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Pestome. BgedeHue. [laHHble o ponu Helicobacter pylori (Hp) B pa3BuTun ractpo33odareanbHon pednioKCHOM
60n1e3HM NPOTUBOpPEUMBbI. BONbLUMHCTBO NCCnenoBaTene cumTaloT, YTo MHbekuna H. pylori oka3sbiBaeT 3awwnT-
Hbl 3¢ deKT Ha 3abosieBaeMoCTb racTposzodareansHoln pedntokcHon 6onesHun (MPB). HeoagHo3HauHble pe-
3y/bTaTbl MOJIyYEHbI U B OTHOLIEHWM BAUAHUSA 3paguKkauun H. pylori Ha pa3sutue 3P, pediniokc-330daruta un
CYIMNTOMOB, CBAI3aHHbIX C pedItoKCOM. B 60/bLIMHCTBE METAaaHANIM30B HE BbISIBIEHO CYLLECTBEHHbIX PA3INYMNIA
B pa3BuTtum IPB nocne spagukaumm H. pylori mexxgy nauveHTamy € 3pagnkaumer u naumeHTamy ¢ nepcucTm-
pytowein nHdekumen. Ho B page paboT coobLieHO 0 3HaUMTENbHOM MOBbIWEeHN pucka MPB nocne ycneww-
HOW 3paguKaLNOHHON Tepanumn. boNbWMHCTBO NccnefoBaHN NPOBEAEHO HAa KOFOPTE B3POC/bIX MALNEHTOB.
[aHHble o BnuAHWK H. pylori Ha TeueHue IOPB y peten dparmeHTapHble. Lfesb — oueHUTb BAUAHWE Spagu-
KaLMHHOW Tepanuu Ha TeyeHne ractpoa3odareanbHon pedniokcHoM 6one3HN y AeTel WKOSIbHOro Bo3pacTa.
Mamepuanel u Memooel. B nccnegosaHne BKNOYeHO 55 peteli o1 7 o 17 net 11 mecAues (cpefHuin BO3pacT
11,4+2,1 roga) c 3po3uBHON popmoii racTpoazodareanbHomn pedniokcHo 6onesHn. ChbopmrpoBaHo Tpy Fpyn-
bl HabnogeHus: nepeas — H. pylori-no3nMTNBHbIE NALMEHTbl C MPOBEAEHHHON 3PafAUKaLMIOHHON Tepanuen,
BTOpasA — H. pylori-no3uTuBHbIe NauneHTbl 6e3 s3pagnKaLMoHHON Tepanun, TpeTba — H. pylori-HeraTnBHble
nauueHTbl. OueHnBanacb ANHaAMMKa KNMHUYECKUX CUMNTOMOB 1 9PO3MBHbIX M3MEHEHUN B nuuieBoae. Pe3ylb-
mamel. Npy CPaBHUTENIbHOW OLEHKE KIMHMYecKoro TeueHus MPB B rpynnax H. pylori-uHGUUMpoBaHHbIX 1
H. pylori-HeraT/BHbIX MNaLMEHTOB 3HaUYMTENbHbIX OTINYMIA He BbiABNEHO. /3xora n anuractpanbHaa 6onb oT-
MeuYasnincb C paBHOW YacToTon B 06eunx rpynnax. OTpbiXKa JOCTOBEPHO Yalle oTMeyvanacb B rpynne H. pylori-
HeraTMBHbIX MALVIEHTOB, @ PBOTA, HA0OOPOT, HECKOMBbKO Yalle B rpynne H. pylori-no3nTuUBHbIX NaLMeHToB. Ya-
CTOTa 3HAOCKOMUYECKMX NPU3HAKOB 0OOCTPEHUA 3PO3UBHOrO 330¢arnta yepes 12-24 mecaua Gbina Takxke
cornocTaBuMa B cpaBHMBaeMbix rpynnax: 7/20 (35,0%) B rpynne ¢ NpoBeAeHHOWN 3paAnKkaLMoHHON Tepanuei
n 8/20 (40,0%) 6e3 spaguKaLnoHHON Tepanuu. MNpn 3TOM HauMeHblUas YacToTa peunansoB 4/15 (26,8%) oT-
MeueHa B rpynne H. pylori-HeraTuBHbIX NauneHTOB. Bbl8odbl. Dpapgunkauma H. pylori He oka3blBaeT 3HAUMMOTO
NPOTEKTMBHOIO UM HEraTMBHOro 3ddekra Ha TeueHne 3po3nBHON Gopmbl FracTpos3odareanbHON pedItoKc-
HOW 60Ne3HM y AeTel WKObHOro BO3pacTa.
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Abstract. Introduction. Data on the role of Helicobacter pylori (Hp) in the development of gastroesophageal
reflux disease (GERD) are contradictory; most researchers believe that Hp infection has a protective effect on the
incidence of GERD. Ambiguous results have also been obtained regarding the effect of H. pylori eradication on
the development of GERD, reflux esophagitis and symptoms associated with reflux. Most meta-analyses have
found no significant differences in the development of GERD after H. pylori eradication between patients with
eradication and patients with persistent infection. But a number of studies have reported a significant increase in
the risk of GERD after successful eradication therapy. Most studies were conducted on a cohort of adult patients;
data on the effect of H. pylori on the course of GERD in children are fragmentary. Objective. To evaluate the effect
of eradication therapy on the course of gastroesophageal reflux disease in school-age children. Materials and
methods. The study included 55 children from 7 to 17 years 11 months (11.4%2.1 years) with an erosive form of
gastroesophageal reflux disease. Three observation groups were formed: first — H. pylori-positive patients with
eradication therapy; second — H. pylori-positive patients without eradication therapy; third — H. pylori-negative
patients. The dynamics of clinical symptoms and erosive changes in the esophagus were assessed. Results. When
comparatively assessing the clinical course of GERD in the groups of H. pylori-infected and H. pylori-negative
patients, no significant differences were identified. Heartburn and epigastric pain were noted with equal
frequency in both groups, belching was significantly more often observed in the group of H. pylori-negative
patients, and vomiting, on the contrary, was slightly more common in the group of H. pylori-positive patients.
The frequency of endoscopic signs of relapse of erosive esophagitis after 12-24 months was also comparable in
the compared groups: 7/20 (35.0%) in the group with eradication therapy and 8/20 (40.0%) without eradication
therapy. At the same time, the lowest relapse rate of 4/14 (26.8%) was noted in the group of H. pylori-negative
patients. Conclusions. Helicobacter pylori does not have a significant protective or negative effect on the course
of the erosive form of gastroesophageal reflux disease in school-age children.
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BBEJAEHUE

