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PE3IOME

Llenb uccnedosaHua — oueHWTb BAUAHME dpaanukaumm H. pylori Ha pa3sutune MNP y 601bHbIX € A3BEH- _
How 6onesHbto xenyaka u AMNK.

Mamepuan u memooel. B nccneposanuve Bownu 331 naumeHT ¢ H. pylori-no3nTUBHOM A3BEHHON

60ne3Hb10. BblpaxxeHHOCTb 330darnta Npu SHAOCKOMMYECKOM UCCe0BaHUN BblpaXkanacb B COOTBETCTBMM

c loc-AHpxenecckon Knaccupukaumen. inarHoctmka Heapo3smsHom ¢opmbl [OPB ocHoBbIBanach Ha AaHHbIX
24-vyacoBow pH-meTpuuy, yKasbiBatowwmx Ha Hanuyme 'IP, NnaTonornyeckyo KUCNOTHYIO SKCMO3MLMIO Y UHAEKC
DeMeester > 14,7. [Mocne npoBefeHua obcnefoBaHMA NaLMeHTbl MosyYanu SpaarKaLMoHHyio Tepanuto. MNo-
cnegytoulee HabnogeHve 3a CXofamm 3a6oneBaHnA NPOBOAMNIOCH A0 5 neT. Mpy noABAeHM CUMATOMOB
'SPB 60/1bHLIM MPOBOAUIACL SHAOCKONMSA, 24-yacoBas pH-meTpus.

Pe3ynsmamel. B rpynne 60nbHbIX, y KOTOPbIX 3paankaumsa H. pylori 6bina gocturHyTa, passutue Pb npow-
3owoy 79 uenosek n3 280 (28%), B rpynne nayneHToB C nepcuctupyowen nidekumren —y 6 n3 51 yeno-
Beka (11,8%) (p < 0,013). C nomoLbto aHann3a KannaHa — Meiepa ycTaHOBNEHO, YTO pUCK pa3BuTua OPb

Y NaUMeHTOB C JOCTUTHYTON 3paankaLumen H. pylori 3HauMTenbHO BbiLle, YEM Y NALMEHTOB C NEPCUCTMPYIO-
wei nHpekumen (p < 0,036, log-rank test Mantel — Cox). B cTpykType 'OPb npeobnaganv 330¢parut B ner-
kon dopme 1 Heapo3susHaa ¢opma OPB. MHoropakTopHbIV aHanu3 ¢ ucnonb3osaHnem Cox’s Proportional-
Hazards Regression BbifsBUN 3HaunMble dakTopbl Ana prcka pa3sutua MIPb: spagnkauus H. pylori (hazard
ratio 2,294, 95% posepuTtenbHbIn MHTepBan 1,043-5,493, p = 0,039), Hannuue MO[ (hazard ratio 1,828, 95%
foBepuTenbHbI HTepBan 1,177-2,838, p = 0,007), yBennuyeHve nHaekca maccol tena (hazard ratio 1,084,
95% poBeputenbHbI MHTepBan 1,019-1,152, p = 0,01), my>«ckon non (hazard ratio 0,139, 95% foBepuTeNbHbIN
nHtepsan 0,034-0,567, p = 0,006).

3aknoueHue. Ipagnkauus H. pylori y 60nbHbIX A3BEHHON 60NE3HbIO ABMSETCS 3HAUMMbIM paKTOPOM pUCKa
pa3BuTrA NPB y nuu, paHee He CTpafaBLKX 3TU 3aboneBaHreM. [JlononHuTeNbHbIMY GaKTopaMm prcka
ABNAITCA My»KCKol nos, Bbicoknn UMT, Hanuuwne MO/,

KnioueBble cnoBa: apagukauuna; Helicobacter pylori; dakTop pucka; ractpossodareanbHas pedniokcHas
60ne3Hb; A3BeHHasA 60ne3Hb

Aim of the study. The study aimed to determine whether H. pylori eradication leads to development of gastro-
esophageal reflux disease (GERD) in peptic ulcer patients.

