbBIX IPOTOKOJIAX,
NI0Ka3aBUIMX 3HAYUTEJbHO O00Jiee HHU3KYI paclpo-
cTpaHeHHOCTh MHQeknuu H. pylori, no cpaBHeHHIO C
KOHTPOJIbHBIMU TPYIINOHN, He TOJIbKO Y NAlMeHTOB Ha
remozuanuse (22,2%), o u Ha [1AI1/] (20,0%)[8,10,20].
KoM6GHHUpPOBaHHBIN aHa/lIU3 paHee ONyOJHMKOBAaHHBIX
JIaHHBIX, TaK >Xe ToBOpMJ O 6GoJiee HU3KOW pacmpo-
cTpaHeHHocTH MHekuuu H. pylori y 6osbHbIX Ha [T
u [MAII/J (43,9% u 34,8% coOTBETCTBEHHO) IO CpaBHe-
HUIO C JIMLIAMU C HOpMaJibHOM QYHKIMel moyek, 6e3
natosioruu XKKT (49,8%, p<0,001) [4-6,34,8-17,20-26].

B NpoTHBONOJIOKHOCTb 3TUM HabJIIOJIeHUsIM, B Of-
HOH ny6/auKauuy u3 UpaHa oTMedeHo, YTO NMallueHThl
Ha IIT" (63,0%) u 6osabHble ¢ XITH (66,2%) uMenu 3Ha-
YUTeJbHO 60Jiee BBICOKYIO paclpOCTPaHEHHOCTb WH-
deknuu H. pylori no cpaBHeHUI0 €O 3,0POBBIMU J106PO-
BoJsibLiaMu (27,5%, p<0,001) (ta6s. 1) [5]. Ho, yuuTsi-
Basl TO, YTO Jpyrye Mccaef0oBaTe M U3 3TOT0 perMoHa
roBopAT o 6osiee 4yeM 60% ypoBHe MHPULIMPOBAHHO-
ctu H. pylori B 061eit nonyasuuu [27,28], Heo6xoauMO
JlaJibHellllMe YTOYHeHUe NpeJCTaBJeHHbIX pe3y/bTa-
TOB.

XOTs1 IPOTHBOPEUYUBOCTD ITHUX JAHHBIX, BO3MOXKHO B
nepBylo o4yepe/b, 06ycl0oBJIeHa 3HAYUTEJbHON Bapua-
6eJIbHOCTbI0 YpoBHel uHuuupoBaHHocTu H. pylori
B pas3JIMuHbIX cTpaHax EBponbl, biamxHero BocToka u
[0xHOM A3um.

OcTaeTcsa AUCKYTabeJbHBIM U MaJIOUCC/IeJ0BaHHbIM
BoIlpoc o cBsi3u uHekuuu H. pylori c aTnosornyecku-
Mu ¢paktopamu XITH, ocBelljeHHbBIHN TOBKO B OHOM UC-
c/le/loBaHUH, ITOKa3aBlleM 6oJiee BbICOKME YPOBHU UH-
¢unupoBanHoctu H. pylori y nanuenTos c XITH Bcaen-
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Tabn. 2
Jlemozpadghuueckue nokazamenu uccaedyemoix apynn

KpbIMCKUI TepaneBTUYECKU XXypHan

Taé6a. 4

PacnpocmpaHeHHOCMb namosoz2uu eepxHux omoesnos KT e
uccnedyemoix epynnax no 0aHHeim 3AC

I'pynmer MeTo/1bl THarHOCTUKH
[Taronorus BepxHUX Bcero
ESZT 13C-MAT I/I(I:A oraenos KKT =114
n (%) n (%) n (%)
H. pylori (+) 48 42,1) | 53465 | 72(63,2) H.pylori | H.pylori | Bcero
, (+), n(%) | (), n(%) n(%)
H. pylori (-) 66 (57,9) 61 (53,5) 42 (36,8)
3HL[0CKOHI/I‘I€CKI/IG HU3MCHCHHSA
Dpuremaro3Has 53(46,5) 25(21,9) | 78 (68,4)
Ta6‘/" 3 racrporarus
PacnpocmpaHeHHOCM®b Oucnencu4yecKux cCUMnMomos 8

uccnedyembix 2pynnax no daHHoim LC Oposui KeyaKa 18(15,8) 11(9,6) 29 (25,4)
JOucnentudeckne H. pylori (+), H. pylori (-), Oposun 121x. 19(16,7) 5(4.4) 24 (21,1)