[aHHble 0 ponu H. pylori B pa3BuTUM racTpo33o0-
dareanbHol pednokcHon 6onesHun (MPB) npoTuso-
peunBbl. Bnepsble B 1997 1. J. Labenz u coaBT. BbIgBU-
HYNV rMnoTe3y o TOM, UTo apaankaums H. pylori moxet
npuBecTn K passBuTuio pedniokcHon 6onesHn. U 3a
nocnegHue 30 neT MHOrMe MCCNefoBaHWUA MOKasanu,
yto nHdekuua H. pylori oTpuuatensHoO Koppenupyet
c OPBb. bonee TOro, 60MALLWMHCTBO MUCCNeaoBaTenen
cumTarT, UTo UHdeKuma H. pylori okasbiBaeT 3awuT-
Hbln 9P deKT Ha 3aboneBaemocTb 'OPB B Lenom [1-3].

MNpoTuBopeumBble pesynbTaTbl MOMAYYEHbI U B OT-
HOLUEeHUW BAUAHUA 3paguKkauun H. pylori Ha pa3BuTne
OPB, pedniokc-azodarmta 1 CUMNTOMOB, CBA3AHHbIX
c pedniokcom [4-6]. B meTaaHanmse Xie n coasT. co-
o6LWKNM O 3HAUMTENbHO MOBbIWEHHOM pucke OPB B
KOrOpTHbIX MCCNefOBaHNAX MALUEHTOB C YCMELHOW
SpaguKaumnen No CpaBHEHMIO C TeMM, Y KOTOPbIX 3pa-
AVKauma He yaanacb (oTHocuTenbHbIn puck (OP) 1,70,
95% poBepuTenbHbin uHTepsan (AN) 1,30-2,23), un
3HAUMTENbHO YBENIMYEHHbIN PUCK Y MauWeHTOB, MOo-
Nyyarwmx 3pagrKaunoHHY Tepanuio Mo CpaBHe-
HWIO C Temu, KTo nonyyan nnaue6o (OP 1,99, 95% AU
1,23-3,22) [7]. OgnH ”3 nocnegHUX MeTaaHann3oB
2020 r. Tak)Ke nokasaJ, YTo s3pagmKauMoHHasa Tepanusa