SUMMARY

Methods. Prospective post-eradication evaluations were conducted in 331 H. pylori positive patients with
peptic ulcer diseases who were confirmed not to have GERD before eradication therapy. Endoscopic
findings of reflux esophagitis were according to the Los Angeles classification system. Patients were
categorized in the nonerosive reflux disease (NERD) subgroup by results of 24-hour ambulatory pH-metry
(reflux episodes, pathological oesophageal acid exposure, DeMeester score > 14.7). After that all patients
received H. pylori eradication therapy. After eradication therapy, during follow-up for up to 5.0 years, en-
doscopies, 24-hour ambulatory pH-metries were performed on patients with occasions of acid regurgita- |:”oi|
tion or heartburn.
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Results. GERD developed in 79 of 280 (28%) patients cured of infection and in 6 of 51 (11.8%) patients who
had persistent infection (p < 0.013, Pearson'’s test). The risk of developing GERD in patients cured of infection
was still significantly higher than in the patients who had persistent infection (p < 0.036, log — rank test;
Kaplan — Meier analysis). NERD and mild esophagitis were in mostly patients. Multivariate analysis with

the Cox’s Proportional-Hazards Regression identified cure of infection (hazard ratio, 2.294, 95% confidence
interval, 1.043-5.494, p = 0.039), hiatal hernia (1.828, 1.177-2.838, p = 0.007), high body mass index (1,084,
1.019-1.152, p = 0,01), male gender (0.139, 0.034-0.567, p = 0,006) as significant factors for the risk of

developing of gastroesophageal reflux disease.

Conclusion. Eradication of H. pylori infection may increase the risk of developing reflux esophagitis in patients
with peptic ulcer who were confirmed not to have GERD before eradication therapy. Hiatal hernia, high body
mass index, male gender may be serve as additional risk factors.

Keywords: eradication therapy; gastroesophageal reflux disease; Helicobacter pylori; peptic ulcer disease.

epcucrenuusa H. pylori B cnusucroir 060mo4xe
sxenynxau [ITTK aBngeTcs gpakropoM pucka passu-
TV A3BEHHOII 00/Ie3HN, HeKapAMUaIbHOTO PaKa KelyaKa
n MAJIT-numdomsr [1]. Opnako ponb 3Toro ¢pakTo-
pa B maToreHese ractpoasodareanpHoil pedIroKCcHO
6onesnn (I'OPB) HesicHa fo cux nop [2]. B wacrHocTH,
CYLIeCTBYIOT pa3HOpeYMBbIe OLIEHKU BIMAHMA dpa-
muKauuy 6axrepun Ha pasputye I'OPB wnm yBemm-
YeHMe YaCTOTHI TacTpod3odareanbHbIX pedIIOKCOB
(T'9P). Tak, HpOCHEKTUBHOE UCCTIEOBaHME C IPOIOII-
SKUTeNbHOCTBIO 10 1eT Habmogenns nmossonuao Take
" COaBT. [3] caenarp BBIBOJ O TOM, YTO apaguKanus H.
pylori BbI3bIBaeT pa3BuTue pedrokc-azodarura de
10vo y 60JIbHBIX HENTUYeCKOIl A3BOIL. B To xe Bpemsa
M. Yaghoobi n coaBT. [4] Ha 0OCHOBe IIPOBEXEHHOTO MU
MeTaaHa3a PN K 3aK/TI0YeHNU IO, YTO 9PALNKALI s
OaKTepyy He BbI3bIBAeT pa3BUTIUA HOBBIX c/1y4aeB [OPb
y OOJIBHBIX € JVICIIEIICHENT, HO YBeINYMBAET BABOE PUCK
pasBUTHUs 3TOTO 3a007IeBaHMs B KOTOPTaX OOTBHBIX
MENTUYECKOIT sI3BOIl. B HEKOTOPBIX MCCIeJOBAaHMIX
coob1aercs, 4To yjaneHne OaKTepuu 13 opraHu3Ma
6ONbHBIX IMEET IOIOKUTENHHOE BIVHIIE HA TEUEHIE
I'9PE [5; 6].
Llenpio MPOCIEKTUBHOTO NCC/IEOBAHIIS CTaIa OLIeH-
Ka BIUAHNA opagukanuu H. pylori Ha passurtue ['9Pb
y OOJIBHBIX C s13BeHHOII 6ose3Hblo xemynka u JIIK.