CUMMTOMBbI naumeHTbl (%) naumneHTb! (%) SI3BBI XKeTyIKa 6(5,3) 3(2,6) 9(7,9)
OTpbixka 56 (49,1) 26 (22,8) SI3BBI121LK. 9(7,9) 2(1,8) 11(9,7)

N3xora 22 (19,3) 24 (21,1) Kposoteuenue 1(0,9) 6 (5,3) 7(6,1)

TskecTb B anuractTpum 57 (48,7) 17 (14,9) MopgonornaecKye H3MeHeHs
Pacriupanve, BanyTue 44 (38.6) 32(28,1) Xponuseck 21(18.4) | 16(14,0) |37 (32.5)
HeaTpoduueckuit
TowHoTa 46 (40,4) 18 (15,8) racTpur
CHuxeHune annetuta 39 (34,2) 41 (36,0) Xpouuueckuii 38 (33,3) 8(7,0) 46 (40,4)
Bonb B anuractpun 18 (15,8) 16 (14,0) aTpoduriccinii racTpiT

cTBUe nuabetuyeckoil Hedppomnatuu (60,1%), BHe 3a-
BUCUMOCTH OT BbIPa’>KEHHOCTH UMMYHHBIX HapylLleHUH
y, 10 CPaBHEHMUIO C XPOHUYECKUM IJIOMepy1o0HepPUTOM
(46,1%) [20].

UccnepnoBanue B3auMocBsisu uHbexuuu H. pylori
u pautenbHocTH [II' BeisiBUJIO 60Jiee KOPOTKYIO AJIH-
TeJIbHOCTb reMojianusa y H. pylori-nosoxuTenbHbIX
nanueHToB [8,13,20]. Tak Munoz de Bustillo u coas-
TOPbI COOOLIMJIN, YTO CPeAHUN Neprof reMojuaausa
y H. pylori-HeraTuBHbIX 1 H. pylori-nosoxuTeNbHbIX
MallMeHTOB, COCTaBJIsA 66,5 U 24,7 Mecs1eB COOTBET-
ctBeHHo. A Nakajima u coaBTOpbI cOOOLIMIN O 3Ha-
YHMMOM CHMXXeHUM UHUIMpoBaHHOCTU H. pylori, npu
JJIUTENbHOCTU reMojuanin3a 6osee AByx JeT [8]. A
napaJijiesibHas oleHKa AJauTesbHocTH [II' U ypoBHA
nHpuLKpoBaHHOCTU H. pylori, nokasa/ia nocreneHHoe
CHWKeHHe pacnpocTpaHeHHocTH H. pylori c yBennye-
HHUEM [IJINTeJbHOCTH JUAJU3HON TepaluM Ha NpoTH-
YKEHUU YeThIpex JieT nocje Hadasa [1I' c mocnenyromeit
ero crabu/usanyei Ha NPOTsHXKEHUU JIUTENbHOTO Me-
puoja HabsoaeHus [20].

CyMMUpyl0 JaHHble NPOBeJEHHBIX MCCIeJOBaHUH,
MOKHO NpeJIoJIOKUTh HECKOJIbKO MeXaHW3MOB B3au-
MOCBSI3M pacnpocTpaHeHHOCTH UHekuuu H. pylori u
npogospkutenbHocty [T u [TAIJ,

Bo3MO3HO, y TakuX NanueHToB, Ha pocT H. pylori B
)KeJIyZiKe OKa3blBaeT BJIMSIHME IOBBbIIIEeHHE YPOBHeH
MOYeBHUHBI KPOBH, a30Ta MOYEBHUHBI B KeJYyLOYHOM
ceKpeTe B MeX/JWa/JU3HbIN nepuof. OfHAaKO MoKa OT-
CYTCTBYIOT NyGJIUKaL MK UCCJIel0BaHUM, OlleHUBaBILINE
JlaHHOe B3auMO/leliCTBHeE.

