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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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Pesiome. BgedeHue. [laHHble o ponu Helicobacter pylori (Hp) B pa3ButUn ractpos3odareanbHon pedoKcHOM
605e3HM NPOTUBOPEUBbI. BONbLUMHCTBO UCCneoBaTenen cumTaloT, UTo nHbekuua H. pylori okasbiBaeT 3aluT-
HbIli 3¢ deKT Ha 3aboneBaemMocCTb racTpossodareanbHol pednokcHon 6onesHun (FIPB). HeoaoHo3HauHble pe-
3yNnbTaTbl MOMyYEHbl U B OTHOLIEHWWN BAUAHUA 3paguKkaummn H. pylori Ha pa3sutue IIPB, pedniokc-a3odarnta u
CMMMNTOMOB, CBA3aHHbIX C peditokcom. B 6onblunHCTBE MeTaaHaNN30B He BbIABNEHO CYLIECTBEHHbIX Pa3iniunii
B pa3Butuu SPBb nocne apagukauuu H. pylori mexxgy nauvieHTamy ¢ 3pagukaLmen U naumeHTamm ¢ nepcucTu-
pytowen nHpekyren. Ho B page paboT coobLieHO O 3HAaUYNTENBHOM MOBbIWEHNY pucka MPB nocne ycneww-
HOW 3paAuKaLNOHHOM Tepanuun. bonblUMHCTBO NCCedoBaHUN NPOBEAEHO Ha KOropTe B3POC/bIX NMaLMeHTOB.
laHHble o BAusiHUM H. pylori Ha TeuyeHune MOPB y petein dparmeHTapHble. Ljese — oLeHUTb BNvAHKE 3pagn-
KaLWHHOW Tepanuu Ha TeuyeHne ractpossodareanbHon pedntokcHoM 60ne3HN y feTel WKOIbHOro Bo3pacTa.
Mamepuanel u Memoosbl. B uccnegoBaHue BKtoYeHo 55 geter ot 7 go 17 net 11 mecaues (cpepgHuii Bo3pacT
11,4+2,1 roga) c 3po3nBHOI Gopmoli racTpos3odareanbHom pedniokcHol 6onesHn. ChopMmMpoBaHO Tpu Fpymn-
bl HabnogeHna: nepas — H. pylori-no3nTrBHbIE MALMEHTbI C MPOBELEHHHOWN 3paAuKaLUOHHON Tepanuen,
BTOpaA — H. pylori-no3uTuBHbIE MaUMeHTbl 6e3 3paguKaLMOHHON Tepanun, Tpetba — H. pylori-HeraTuBHble
nauneHTbl. OLeHnBanacb AMHaMMKa KIMHUYECKMX CUMNTOMOB 1 3PO3MBHbIX U3MEHEHUI B nuweBoae. Pe3ye-
mamel. [py CPaBHUTENIbHOW OLeHKe KMHMYyeckoro tevyeHna MPB B rpynnax H. pylori-nuHnumnpoBaHHbIX 1
H. pylori-HeraTvBHbIX NaLMEHTOB 3HaYMTENIbHbIX OT/IMUUI He BbiABMEHO. /3Xora 1 anuractpanbHaa 6o5b oT-
MEUanuncb C paBHOM YacToTol B 0b6enx rpynnax. OTpbiXKa 4OCTOBEPHO Yalle oTMeyvanach B rpynne H. pylori-
HeraTuBHbIX NaLNEHTOB, @ PBOTa, HAOBOPOT, HECKONbKO Yalle B rpynne H. pylori-no3nTUBHbIX NaymMeHToB. Ya-
CTOTa 3HAOCKOMUYECKNX MPU3HAKOB 0OOCTPEHUA 3P03MBHOroO 330darmTta yepes 12-24 mecsAua Obina Takxe
cornocTaBUma B CpaBHMBaeMbix rpynnax: 7/20 (35,0%) B rpynne ¢ NpoBeAeHHOW 3paanKaLYIOHHON Tepanuen
n 8/20 (40,0%) 6e3 3paanKaLuMoHHOWN Tepanuu. Mpy 3TOM HaMMeHbLas YacToTa peunansoB 4/15 (26,8%) oT-
MeueHa B rpynne H. pylori-HeraTuBHbIX NauneHTOB. Bbei8odsl. dpagnkauma H. pylori He oka3bliBaeT 3HaUNMMOro
NPOTEKTUBHOIO WX HEraTUBHOIO 3pPeKTa Ha TeUEHNE SPO3UBHOMN GOPMbI racTpod30dareasnbHON pedioKc-