MATEPUANT1 U METOAbI UCCJIEAOBAHUA

Ileper cTapTOM MCCIeloBaHMA OT BCeX MAI[MIEHTOB
IOy 9eHO MUCbMEHHOE MH()OPMUPOBaHHOE COIIacle
Ha yJacTue B MICCTIefIOBaHMI, Pa3pelleHHOe MeCTHBIM Ha-
YYHBIM 3TUYECKIM KOMUTETOM B COOTBETCTBIUY C IIPUH-
nunamu XenbCUMHKCKON feknapannu. [Iposoguicsa
OTIPOC MALIVIEHTOB J/ISI OIpefie/IeHN s BBIPa>kKeHHOCTI
KJIMHWYECKUX MPOsiBleHMIt (00, M35KOT Y, TOUIHOTBI,
PBOTBL, B3y THA). C 9TUMIU LIe/LAMY UCIIOIb30BAJICA BO-
IIPOCHYK, PAHXMPYIOMINIT BBIPA’KEHHOCTb CUMIITOMOB:
0 = orcyTcTBHe; 1 = He3HAUNTE/IbHAS BRIPAXKEHHOCTD;
2 = yMepeHHas BBIPQ)KEHHOCTD; 3 = 3HaUMTeTbHaA
BBIPa>KEHHOCTH [7].

[MTanmeHTHI TOfBEPTATIICH SHIOCKOIIMYECKOMY VC-
C/IeJOBAHUIO C IIE/TBI0 MMATHOCTUKI A3BEHHOI 00Ies-
=1, [OPDB, Hammamsa rpbDKM MUIIEBOHOTO OTBEPCTUA
nuadparmsl (ITION). Cronbastias ['TIO/ nuadparmsr

IVAaTHOCTMPOBAJICh 9HTOCKOIMYECKMM METOJIOM B CTTy-
Yae, eC/IU MUIeBOJHO-KeTyLOYHBII Tepexof (Z-M1HuA)
HaXOMJICA B TPYAHOM OTJe/le NUIEeBOfa C IpoIabu-
poBaHUeM XXeTyLOYHBIX CKIaloK B 00pa30oBaHHYIO
MTO/IOCTh. JIMarHo3 sA3BeHHO 60/Ie3HI OCHOBBIBAJICS
Ha oOHapy»eHuu fedekra ¢ KpaTepoM 5MM 1 Ooree.
Hamnuue nadexuyn H. pylori ycTaHaBIMBaIOCh MO-
CpefiCTBOM OBICTPOTO ypeasHOro TecTa ¢ OMOITaToM,
MO/TyYeHHBIM M3 aHTPAJIBHOTO OT/ie/Ia XKely/iKa, U Jibl-
XaTeJIbHOT'O TeCTa C MOYEBMHOI B Ka4eCTBe CyOcTpara.
JInarHocTtuka sposusHol popmbl IOPB nposopunacs
Ha OCHOBe 0OHapYy»XeHI: feeKTOB CIU3UCTON 000/104-
KU IUIeBofa. BoipaskeHHOCTD 930¢arnTa xapakrepu-
30BajIach B COOTBETCTBUMU C JIoc-AHJIKemecCKOo Kac-
cudukanmei [8]. [InarnocTrka Heapo3nUBHOI (HOPMBI
T'SPB (HOPB) ocHOBBIBamach Ha JaHHBIX 24-4aCcOBOI
pH-MeTpun, ykaspisaromux Ha Hammave ['9P, matomorn-
YeCKYI0 KMCTOTHYIO 9KCosunuio n nanekc DeMeester
> 14,7 [9]. OnHOBpeMeHHOE OTpesienieHye 24-49acOBOTO
npoduna pH B nmuineBofe M >KenygKe IPOBOAUIOCH
C MICTIONTb30BaHMEM JIBYXKaHa/IbHOTO MOHOKPUCTAJI/IN-
YeCKOTO CYpbMAHOTO KaTeTepa, UMEIOLIEr0 pacCTOSHIE
B 15 cM MeX/Ty TOYKaMM perucTpannm ob6enx KaHaloB
U peructparopa gaHHbIX. [IuieBOHBIN 9/IEKTPOJ
BBOJIMJICSI TPAHCHA3A/IBHO U 3aKPEIIS/ICS TaK, YTOObI
IIepBBIl KaHAJI pacIiosiarajicsa Ha 5 M Bblllle MecTa Hada-
JIa HVDKHETO MUIeBOHOT0 CPIHKTepa, TOKATU3AL[NI0
KOTOPOTO ONpPeJeNANnN IOCPeNACTBOM MPeAIIeCTBYIO-
1I1eTO MaHOMEeTPUUYECKOro Mucciaefopanus. Ilpu sTom
BTOPOJI KaHa/ pacrosaranca B XXKelyfike Ha paccTosA-
HuM 10cM OT BepXHETo Kpas HUIKHETO MUILEeBOJHO-
ro chuukrepa. PedepeHcHbIit 1 paboUmit S7EKTPO/IBI
KanuMOpOBaNMUCh C UCIONb30BAHNEM CTaHJAPTHBIX
PacTBOPOB [0 U IIOC/Ie IPOBEJEHM s UCCIeJOBAHNA.
JlaHHbIe 13 perucTpaTopa NePEHOCUINCh B KOMIIBIOTED
U AHA/IM3MPOBAIUCh IPOTPaMMaMM C BbIUMC/IEHNEM
CTaHJJapPTHBIX ITOKa3aresneil. PedepeHCHBIIT 3MeKTPOT,
(uxcupoBajca Ha KoXe IepefjHell TPYLHON CTEHKIN.
ITocne npoBepeHNA 06C/IeOBaHN A TAIIVIEHTHI IOy 9a/In
9PafMKaLMIOHHYIO TePAINIO, BKIIOYAIOLTYI0 OMENpPasos
20 Mr gBa>K/bl B CyTKM 3a 30 MUHYT [0 IIpMeMa U,
aMokcuuynuH 1000 Mr gBa>kK bl B Cy TKI, KJTApUTPOMMU-
nuH 500 MT ZBa>K/1bl B CYTKM B Te4eHue 7 fHel. Yepes
6 Hefle/nb ITOC/Ie OKOHYAHM S Kypca 7-JHEBHO Tepanun
NIPOBOJMUIICA KOHTPO/Ib SpafuKaluy IOCPefCTBOM