H. pylori ygenuunaeTt puck pedniokc-33odaruta Hesa-
BUCMMO OT Hanunuma 33odarnta B aHamHese (OP 1,46,
95% W 1,16-1,84, p=0,01) nnu pedniokc-azodparmTta
de novo (OP 1,42, 95% OWN 1,01-2,00, p=0,03) BO BCex
nccnefoBaHUAX, 0CO6eHHO B 3amafHbIX MONynALUAX
[8]. OpgHako B OONbLWIMHCTBE METaaHann30B He Bbl-
ABMIEHO CYLWEeCTBEHHbIX pa3nuuuin B passutum [DPH
nocne spagukaummn H. pylori mexpgy nauueHTamm c
Jpagvkaumen n naymeHTammn C NnepcnucTnpyowen nH-
dekuymen [9-11]. Tem He meHee MaacTpuxT VI, B TOM
yncne c yyetom Toro, uto H. pylori AaBnaeTca KaHue-
pOreHOM NepBOro Kracca, pekomeHAyeT NpPoBOAUTb
dpaAvKaunoHHyo Tepanuio naumeHtam ¢ BPB [12].
YTo KacaeTca OeTCKOro Bo3pacrta, TO B3aMOOTHOLLe-
Hua mexgy H.pylori n 3aboneBaHNAMN BEPXHUX OT-
[eNnoB NULEeBapPUTENbHOrO TpakTa, BEPOATHO, eule
6osiee cnoxHble. Tak, B OTANYME OT B3POCSIbIX, OTCYT-
CTBYeT CBA3b Mexpay H. pylori n GyHKUMOHanbHOM anc-
nencuern [13]. bonbWWHCTBO pPabOT, MOCBSLIEHHbIX
B3anmocsasn OPB u H. pylori y peteii, BbINOAHEHbI B
2000-2010 ropax. B pabote A. Moon n coasT. (2009),
B OT/IMYME OT B3POCSIbIX, MOKa3aHO HeraTuBHOE BAU-
AHne y H. pylori Ha dopmmpoBaHne pedniokc-3zoda-
ruTa y naumeHToB [ETCKOro Bo3pacta (CcpefHuin BO3-
pacT 8,2 roga), OTHOLEHMeE WaHCOB COCTaBuo 5,79 no
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CpaBHeHUIo ¢ H. pylori-oTpuuaTenbHbIMX NAUVEHTaMN
[14]. J. Brazowski 1 coaBT. NoKa3anu, 4To MHPeKuuns
Helicobacter pylori cpepgn peTein ¢ KUCNOTHbIM racTpo-
330¢areanbHbIM PedioKCOM He BAMAET Ha pacnpo-
CTpaHeHHOCTb 330daruta. Tak, 330parnt B rpynne
C uHdekumen H. pylori Habnopanca y 13,8% peten,
a B rpynne 6e3 nHdekymm — y 18,3% [15]. C.3. 3a-
rOPCKUIN 1 COaBT. HA OCHOBaHUK obcnegosaHua 300
nayveHTOB TakXe He BblABMAN B3aMMOCBA3UN MeXay
KIMMHUYECKMMU cumnTomamu [DPB 1 nosbiweHnem
pvcKa pa3BUTUA IPO3NBHO-A3BEHHbIX MOPAXKEHWUI M-
weBoja y geTel n nogpoctkos v H. pylori [16]. Mepna-
TpUYeckmne KInHn4eckne pekoMeHgaumnm no BeaeHumio
nay/veHTOB He BKJOYAT peKoMeHZauum no spagu-
KaunoHHoM Tepanun y geten c [OPB, uto npusBogut
K HeobGXoAMMOCTU Ans OEeTCKMX racTPOSHTEPOJSIOroB
CaMOCTOATENIbHO NPUHUMATb peLleHne O NPOoBeAeHUN
3paAnKaLMOHHON Tepanumn B JaHHOWN rpynne naumneH-
TOB [17]. Takum obpa3om, nccnefoBaHus, Kacarowwmeca
B3anMocBA3u IPB u renmkobakTepriosa, OCTalTCA ak-
TyanbHbIMU.