Hesb3sl WCKJAIOYWTBH BJMsSHHEe Ha HWHQPULMPOBAH-
HocTb H. pylori y manmenToB c XITH mupokoro ucnoJib-
30BaHMs, B CBSI3U C BICOKMMHU pHUCKaMU OaKTepHasb-
HOM WHOEKIUH, aHTUOGAKTepUaIbHbIX MpernaparTos,
13-3a HaKOIJIEHHS UX 60Jiee BbICOKUX KOHLIeHTpaluH B

IJ1a3Me KPOBHU U YJIMHEeHUsI Iepro/ia 01yBbIBe/I€eHUS,
10 CPAaBHEHMUIO C JIML[AaMU C HOpMaJbHON QyHKIUEHN MO-
yek. XO0Ts Ha OrpaHUYEeHHOe BJIHMSHUE JaHHOTO GaKTo-
pa yKa3bIBaeT OTCYTCTBHE B HAaGJIIOJ|eHUSX CyI1l|eCTBEH-
HbIX pas/M4Yuil B ypoBHsX MHOuUuupoBaHus H. pylori
MeX/1y MalueHTaMU C HOpMaJibHOU QyHKI[UEeN TIOYeK U
nalMeHTaMH, HaxoAAIIUMUCS Ha JMaiu3e MeHee roja
[20].

Bo3MoxxHO Takke GopMHUpOBaHUEe HebJaronpusT-
HbIX ycyoBui g undekuuu H. pylori npu [T Bcaen-
CTBHE pe3KoU mporpeccdu aTpopuu CAU3UCTOH, co-
NPOBOK/Aa0lllelicsl MOBbILIEHHEM MHTpParacTpajibHOro
pH nop jgeiicTBMeM BBICOKMX YpPOBHeH NpoOBOCHAJIHU-
TeJIbHbIX LUTOKUHOB (UHTepJeiikuna (MJI)-1fB, IL-6,
IL-8 u dakTopa Hekposa onyxoau (PHO)-a), Ha PoHe
JIeHKOIIUTapPHOU HHOUABTPALUU CIU3UCTON 060J0UKU
)enyakal29].

JlaHHble GaKTOpbl arpecCUBHOr0 B3aWMOJENCTBHUS
nHoexkuuu H. pylori co ciusucroit 060/104K0M Kenya-
Ka, 60Jlee BbICOKMH PHCK racTpoyo/ieHaJbHON naTo-
JIOTUH, B TOM YHCJle OHKOJIOTUYeCKOH, Yy NalUeHTOB C
XITH roBopUT 0 HEOOXOAUMOCTHU JaJbHEHRIIEro usy4ve-
HUS JaHHOU MPo6JIeMbl 115 OlleHKU BaussHus H. pylori
Ha TedyeHUe XPOHHUYECKUX 3ab60JieBaHUM MOYeK U pas-
pabOTKU AUArHOCTUYECKUX U TepalleBTHUYeCKUX aJro-
PUTMOB.

ueJIb Hccjaea0BaHUA

llesiblo HALIEro UCCAE0BAaHUS CTAN0 U3YUYUTh pac-
npocTpaHeHHOCTh UH$ekuu H. pylori y manueHTOB
XBIl HaxoAfAWMXCA HA MPOrPpaMMHOM reMoJUajiu3e U
OLIEHUTDb UX BJHSIHHUE HA TeYeHHe 3a001eBaHUS.
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Taba. 5
PacnpocmpaHeHHOCMb namosoz2uu eepxHux omoesnos KT e uccnedyembix 2pynnax no 0aHHeim 3L C
S H H
S < pH aHTpanbHoro pH aHTpanbHoro
SE pH Tena xenyaka otnena pH Tena xenyaka otnena
g¢
&2
5 H. pylori (+) H. pylori (-)
XpoHundeckunn M+m 2,6+0,6 48+0,7 2,8+0,75 53+0,9
HeaTpodmyeckuii -
racTpuT Mmin 1,9 3,5 1,9 3,3
Mmax 3,1 57 4,3 5,1
XpoHu4eckunin Mtm 36+11 55+14 3,0+1,8 51+0,3
aTpoduydeckuin -
racTpuT Mmin 2,1 1,6 2,1 3,9
Mmax 4,3 3.1 5,3 5,8
OTcyTCcTBME NATONoOrnn M+m 2,2+0,5 49+1,2 2,4+£0,7 56+1,2
Henyaka, Mmin 1,8 1,9 17 1,9
Mmax 4,9 5,4 4,9 6,8