IBIXaTe/IBHOIO TeCTa C MOYEBUHOI B KayecTBe Cy0-
cTpara. Y nmul ¢ oTcyTcTBUeM 3¢ deKTa spafuKanmum
IIPOBOAMIACH TepaIus BTOPOI IMHUY (CyOLUTpaT KO-
JIOUIHOTO BCMYTa 120 Mr 4 pasa B CyTKM, OMENpasosn
20 M gBaXKbI B CYyTKM, aMOKcuuuaauH 1000 mr gBax-
IbI B CYTKMU, MeTPOHNAIa3071 500 MT TPYDK/IBI B CYTKM).
IIpogomKNTENbHOCTDh Tepanny TaK>Ke COCTaBANa 7
THeIT; 9epe3 6 Hefleb IT0Cie OKOHYaHN A ITpYeMa ITperna-
PaTOB IPOBOAMJICA KOHTPOJIb 9paiKaL 1M C TPYMEHe-
HJ€M MOYEBJMHHOTO IbIXaTeTbHOTO TeCTa. Y NallIeHTOB
¢ mocTUTHYTOM apagukanueit H. pylori mpoBopgumach
OIleHKa CMIITOMOB, 3H/JOCKONIYeCKOe NCCIeJoBaHIe
u 24-qacoBaa pH-meTpus 4epes 1, 2 u 3 rofa COOTBeT-
crBenHo. [Ipu nosiBnennn cumnromos I'OPB (u3xora
VIV perypruTanus) Ha J1I000M CpoKe HaONIOfeHus
MalMEeHThl TOfIBEPraNtlCh 9HTOCKONMYECKOMY MCCIIe-
TOBaHUIO 1 24-9acoBoli pH-MeTpun.

V3 uccnenoBaHMsA MCKIIOYANKUCh IMallMEHTHI,
JMeBIIYE B aHAMHe3€e OIlepaTHBHbIE BMeIIAaTe/TbCTBA
Ha XeJTyJKe 1/ VIV NUleBofie, bepeMeHHbIe, UMeBIIe
a7UIepPTUIO Ha MEHMIVJIIMH VIIY KIapUTPOMUILIMH, T10-
JIy4aBIIVie aHTYKOATY/IAHTBL, CTEPOVJIbI, UHTMOUTOPBI
npoTorHoit mommbl, HITBC, H,-6moxaTopst rucramMmna
B T€UeHMe KaK MUHVMMYM MeCA1a, IPeJIIeCTBOBABIIETO
Havajy uccneffopanus. V3 nccnenoBanns BEIBOGVINCH
HalVIeHTB], Y KOTOPBIX 9pafiMKauysa Oblia He JOCTUT-
HYyTa II0C/Ie Tepanuy 1-if u 2-11 IMHWIA, a TAKXKe He BbI-
HOJIHMBIINE TPeOOBaHUII IPOTOKOIIA.