HOW 60Ne3HM y AieTell WKOJIbHOro BO3pacTa.

KnioueBble cnoBa: 2acmpo3s3ogpazenoHas pegptokcHasa 6onesHs, demu, H. pylori

INTRODUCTION

There are conflicting data on the role of H. py-
lori in the development of gastroesophageal re-
flux disease (GERD). In 1997, J. Labenz et al. first
suggested the hypothesis that eradication of
H. pylori could lead to the development of reflux
disease. And over the last 30 years, many studies
have shown that H. pylori infection is negatively
correlated with GERD. Moreover, most researchers
believe that H. pylori infection has a protective ef-
fect on the incidence of GERD in general [1-3].

Conflicting results have also been obtained
regarding the impact of H. pylori eradication in
relation to the development of GERD, reflux eso-
phagitis and reflux-related symptoms [4-6]. Xie
et al. performed a meta-analysis of cohort studies
and reported a significantly increased risk of GERD
in patients with successful eradication compared
to those with failed eradication (relative risk (RR)
1.70, 95% confidence interval (Cl) 1.30-2.23), and
a significantly increased risk in patients receiving
eradication therapy compared to those receiving
placebo (RR 1.99, 95% Cl 1.23-3.22) [7]. One re-
cent meta-analysis from 2020 also showed that
H. pylori eradication therapy increased the risk of
reflux esophagitis whether there were previous

cases of esophagitis (OR 1.46, 95% Cl 1.16-1.84,
p=0.01) or de novo reflux esophagitis (OR 1.42,
95% Cl 1.01-2.00, p=0.03). This fact was specific
for all studies, especially in Western populations
[8]. However, most meta-analyses have not found
significant differences in the development of
GERD after H. pylori eradication between patients
with eradication and patients with persistent in-
fection [9-11]. Nevertheless, Maastricht VI, re-
commends eradication therapy for patients with
GERD, taking into account that H. pylori is a first
class carcinogen [12]. As for children, the relation-
ship between H. pylori and diseases of the upper
digestive tract is probably even more complex.
Thus, in contrast to adults, there is no associa-
tion between H. pylori and functional dyspepsia
[13]. Most of the works devoted to the relation-
ship between GERD and H. pylori in children were
performed in 2000-2010. A. Moon et al. (2009),
in contrast to adults, showed a negative effect
of H. pylori on the formation of reflux esophagi-
tis in paediatric patients (mean age 8.2 years), the
odds ratio was 5.79 compared to H. pylori-nega-
tive patients [14]. J. Brazowski et al. showed that
Helicobacter pylori infection among children with
acid gastroesophageal reflux does not affect the
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prevalence of esophagitis. Thus, 13.8% of children
in the group with H. pylori infection and 18.3% in
the group without infection had esophagitis [15].
S.E. Zagorsky et al. also did not find any correla-
tion between clinical symptoms of GERD, H. pylori
and increased risk of erosive-ulcerative lesions of
the oesophagus in children and adolescents. The
authors based their study on medical check-ups
of 300 patients and H. pylori [16]. Paediatric clini-
cal guidelines for patients do not include recom-
mendations for eradication therapy in children
with GERD, resulting in the necessity to make an
independent decision on eradication therapy in
this group of patients [17]. Thus, studies on the
relationship between GERD and H. pylori infection
remain relevant.

AIM

To evaluate the effect of eradication therapy
on the course of gastroesophageal reflux disease
in school children.