MaTepuas u MeTOAbI

B uccieoBaHve GbLIM BKJIIOYEHBI 114 manueHTOB
(49 myxuuH, 65 XeHIIUH, cpefHU Bo3pacT 37,6+8,4
sieT) ¢ XBIl, Haxoas1Kxcs Ha TPOrpaMMHOM reMo/iua-
Jau3e 1o 4 yaca 3 pasa B HeJjeJl10.

WuounuposanHocts H. pylori oneHuBanach Obl-
cTpeiM ypeasHbiM TecToM (BYT), 13C-Mo4eBUHHBIM
AbixaTeabHbIM TecTtoM (13C-M/T), metomom HW®OA
(onpenenenveM aHTUTes K H. pylori B cbiBopoTke Kpo-
BH).

W3MeHeHHUs CIU3UCTON 060JI0YKH BEPXHUX OT/IE/I0B
2KKT, suarHoctupoBavich Npu NpoBeAeHUU 330daro-
ractpogyogenockonuu (3T/C), wuHTparacTpaabHbIN
pH omnpepensica npu skcipecc, MHorodacoBou-pH-
MeTpHUH B aHTPaJIbHOM OT/ieJie U TeJle esyjka. YacTo-
Ta U BbIPQXKEHHOCTb JJUCIeNTHYECKUX as106 OLleHUBa-
JIMChb B 6aJjl1aX 10 pa3paboTaHHOMY ONPOCHUKY.

Pe3y/ibTaThl U 0GCYXKAEHUE

B uccrenyeMoil momyssiiMM paclpoCTPaHEHHOCTh
nHdeknuu H. pylori no ganueiM BYT coctaBuna 42,1%
(53 nanuenTa) 60/bHBIX. 13C-MOYEBUHHBIN JbIXaTe/b-
HbIN TeCT ObLJI MOJIOKUTEAbHBIN ¥ 46,5% (53 manuen-
Ta) 6OJIbHBIX, @ aHTUTeJa K H. pylori meTogom UDA B
3HAYMMOM TUTpE BBIABJIAJMCH 3HAUMMO daie (y 69
nanueHToB (63,2%), p=0,03) B cpaBHEHUU C aHAJIOTUY-
HbIMU pe3yabTaTaMu BYT (TabJ. 2).

[Ipy 9HJOCKONMHYECKOM HCCAE[0BAaHUN 3pUTEMA-
To3Has ractpomnatus (78 nanueHTtos (68,4%)), apo3uu
(29 nauuenTtoB (25,4%)), sA3BbI kKeayAka (9 nayuel-
ToB (7,9%)) 1 12n.x. (11 nayuenTtos (9,7%)), BcTpe-
YaJIuCh AOCTOBEPHO Yalle y H. pylori-nosoxuTenbHbIX
60sibHBIX (p=0,031). INU30AbI KEJAYA0UHO-KUILIEYHOTO
KPOBOTEYEHHUs], B CPaBHEHWU C HeMHQULHPOBAHHDI-
MU NalMeHTaMHy, Yalle HabJIIoAaINCh B NPUCYTCTBUU
H. pylori (p=0,044) (Ta6.. 4).

WHuTparactpanbHas pH Tena »enyjka, BHe 3aBUCH-
MocTtu oT H. pylori-ctaTyca, B 6osibllieM 4KCIie CIy4yaeB

HaxoAuJIach B JijManasoHe COOTBETCTBYIOIEM YMepeH-
HOU TMI0ALUAHOCTH, 60Jie€e BbIpAXKeHHOU TPU aTpodu-
yeckoM ractpute (H. pylori (+) - 3,6 + 1,1, H. pylori (-)
- 3,0 +1,8) (Tabx. 5).