JI7ma cTaTUCTUYECKOTO aHau3a MCIOoNb30Banach
nporpamma SPSS 17.0 pia Windows. Pasnane Mexpy
CPaBHMBaeMbIMI IIapaMeTPaMy CIUTATIOCh JOCTOBEPHO
3Ha4YuMbIM 11pu p < 0,05.

PE3YJIbTATbl UCCJIEAOBAHUA

B uccnegosanme oy 359 manyeHToB 000€ro mnoma
¢ A3BeHHoI 6o7e3Hblo xenyaka u JIIK. OpuHHagnaTs
MalMeHTOB BBIOBIIM 13 MCCIENOBAHMS 10 Pas3ind-
HBIM NpuYMHaM (0OTKa3 OT IPOBEjeHNsI TOBTOPHBIX

9H/{OCKOI NI, KOHTPOJISI SpafAMKALUU U IP.).
Ocrasuuecs 348 malMeHTOB CTaAn 00 bEKTOM
IIOCJIeAVIOIIero HaOMoNeHNsA 3a UCXOJaMU
3a00/1eBaHMS, IIPOJINBIIETOCS sl OTHENb-
HBIX CYO'bEKTOB J10 5 JieT (B cpefHeM 2,8 rofa).
Opagukanua H. pylori 6pu1a ycremHon y 291
nanyeHTa (83%), y octaBummxcs 57 cy6beKkToB
o6a kypca tepanuu (1-if u 2-i1 1MHWUIL) He NpU-
BeJIN K yaneHuio 6axrepun. VI3 rpynmst 60ib-
HBIX C TOCTUTHYTOI 9pafuKarueii nHQeKIun
H. pylori B mocnepnytomeM 651U UCKTIOYEHBI 11
CyO'beKTOB, 00C/IeOBaHNe KOTOPBIX BBISBUIIO
penHdexnio B cpefjHeM Yepe3 2,5 roga Ha-
OmofieHns. Y 6 OONBHBIX C paHee HeyLa4HbIM
MICXO[IOM Tepanuy spagukauns H. pylori 6bi1a
HOCTUTHYTA C MCIIONb30BAHNMEM KOMOVHAINN
pecnupaTopHOro GTOPXMHOIOHA, OMeIIpa3oa,
KJIAPUTPOMMIIMHA ¥ aMOKCUIIM/UINHA B CPOKM
ot 1 roga o 3 net HabmogeHus. DT 60/IbHbIE
TaK>Ke OBIIN MCK/TIOYEHBI IIPY AaHA/IV3€e Pe3yIb-
TAaTOB MCC/IEJOBAHIA.

Knnunko-gemorpadudeckne moxasarenn
6O0/IPHBIX, BOLIEAIINX B UCCIEJOBAHNE, [IPe-
CTaBJIeHBL B a6 1.

B rpyimie 60/1bHBIX, Y KOTOPBIX 9paANKALIIs
H. pylori 6p1a focturuyra, passutue 'OPb
npouson1oy 79 denosek us 280, B rpyIiIie MalieHTOB
¢ mepcucrupylomel nHdeKLueir — y 6 u3 51 4enosexka.
Yactora passutua ['OPD y 601bHBIX ¢ JOCTUTHYTO
spapukanueit H. pylori (28,2%) 6bl1a JOCTOBEPHO
BBIIIIE, UM Y JINL] C IepPCUCTUpYIoeil nHpeKImei
(11,8%) (p < 0,013 — mpu MCNIONB30BAHUM KPUTEPUA
[Tupcona).

C momompio aHanu3a Kamnana — Meitepa (puc. 1)
YCTaHOBJIEHO, YTO pucK passutuA [OPb y manuentos
¢ mocTurHyTo apapukanueit H. pylori (79 us 280, 13,8%
B I'Of]) 3HAYMTEIBHO BBIIIE, YeM Y HALVEHTOB C ePCH-
cTupyromeit nudexueit (6 us 51, 2,5% Brog) (p < 0,036,
log-rank test Mantel-Cox).

OCHOBHDBIE KIIMHUKO-TEMOTI'PAGVMYECKME IIOKA3ATE/IV H. PYLORI-TIO3UTMBHBIX BOJTIbHbIX

SI3BEHHOJ BOJIE3HBIO, HE IMEBIIVX I'SPB 1O PE3Y/IBTATAM OBCJIEJIOBAHVS IO IIPOBEJEHVSI
SPATIVKAIIVIOHHOVI TEPATIVN

o Konmyecrso Cpennee sHaueHne
OKa3aTenn .