LENTb UCCNEQAOBAHUA

OLleHVITb BInNAHMe 3pa,qVIKaLlI/IOHHOIZ Tepannmn Ha
TeueHue ractpossodareanbHon pednokcHol 6ones-
HW y AeTel WKOoJIbHOro Bo3pacTa.

MATEPUAJIbl U METO/A bl

B nccnepoBaHue BknoueHo 55 geten ot 7 oo 17 net
11 mecsaues (11,4+2,1 roga) ¢ 3po3nBHON GOpPMOI ra-
cTpo33odareanbHon pedntokcHon 6onesHn. OCHOB-
Hble KpUTEPUN BKITIOUYEHNMA: BNepBble 06ceoBaHHble
LeTV C CMMATOMaMM AUCNENCUN, SPO3UBHbIE N3MEHE-
HUs B MMLEBOAE MO AaHHbIM ¢urbporacTpoayoneHo-
ckonuu. [narHoctrka rennkobakTepuosa ocyLllect-
BNANaCb Ha OCHOBAHWM MONOXUTENbHOIO pe3ysnbTaTta
rMCTONOIMYECKOro u/unu GbICTPOro ypeasHoro tecta
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(«FennkobakTep-Tect» HAM KO, r. CaHkT-MNeTepbypr).
MepBOHayaNnbHO BCe MaLVEHTbl ObiNM pa3geneHbl Ha
Be rpynnbl: nepBaa — H. pylori-nonoxutenbHble
(40 peteir), BTopaa — H. pylori-oTpuuatensHble (15 ge-
Teln). B ganbHenwem, B 3aBUCMMOCTY OT TaKTUKN Befe-
HUA, H. pylori-no3nTuBHbIE NaLMeHTbl pa3feneHbl elle
Ha aBe rpynnbl No 20 60MbHbIX B KaXXgon. [lononHeH-
Hble KpUTepnn BKMOYEHNA B NEPBYIO rpynny: npose-
JeHHaA spagnKauMoHHaa Tepanua, KOHTPONIbHOE 3H-
Jockonnyeckoe nccnefoBaHne vyepes 12-24 mecaua,
oTcytcTBue H. pylori N0 paHHbIM TUCTONOrMYECKOro
Unu GbICTPOro ypeasHoro Tecta No pesynbTaTam KOH-
TponbHOro o6cnenoBaHuA. JonosHEHHble KpUTepumn
BK/IOYEHNA BO BTOPYIO FPynny: OTCYTCTBME dpafmKa-
LMOHHOI Tepanuu, KOHTPOSIbHOE 3HAO0CKONMYecKoe
nccnegoBaHme yepes 12-24 mecaua. OKoHYaTenbHoe
CpaBHeHMe NpoBefeHOo cpean Tpex rpynmn nauneHToB:
nepsas — H. pylori-no3nTuBHbIe C NPOBEAEHHON 3pa-
AViKaumnoHHow Tepanueii (H. pylori +, spagvKaunoHHan
Tepanusa+), BTopaa — H. pylori-no3utnBHble 6e3 3pa-
OVKaumoHHo! Tepanun (Hp+, apagrKaunoHHasa Tepa-
nuna-), Tpetba — H. pylori-HeratneHble nauneHTol (Hp-).
OueHvBanacb AMHaMMKA KIWHUYECKUX CUMMITOMOB U
3PO03MBHbIX U3MEHEHN B NuweBoge. Bce nonyyeHHble
JaHHble 06pPaboTaHbl CTAaTUCTUYECKN C UCMONb30BaHN-
eM nakeTa npuknagHoix nporpamm STATISTICA v.6.1
(StatSoft Inc.). AHann3 3HaYMMOCTU PA3INUNIA Kaue-
CTBEHHbIX MPU3HAKOB MpPOBefAeH C MOMOLLbI0 KpuTe-
pus X2 Pasnnums npm p <0,05 pacueHmBanm Kak 3Ha-
yMMble.