Jucnencuyeckre >Kajsobbl HabJjwgaauch, y 88
(77,2%) nauueHTOoB, mnpeob6sajas cpegu H. pylori-
MO3UTHUBHBIX GOJIbHBIX U UMeJU NPSIMY0 KoppeJsiu-
OHHYI0 CBfI3b C mepcuctupoBaHueM H. pylori (r=0,58,
p<0,05). Otpbikka (56 (49,1%) npotus 26 (22,8%),
p<0,05), Taxkectb B anuractpuu (57 (48,7%) npoTtus
17 (14,9%), p<0,05), TomHoTa (46 (40,4%) npotus 18
(15,8%), p<0,05) focToBEpHO yallle 0OTMeYaIUCh ¥ AaH-
HbIX MallMeHTOB (TabJ. 3).
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LIMY B 3aBUCUMOCTH OT UCI0JIb3yeMol MeToAukH (BYT,
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3HaueHue nHGekuuur H. pylori y nanjieHTOB ¢ XpOHUYECKOU

IMOYEYHOU HeJJOCTaTOYHOCTbIO

H.JI. Knapumckas, B.B. Kpueoii, Mampay Cugpanrnax

[les1bI0 HAILIETO UCCJIE0BAHUS CTAJI0 U3YYUTh PACIpPOCTPpaHEHHOCTb HHPeKLuu H. py-
lori y nanmenTOoB ¢ XBII HaX0ASIMXCA HAa TPOrPaMMHOM I'eMOo/ihaIu3e U OLIeHUTb UX

BJIMSIHME HA TeyeHHe 3a60JieBaHus.

B uccienoBanue 6bd BKI0YeHb! 114 nanuenToB ¢ XBII, Haxoasamuxcsa Ha
nporpaMMHOM remojuasnuse. MHounuposanHocts H. pylori onjeHrnBanack 6bI1CTpbIM
ypeasHnbiM TecToM (BYT), 13C-Mo4eBUHHBIM AbIxaTeJbHbIM TecToM (13C-M/T),
MeTtoznoM DA (onpenesnenuem antutes K H. pylori B cbiBopoTke kpoBH). U3MeHeHUs
CJIU3UCTOU 060J104KH BepxHUX 0TAesn0B KKT, AnarHoctTupoBasnch NpU NpoBeJeHUN
azodaroracrpoayogeHockonuu (II/IC), uHTparacTpanbHblil pH onpeensics npu
3KCIpecc, MHOro4acoBol-pH-MeTpuu B aHTpaJIbHOM OTZeJIe U TeJle KelyKa.

PesynbraThl.

B uccieayemoi monyssinuu pacnpocTpaHeHHOCTb HH$eKuu H. pylori mo gaHHbIM
BYT cocraBunia 42,1% (53 nmanuenTa). 13C-MO4YeBUHHBIHN JbIXaTeJbHbIA TECT

ObIJI TOJIOXKUTENBbHBIHN B 46,5% (53 nanuenTa) ciay4daes, a aHTuTesa K H. pylori
MeTozsoM VDA BeisiBsIMCE 3HaYUMO yate (y 69 nanueHToB (63,2%,) B CPaBHEHHUH C
aHasoru4HbIMU pesynsraTtamu BYT (p=0,03).

[Tpu AT/IC spuTeMaTo3Has ractponatusa y 78 (68,4%) aposun y 29 (25,4%), 3Bl
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x)enyakay 9 (7,9%) u 12n.k.y 11 (9,7%) nauueHTOB, BCTpeYaBIIHECS JOCTOBEPHO
yaine cpenu H. pylori-monoxxurenbubix nanueHToB (p=0,031), anmn3obl pa3BUTHSA
KPOBOTEYEHHs], B CPAaBHEHUH C HeMHOHUIMPOBAHHBIMY NAl[MeHTaMH, Yyallle
Hab6Jroanuch B npucytcTBun H. pylori (p=0,044).

WHuTparactpanbHas pH Tesa xesyaka, BHe 3aBUcuMocTH oT H. pylori-ctaTyca, B
6oJibllIEeM YMCJ/Ie cly4aeB HaxoJu/1ach B juana3oHe COOTBETCTBYIOLIEM yMepEeHHOH
TUIOALUAHOCTH, 60J1ee BEIPaXKeHHOHU NP aTPOPHUIEeCKOM racTpHUTe.

Jucnencudeckue xasao6bl HaboAanuch y 88 (77,2%) nauueHTOB U UMeJIU IPSMYIO
KOppesIsILMOHHYIO CBS3b ¢ nepcuctupoBanueM H. pylori (r=0,58, p<0,05).