ManeHTOB (mmama3soH 3HaYEHMIT)
Bospacr (ropbr) 331 38,73 + 15,53 (17-71)
ITon (My>X4MHBI/>KEHIIVHBI) 283/48 —
TabakokypeHnue (Kypsumye/HeKypsIIe) 216/115 —
Anxoronb (ynorpe6nenue/He ynotrpebnenue) 205/126 —
Mupekc Mmacchl Tena (Kr/m?) 331 25,78 + 3,24 (16-38,5)
I'pbIka NNIIeBOZHOTO OTBepCTUA AradparMel (Hanndye/ OTCyTCTBIE) 238/93 —
Jlokanusanus sA3BeHHOro gedexTa (KenynoK/ABeHa IaTUIIePCTHA S

190/126/15 —

KMIIKa/06e ToOKanM3aIy OHOBPEMEHHO)
Craryc H. pylori (nepcuctupyiomas nHdeKIs, JOCTUTHYTas 9pa- 51/280 B
IMKALA)

clinical gastroenterology
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Crpyxtypa I'OPD, pasBuBIuerics y 60IbHBIX B pas-
NVYHbIE CPOKM OT MOMEHTA OCTVDKEHN A 9PAJUKALIVIN
H. pylori, mpencTasineHa Ha puc. 2. B ctpykrype 930¢a-
ruTa npeobnagana nerkas ¢popma (P9 A cragum), co-
crasusiag 50,0% obuiero konmyecrsa 60n1bHbIX [OPB;
HeaposuBHasg ¢popma 'OPb (HOPB) cocrasuna 30%.

J71s BBIAB/IEHNA NpeANKTOpoB pa3putusa I'OPb
y GOJIbHBIX SI3B€HHOJ 00JIe3HM MUCIIONIb30BAJICS OFHO-
1 MHOrO(aKTOPHBII aHa/u3. B kauecTBe BO3SMOXKHBIX
¢daxTopoB, obycnoBuBLMX passutue I'OPB, paccma-
TPUBAJIUCD IO, BO3PAcT, spapukauus H. pylori, Hanu-
yye ['TIO]I, ynmoTpebneHne ankorons, TabakokypeHue,
nHpekc macchl tena (VIMT).

OpHodaKTOPHBII aHAIN3 C UCTTONb30BaHEM COX’S
Proportional-Hazards Regression BbIABIII c/lefyIomiyie
3HauuMble GaKTOpHI /1A pucka pasButusa [OPb: myx-
cxort non (hazard ratio 0,127; 95%-Hblit ;OBepUTe/IbHBII
nurepsan (J11) 0,031-0,516; p = 0,004), spagukanus
H. pylori (hazard ratio 2,424; 95% [1/1 1,185-4,971; p =
0,043), manuune I'TIO] (hazard ratio 1,78; 95% U
1,147-2,763; p = 0,01) yBenmuuenne VIMT (hazard ratio
1,092; 95% OM 1,027-1,161; p = 0,005).

MHorodaKTOpHbIIT aHa/IN3 € UCI0Nb30BaHNeM COX’s
Proportional-Hazards Regression BeIABNMT 3HaUMMbIe
daxrops! st pucka passutusi [OPB: spapgukanms
H. pylori (hazard ratio 2,294, 95% M 1,043-5,493,

Puc. 1. Ananus pucka passumus I'9Pb no Kannany — Meiiepy
y 6071bHbLX A36eHHOTL 607IE3HVIO € 00CMUZHY MO dpadukavuets —
H. pylori (=) u ¢ nepcucmupyrowsett ungexyueii — H. pylori (+)