PE3VJIbTATbl UCCNEAOBAHMUA

Mpn cpaBHUTENbHOW OLEHKE KIWHUYECKOrO Te-
yeHua OPB B rpynnax Hp-nHOUUMPOBaHHBIX 1 Hp-
HeraT/BHbIX NaLMeHTOB 3HaYNTENbHbIX OTNINYMI HE Bbl-
ABneHo. V3xora n anuractpanbHasa 60onb oTMevanuchb
C paBHOW YacToToM B 06eunx rpynnax. OTpbiKKa fOCTO-

Ta6bnuua 1. CpaBHUTENbHAA XapaKTePUCTMKA CUMMTOMOB B rpynnax Hp-no3uTuBHbIX U Hp-HeraTMBHbIX NaLMEHTOB
C 3po3uUBHOI GpopMOIi racTposzodareanbHoin pedpaioKCHON 6onesHn

Table 1. Comparative characteristics of symptoms in the groups of Hp-positive and Hp-negative patients with the erosive

form of gastroesophageal reflux disease

Cumnrom / Symptom Hp-l‘lO?tVI.TVIBHbIe/ Hp-HeraTMBHble/ o

Hp-positive (n=40) Hp-negative (n=15)
SnuracTpanbHas 6osb / Epigastric pain 36 (90,0%) 14 (93,3%) 0,702
M3xora / Heartburn 15 (37,5%) 7 (46,6%) 0,537
TowHoTa / Nausea 18 (45,0%) 3(20,0%) 0,090
OTpbixkKa / Burping 12 (30,0% ) 9 (60,0%) 0,042
Psota / Vomiting 7 (17,5%) 0(0,0%) 0,083
PaHHee HacbiweHue / Early satiation 2 (5,0%) 1 (6,6%) 0,809
HapyweHua ctyna (3anopbi/anapes) / 7(17,5%) 8(53,3%) 0,008
Of stool disorders (constipation/diarrhea)
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Ta6nv|ua 2. ﬂVIHaMVIKa OCHOBHbIX CUMINTOMOB A0 1 Nocne nevyeHnAa B CpaBHMBaeMbIX rpynnax

Table 2. Dynamics of the main symptoms before and after treatment in the compared groups

Mpynnbl HabnopeHus / CumnTtom / Symptom o neyenus / MNMocne neyexwna /
Monitoring groups ymp Before treatment After treatment P
Hp+ spagnKkaunoHHas bonu / Pain 19 (95,0%) 20 (100,0%) 0,312
Tepanus +/ Waxora / Heartburn 6 (30,0%) 3 (15,0%) 0,256
Hp+ eradication therapy +
OTpbixkKa / Belching 6 (30,0%) 6 (30,0%) 1,000
TowHoTa / Nausea 10 (50,0%) 6 (30,0%) 0,197
Psota / Vomit 3 (15,0%) 0 (0,0%) 0,072
YyBCTBO paHHero HacblweHus / 0(0,0%) 0 (0,0%) -
Feeling of early satiety
HapyLeHua ctyna* / Stool disorders* 3 (15,0%) 1(5,0%) 0,292
Hp+ apagunkaLmoHHas Bbonu / Pain 17 (85,0%) 16 (80,0%) 0,678
TepanvA-/ Waxora / Heartburn 9 (45,0%) 8 (40,0%) 0,750
Hp+ eradication therapy—
OrtpbixkKa / Belching 6 (30,0%) 6 (30,0%) 1,000
TowHoTta / Nausea 8 (40,0%) 5(25,0%) 0,312
Psota / Vomit 4 (20,0%) 0 (0,0%) 0,036
YyBCTBO paHHero HacblweHus / 2(10,0%) 2(10,0%) 1,000
Feeling of early satiety
HapyuweHusa ctyna* / Stool disorders* 4(20,0% 4 (20,0%) 1,000
Hp- Bonu / Pain 14 (93,3%) 13(86,6%) 0,736
W3xora / Heartburn 7 (46,6%) 8 (53,3%) 0,744
OTpbixKa / Belching 9 (60.0%) 4 (26,6%) 0,092
TowHoTa / Nausea 3 (20,0%) 2 (13,3%) 0,633
Psota / Vomit 0 1(6,7%) 0,312
YyBCTBO paHHero HacbiweHus / 1(6,7%) 0 (0,0%) 0,312
Feeling of early satiety
HapyLeHuna ctyna* / Stool disorders 8(53,3%) 2(13,3%) 0,029

* 3anop n/vnn grapes.