3akutoyeHre. CpaBHeHMe CTaHJaPTHBIX METO/0B AMAarHOCTUKHU HHekuuu H. py-
lori B HalIeM pervoHe, NoKasblBaeT 3HAYMMOE pas3/inyue eé ypoBHEH BbISBJIEHUS
HHPEKLUU B 3aBUCUMOCTHU OT UcnoJibzyeMor MeToguku (BYT, 13C-MAT, UDA),
YTO MOXKET FOBOPUTD HE TOJILKO O CO6CTBEHHO CHHXXEHUHU HHOUIIMPOBAHUS

Ha ¢oHe NPOrpaMMHOr0 reMo/IMajin3a, HO U HaJIMYMHU GaKTOPOB CHIKAIOIHX
yyBcTBUTEbHOCTb BYT 1 13C-M/T.

KnnHunyeckue v aHJ0CKONIMYeCKHe u3MeHeHNd y nanueHToB ¢ XBII HaxoaAmuxca Ha
nporpaMMHOM remo/uanuse 1o nosoay XITH roBopsiT o 3HaunMoM BiausiHuM H. pylori
Ha yactoTy narosoruu XKKT, yacToTy, TaxKecTb 0CN0)KHEHUH U TPe6GYET JabHENIIero
M3y4eHHUS MeXaHU3MOB BJIMAHUA UHPEKLMH Ha TeYeHHe OCHOBHOTO 3a60/1eBaHUs.
KiroueBrle c0Ba: XpoHHUYeCKas oYeyHas HeJ0OCTaTOYHOCTD, FeMOJHaJIn3,
apazuKanoHHasa Tepanus, H. pylori, A3BeHHast 60/1e3Hb.

The significance of H. pylori infection in patients with chronic re-
nal failure

LL. Klyarytska, V.V. Kryvy, Matraou Seefallah

The aim of our study was to investigate the prevalence of H. pylori infection in patients
with CRD on hemodialysis and to evaluate their impact on the course of the disease.

Materials and methods.

The study included 114 patients with CRD on hemodialysis. H. pylori infection was eval-
uated rapid urease test (RUT), 13C-urea breath test (13C-UBT), ELIS.A. Changes in the
mucous membrane of the upper gastrointestinal tract, diagnosed during esophagogas-
troduodenoscopy (EGD), intragastric pH was determined with the express, long hours,
pH-metry in the antrum and body of the stomach.

The results.

In the studied population, the prevalence of H. pylori infection according RUT was 42.1%
(53 patients). 13C-urea breath test was positive in 46.5% (53 patients) cases and H. py-
lori antibodies detected by ELISA was significantly higher (69 patients (63.2%) com-
pared with similar results RUT (p = 0.03).

At endoscopy erythematous gastropathy in 78 (68.4%) of erosion in 29 (25.4%), gas-
tric ulcers in 9 (7.9%) and 12p.k. 11 (9.7%) patients were significantly more common
among H. pylori-positive patients (p = 0.031), episodes of bleeding, compared with un-
infected patients were more frequently observed in the presence of H. pylori (p = 0.044).
Intragastric pH gastric body, regardless of H. pylori-status, a greater number of cases
was in the range corresponding to moderate hypoacid more pronounced when atrophic
gastritis. Dyspeptic complaints were observed in 88 (77.2%) patients and had a positive
correlation with the persistence of H. pylori (r = 0,58, p <0.05).

Conclusion. Comparison of standard diagnostic methods H. pylori infection in our region,
it shows a significant difference in the levels, depending on the method used (Booth,
13C-UBT, ELISA) that can speak not only of the actual reduction of infection on the back-
ground of a hemodialysis program, but also the presence of factors Booth and reduces
the sensitivity of 13C-UB.T.

Clinical and endoscopic changes in patients with CRD on hemodialysis regarding CRD
suggest significant effect on the incidence of H. pylori gastrointestinal pathology, fre-
quency, severity of complications and requires further study the mechanisms of the ef-
fect of infection on the course of the underlying disease.

Keywords: chronic renal failure, hemodialysis, eradication therapy, H. pylori, peptic ulcer
disease.
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