Puc. 2. Cmpykmypa I'SPB y 6onvHbLx S36eHHOTI 6071€3Hb10

¢ 0ocmuenymoti spaouxayueii H. pylori. ['padayuu szopazuma
(P9 A — C) npusedenvt 6 coomsemcmeéuu ¢ Jloc-Anoncenecckot
knaccugukayueri

p = 0,039), mamuune I'TIO]] (hazard ratio 1,828, 95%
oM 1,177-2,838, p = 0,007), ysenuuenue VIMT (hazard
ratio 1,084, 95% I 1,019-1,152, p = 0,01), My>cCKoii
norn (hazard ratio 0,139, 95% 111 0,034-0,567, p = 0,006).
IMoce crpatudukanyuy 60IPHBIX B 3aBUCKMOCTH
OT HaCTYIUICHM A 9pafUKaL VY VIV COXPaHEHV A IIePCH-
crennuu H. pylori ananus Cox’s Proportional-Hazards
Regression nokasan sHauuMble (HaKTOPBI PUCKa pas-
Butus I'9PB de novo nocue qocTukeH s SAUMUHALUN
nudexuym: Hanuane [TION (hazard ratio 0,550, 95%
1110,354-0,853, p = 0,008), yBenuuenne VIMT (hazard
ratio 1,085, 95% [111 1,020-1,154, p = 0,009), My»cKoii
non (hazard ratio 0,140, 95% 111 0,034-0,568, p = 0,006).

OBCYXXAEHUE NOJIYHEHHbDIX
PE3YJIbTATOB

B HacTos11IIeM MCCTIEOBAHMIM HAMI TIOKA3aHO, YTO PUCK
pasButusa I'OPD y 60/NbHBIX A3BeHHOI 00/Ie3HBIO,
He MMEBIINX ee [0 IIpoBefeHyA spapukauyu H. pylori,
ObLJI 3HAUUTEIBHO BBILIE Y MAIIIEHTOB C JOCTUTHYTOM
MMMUHAL Ve OaKTepuy, 4eM Yy IaljMeHTOB C Iep-
cuctupytomeit nHpexuyeir. dpaguxanus H. pylori
SIBJISIETCS IIPUHSTHIM CTaH/JAPTOM T€PAIINY S3BEHHON
6onesun. dpdexr spapuxauyn H. pylori Ha TedeHue
n passutre I'OPB sABnAerca mpegMeToM AMCKYyCCUM
[2-5]. Pe3ybTaThl HECKOIBKUX UCCIIEOBAHIN IIPUBEIN
K YTBep>KJeHMIOo, 4TO apagukauusa H. pylori mposo-
LUpyeT pa3BUTMe MIN BbI3bIBaeT obocTpenue ['OPb
[10-13]. OpHako B gpyrux paborax yTBepXHaeTcs,
YTO 9pajyKalys yIydllaeT TedeHye 930¢arura, cyle-
CTBOBABIIIETO JIO €€ IPOBeeH s y OONbHBIX C A3BEHHOI
607e3HbI0 [14-16], M yBenM4IMBaeT IPOJO/DKUTEIBHOCTD
pemuccuu I'OPB [17].

Crengyer OTMETHUTD, YTO IIONBITKM MCIIONb30Ba-
HUA MeTaaHa/nu3a Kak MHCTPYMEHTa JOKa3aTelbCTBa
[IPaBUIBHOCTYU TOM VMM VHOM TOYKM 3PEHMS TaK>Ke
He IIPUBEJIN K PaspelieHio 3Toi mpobiemsl. Tak, B Me-
TaaHanu3e, nposereHHoM Cremonini u coasr. [18], mo-
Ka3aHo, 4To spaguxauns H. pylori apnsercs pakropom
pucka pasputue s3odarura de novo y Mull, paHee UM
He CTpafiaBIINX, ¥ IPUYMHOI peruanBa/060CcTpeHns
I'9PB, y nmnu, uMeBIINX 3TO 3ab0IeBaHue JO Hadala
Tepanuu. B Meraananuse, mposegeHHoM Yaghoobi
U COABT. [4], yCTaHOBJIEHO, YTO Y OOIBHBIX C JJUCIIEII-
crett spagukanua H. pylori He ABIAeTCA MPUYNHON
pa3BuTyA HOBBIX cry4yaeB ['OPB. OmHako B KOTOPTHBIX
VICC/IeJOBAaHNUAX OOJIbHBIX C A3BEHHOI 60/Ie3HBIO yCTa-
HOBJICHHBIII PVICK PasBUTHA HOBBIX C/Iy4aeB SPO3UBHOI
I'SPB 6b171 B Ba pasa BbILIe IIOC/IE IPOBEJCHU 9pay-
Karuu, 4eM 6e3 ee mpoBefieH . B IpOTNBOIOIOKHOCTD
aTuM padoram Laine u Sugg [19] B post hoc ananuse 8
MIPOCIIEKTUBHBIX MCCEOBAHMIT C JBOMHBIM CTIEIIBIM
METOJOM KOHTPOJIA He IOATBepAVIIN TUIIOTe3Y O pas-
BUTUU pedIIoKCc-330¢arura Wiy xe 06 yXyALIeHUN
CUMIITOMATHKN cymiecTBytomeit [9Pb mocne spagu-
kauuu H. pylori y maiyieHTOB ¢ ZyO[ieHa/IbHOI A3BOIL.
PesynbTaThl Halllero MPOCHEKTUBHOIO MCCIeIOBAHN
B OCHOBHOM COBIIaJJal0T C BBIBOJAMH, CHeTaHHBIMU
Take 11 coasr. [3]. YcTaHOBIEHHBII C TOMOIIBIO aHA/IN3A