MATERIALS AND METHODS

The study included 55 children from 7 to
17 years 11 months (11.4£2.1 years) with erosive
form of gastroesophageal reflux disease. The main
inclusion criteria: newly diagnosed symptoms of
dyspepsia, erosive changes in the oesophagus ac-
cording to fibrogastroduodenoscopy in children.
Helicobacteriosis was diagnosed on the basis of a
positive result of histological and/or rapid urease
test ("Helicobacter-test" of the Research Institute
of ECF, St. Petersburg). Initially all patients were
divided into two groups: the first — H. pylori-posi-
tive (40 children), the second — H. pylori-negative
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(15 children). Further, patients were divided into
two more groups (20 patients in each), depending
on the treatment tactics. Additional inclusion cri-
teria for the first group: eradication therapy, con-
trol endoscopic examination in 12-24 months,
absence of H. pylori according to histological or
rapid urease test. Additional inclusion criteria in
the second group: absence of eradication therapy,
control endoscopic examination in 12-24 months.
The final comparison was carried out among three
groups of patients: the first — H. pylori-positive
with eradication therapy (H. pylori+, eradication
therapy+), the second — H. pylori-positive wi-
thout eradication therapy (Hp+, eradication
therapy-), the third — H. pylori-negative patients
(Hp-). The dynamics of clinical symptoms and
erosive changes in the oesophagus were evalua-
ted. All obtained data were statistically processed
by means of STATISTICA v.6.1 (StatSoft Inc.) appli-
cation software package. Significance analysis of
differences in qualitative features was performed
using the x2 criterion. Differences at p <0.05 were
considered as significant.

RESULTS

No significant differences were found be-
tween clinical features of GERD in Hp-infected
and Hp-negative patients. Heartburn and epigast-
ric pain were noted with equal frequency in both
groups. Belching was significantly more frequent
in the group of Hp-negative patients, and vomi-
ting, on the contrary, was slightly more frequent
in the group of Hp-positive patients. In addition,
stool disorders in the form of constipation, diar-
rhoea and their combination were significantly

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

form of gastroesophageal reflux disease

Ta6bnuua 1. CpaBHMTeNbHasA XapaKTepuctuka CMMNTOMOB B rpynnax Hp-no3uTtuBHbiX U Hp-HeraTuMBHbIX NauueHToB
C 3po3uUBHOI $popMOIi racTposzodareanbHoi pedpaiokcHo 6onesHn

Cumnrom / Symptom Hp-I'IO?tI/I.TVIBHbIe/ Hp—HeraTMBHble/ b

Hp-positive (n=40) Hp-negative (n=15)
SnuracTpanbHas 6onb / 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
OTtpbixKa / 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
HapyLweHuna ctyna (3anopbi/anapes) / 7(17,5%) 8(53,3%) 0,008
Of stool disorders (constipation/diarrhea)
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Table 2. Dynamics of the main symptoms before and after treatment in the compared groups

Tabnuua 2. JuHaM1Ka OCHOBHbIX CUMMTOMOB [0 1 MOC/E JIeYeHNA B CpaBHBaEMbIX rpynnax

Mpynnbl HabnopeHus / Cumntom / Symotom o neyenusa / Mocne nevenusa /
Monitoring groups ymp Before treatment After treatment P
Hp+ apagukalmoHHas Bbonu / Pain 19 (95,0%) 20 (100,0%) 0,312
Tepanvia +/ Waxora / Heartburn 6 (30,0%) 3 (15,0%) 0,256
Hp+ eradication therapy +
OTpbixKa / 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 / Feel- 0 (0,0%) 0 (0,0%) -
ing of early satiety
HapyuweHusa ctyna* / Stool disorders* 3(15,0%) 1 (5,0%) 0,292
Hp+ spagukalmoHHas bonu / Pain 17 (85,0%) 16 (80,0%) 0,678
TepanvA-/ Wsxora / Heartburn 9 (45,0%) 8 (40,0%) 0,750
Hp+ eradication therapy—
OtpbixkKa / Belching 6 (30,0%) 6 (30,0%) 1,000
TowHoTa / Nausea 8 (40,0%) 5 (25,0%) 0,312
PsoTa / Vomit 4 (20,0%) 0 (0,0%) 0,036
YyBCTBO paHHero HacblweHus / Feel- 2 (10,0%) 2 (10,0%) 1,000
ing of early satiety
HapyweHua 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
TowHoTta / Nausea 3 (20,0%) 2(13,3%) 0,633
PsoTa / Vomit 0 1(6,7%) 0,312
YyBCTBO paHHero HacblweHus / Feel- 1(6,7%) 0 (0,0%) 0,312
ing of early satiety
HapyLeHua ctyna* / Stool disorders 8 (53,3%) 2(13,3%) 0,029