* Of stool disorders (constipation/diarrhea).

Ta6nuua 3. YactoTa o60CcTpeHui no gaHHbIM drbporacTpoayoaeHOCKONUM B CpaBHUBaEMbIX rpynnax yepes 12-24 mecsua

Table 3. Frequency of exacerbations according to fibrogastroduodenoscopy in the compared groups after 12-24 months

Mpynna 1 fpynna 2
(Hp+, apagnkaumnoHHas (Hp+ spanvkaumonHas
Cragma 3aboneBaHua / Tepanua+) / Tegf:ﬁﬂ;) / lpynna 3/ Group 3
Stage of the disease Group 1 p . (Hp-) (n=15)
Hp+ eradication Hp+;:-rad|cat|on
_ therapy-
therapy + (n=20) (n=20)
O6ocTpeHune / Aggravation 7 (35,0%) 8 (40,0%) 4 (26,8%)
Pemuccuma / Remission 13 (65,0%) 12 (60,0%) 11 (73, 2%)
p p,.,=0,744 p,.;0,600
p,5=0,051
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BEPHO Yalle oTMeyvanacb B rpynne Hp-HeraTtuBHbIX na-
LMEeHTOB, a pBOTa, HAOOOPOT, HECKOMNBKO Yallle B rpynrne
Hp-no3nTmBHbIX NaumneHToB. Kpome TOro, HapyLleHuA
CTyna B BMAeE 3anopoB, AMapen U NX CoYeTaHnA fOCTo-
BEPHO Yalle BCTpeYanucb B rpynne Hp-HeraTuBHbIX Na-
LuMeHTOB. Pe3ynbTaTthl NpeacTaBneHbl B Tabn. 1.

B panbHenwem oueHeHa AWHAMWKa OCHOBHbIX
KIMHUYECKMX CUMNTOMOB 4epe3 12-24 mecAua B
Ka)gon 13 cpaBHMBaeMblx rpynmn. B rpynne 60nbHbIX
Hp-no3nTmBHbIX C KYypCOM NpOBeAeHHON 3pagmnKauum-
OHHOW Tepanuu Npu KOHTpone yepes 12-24 mecAua
HECKOJbKO CHUXXanacb AonsA 60MbHbIX C Xanobamu Ha
N30Ty, TOLWHOTY, PBOTY 1 HapyLweHna ctyna. Ho cta-
TUCTMYECKN Pas3NnuuAa He[oCToBePHbI. B aoBYyXx Apyrumx
rpynnax (Hp-HeraTtBHble NauneHTbl U Hp-No3UTUBHbIE
nayneHTbl 6e3 spaguKaLnuoHHONM Tepannn) AnHamuKa
CMMMTOMOB TaKXe Oblfla He3HaunTenbHas. [loctoBep-
Hble Pa3NnunA Kacaauncb TONbKO OTAENbHbIX CUMMTO-
MOB. Pe3ynbTaTbl NpefcTaBneHbl B Tabn. 2.

Mpn oueHke pe3ynbTaToOB KOHTPONbHOIO 3SHAO-
CKoMmMyeckoro o6csiefoBaHUA 4yacToTa pPeunanBoB
3p03MBHOro 330¢arvta B rpynne Hp-HeraTuBHbIX Na-
uMeHToB 6e3 3pafuKaLMOHHOW Tepanuu cocTaBuUa
8/20 (40,0%), 4TO COOTBETCTBOBAJIO YacTOTe peungu-
BOB B rpynne Hp-no3uTUBHbIX NaLUEHTOB C 3pajnKa-
LMOHHONM Tepanuen — 7/20 (35,0%) (p=0,744). TMpwn
3TOM HECKOJIbKO MeHblle YyacToTa 060CTpeHuin bbina
B rpynne Hp-HeratneHbIX NayneHToB — 4/15 (26,8%).
Pe3ynbTatbl NpeacTaBnieHbl B Tab. 3.