Kannana — Meiiepa puck passutus ['OPb y nanyeHToB
C BOCTUTHYTOI spagukanueit H. pylori 6p1 3Ha4uU-
TE/IBHO BBIIIIE, YeM Y MALMEHTOB C IePCUCTUPYIOLIel
nHbexmeit. AHaIOTMYHbI BHIBOJ clienan Take 1 coaBT.
(3] mpm aHaMM3e HPOCIIEKTUBHOTO CCIETOBAHNSL, [ITNB-
merocst 10 net. Tlo jlaHHBIM MHOTO(AKTOPHOTO aHa-
nms3a ¢ ucnonb3osanueM Cox’s Proportional-Hazards
Regression, 3Ha4MMbIMI (PAKTOPAMIY PUCKA PA3BUTI
pedrrokc-azodaruta de novo y maniyieHTOB C I3BEHHOI
607e3HbI0 ToMuMo apapukanuu H. pylori sBasnnce
MOJIOfOTT BO3PACT, YIIOTpPeO/IeH e aIKOTOISI M BBICOKIT
MMT [3]. B Hatiem mcciemoBaHmny 3HAYMMBbIMU (ax-
TOpaMM pUCKa pasBUTUA pediriokc-930¢arura de novo
y GOTIBHBIX SI3BEHHOI 60/I€3HBIO TOMIIMO 3P UKALIVIN
H. pylori aBnatotca My>kckoi mon, Hannaye ITIO,
BoIcokmit IMT. HecMoTps Ha TO YTO B MICC/IEJOBAHNN
Take u coasr. [3] vanuuue I'TIO]] He ABIAETCA 3HAYK-
MBIM (AKTOPOM PUCKA, & MMEET TOMbKO TEHIEHIINIO
OBITh TAaKOBBIM, B mccimenoBauum Tsukada m coasr.
[20] aToT dakTOp ABIAETCS 3HAUMMBIM B PA3BUTUN
9pO3UBHOro 930¢arura nociue spapuxauyu H. pylori.
OsxnpeHe, TAGAKOKypeHe, yIIOTpeO/IeH e aTKOT O/,
MY>KCKOIJI IIOJI SIB/ISTIOTCS (PaKTOPaMM PUCKA Pa3BUTUS
pedrokc-azodarura [21-23]. Kak mokasano Take u co-
aBT. [3], Boicoknmit IMT siBnstercsi 3Ha4MMBIM (pakTo-
pOM pucka pasBuTusa pediiokc-azodarura de novo
y GOIBHBIX SI3BEHHOIT GOIE3HBIO MTOCIIE SPASUKALIVIN
H. pylori, aTo coBnagaeT ¢ HAMMMU FaHHBIMU. bomee
TOTO, B MCCTIEJOBaHMM Yang ¥ COaBT. [24] mokasaHo,
41O 4epe3 12 mecsnes mocie spapukaunu H. pylori
y 60/IbHBIX A3BeHHOI 6ome3nblo JIIK nponsomo mo-
croBepHoe yBenmndervie VIMT B cpaBHEHUM C ICXOHBIM
MoKasareseM. ABTOPbI METOJJOM MHOXKECTBEHHOI JIO-
TYCTUYECKON Perpeccuy yCTAHOBYUIN IPERNKTOPBI
pasBuTus pedrokc-azodaruta de novo mocsue nposee-
HVIS 9paVIKaLV: MCXOLHBII BBICOKUIT ypoBeHb VIMT
U €ro MpUpoCT B TedeHue 12 mecsies >1,5kr/m?, Ha-
maye I'TIO]. Opapukanusa H. pylori paccMarpuBaeTcs
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