OBCYXAEHUE PE3YJIbTATOB

Mpyv  oueHKe  BblPaXKEHHOCTN  KNMHUYECKNX
cumntomoB [OPB 3Haummbix oTnnumm mexgy Hp-
NO3UTUBHLIMA W Hp-HEraTMBHbIMU MNaLMeHTaMN He
BbIAIB/IEHO. DNuracTpanbHas 60Mb 1 13Kora C paBHOM
YyacToToM OTMevyanucb B rpynnax Hp-NO3UTUBHbIX
n Hp-HeratmBHbIX nauumeHtoB. U3 cumntomoB DPH
TOJIbKO OTpbIKKa Obina 6onee xapakTtepHa gnsa Hp-
HeraTuBHbIX NaumeHToB. ConyTCTBYOLWME HapyLUeHMA
CTyna B BMAE 3anopoB, MOHOCOB M X COYEeTaHUA TakXKe
6bInKn 6onee xapakTepHbl Ana Hp-HeraTUBHbIX NaLNeH-
TOB. 3HAYMMbIX Pa3NNYNA B AUHAMUKE CUMATOMOB Ye-
pe3 12-24 mecaua B rpynnax Hp-no3nTnBHbIX NaumneH-
TOB NOC/e NPOBeAEHHON 3pagMKaLVIOHHHONM Tepanumn
1 6e3 Hee He OTMeYeHoO.

YactotTa 3HOOCKOMUYECKMX MNPU3HAKOB peuu-
LViBa 3pO3UBHOro 33o¢armta yepes 12-24 mecdAua
Oblna TakkKe COMOCTaBMMa B CPaBHMBAEMbIX Fpymnnax:
7/20 (35,0%) B rpynne c NpoBeAeHHOW 3pafnKaLlNOH-
Hol Tepanven n 8/20 (40,0%) 6e3 3pagnKaUMOHHOWN
Tepanuu. MNpu 3TOM HaMMeHbLIaA YacToTa peLranBoB
4/15 (26,8%) oTmeueHa B rpynne Hp-HeraTMBHbIX Nauu-
€HTOB. Takum 06pa3om, NpoBefeHre 3paguKaLMoOHHON
Tepanuu He 0Ka3asno 3HaYMMOrO NOJIOKUTENIbHOIO UK
HeraTVBHOrO BAIAHUA Ha YacTOTy pPeLnanBOB Y ieTen
C 3po3uBHo ¢popmoii IPB.
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3AKJIIOMEHUE

dpagukaumsa H. pylori He oOKa3blBaeT 3HauMMOrO
NPOTEKTMBHOIO WM HeraTuBHoOro s¢dekTa Ha Teue-
Hue 3po3nBHOM GopPMbl ractpoasodareanoHon ped-
NOKCHOW 6onesHn y AeTen WKONbHOro Bo3pacTa.

OONOJIHUTENbHAA UHOOPMALINA

Bknap aBTOpOB. BCe aBTOpbI BHECNU CyLleCTBeH-
HbI BKNag B pa3paboTKy KOHLenuuu, npoBeaeHne nc-
cnefoBaHuWA U NOArOTOBKY CTaTbU, NPOYNM 1 0fobpu-
nun GUHanbHyo Bepcurio nepeq nybamkaymen.

KoHGNUKT nHTepecoB. ABTOpbI IeKapupyoT OT-
CYTCTBME ABHbIX U MOTEHLMANbHbIX KOHONMKTOB MHTe-
pecoB, CBA3aHHbIX C Ny6nuKaLmen HacToAL el CTaTby.

NcTouHuK puHaHcMpoBaHUA. ABTOPbI 3aABNAIOT
06 OTCYTCTBMM BHELIHEro GpMHAHCMPOBAHUA NPU NPo-
BeAeHUN NCCnefoBaHuA.

NudopmmupoBaHHOe cornacue Ha ny6nukayumio.
ABTOpPbI MOAYYMAN MUCbMEHHOE COrflacne 3aKOHHbIX
npeacTaBuTenell NayMeHToB Ha nybnukauuio meau-
LUHCKUX JaHHbIX.
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