* 3anop n/unu guapes.

* Of stool disorders (constipation/diarrhea).

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

Ta6nuua 3. YactoTa 060CTpEHMii No AaHHbIM $pUGPOracTpPoAyOAEHOCKONMUM B CPaBHUBaEMbIX rpynmnax yepes 12-24 mecsaua

lpynna 1 pynna 2
(Hp+, apaavkaumoHHas
(Hp+, apagnkaymoHHan Tepanna-) /
Cragua 3aboneBaHus / Tepanua+) / grou 5 [pynna 3/ Group 3
Stage of the disease Group 1 pe (Hp-) (n=15)
Hp+ eradication Hp+}:—:‘radlcatlon
_ therapy-
therapy + (n=20) (n=20)
O6ocTpeHune / Aggravation 7 (35,0%) 8 (40,0%) 4 (26,8%)
Pemuccuna / Remission 13 (65,0%) 12 (60,0%) 1(73,2%)
p p,_,=0,744 p,_30,600
p,.5=0,051

OPI/IFI/IHAJ'IbeIE CTATBU
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more frequent in the group of Hp-negative pa-
tients. The results are presented in Table 1.

Subsequently, there was evaluated the
dynamics of the main clinical symptoms in
12-24 months. The proportion of patients with
complaints of heartburn, nausea, vomiting and
stool disorders slightly decreased in the group
of Hp-positive patients with the course of era-
dication therapy after the control period. Ho-
wever, the differences were statistically unre-
liable. The dynamics of symptoms in two other
groups (Hp-negative patients and Hp-positive
patients without eradication therapy) was also
insignificant. Significant differences concerned
individual symptoms only. The results are pre-
sented in Table 2.

The assesment of control endoscopic exami-
nation showed that the frequency of recurrence
of erosive esophagitis in the group of Hp-nega-
tive patients without eradication therapy was
8/20 (40,0%), which corresponded to the frequen-
cy of recurrence in the group of Hp-positive pa-
tients with eradication therapy — 7/20 (35,0%)
(p=0,744). At the same time, the frequency of
exacerbations was slightly lower in the group of
Hp-negative patients — 4/15 (26.8%). The results
are presented in Table 3.

DISCUSSION

No significant differences were found between
Hp-positive and Hp-negative patients when as-
sessing the severity of clinical symptoms of GERD.
Epigastric pain and heartburn were noted with
equal frequency in the groups of Hp-positive and
Hp-negative patients. Belching was more frequent
among GERD symptoms in Hp-negative patients.
Associated stool disorders in the form of consti-
pation, diarrhoea and their combination were also
more characteristic for Hp-negative patients. Sig-
nificant differences in the dynamics of symptoms
in 12-24 months in the groups of Hp-positive
patients after eradication therapy and without it
were not observed.

The frequency of endoscopic signs of recur-
rence of erosive esophagitis after 12-24 months
was also similar in the compared groups: 7/20
(35,0%) in the group with eradication therapy and
8/20 (40,0%) without eradication therapy. The
lowest recurrence rate of 4/15 (26.8%) was ob-
served in the group of Hp-negative patients. Thus,
eradication therapy had no significant positive or
negative effect on the recurrence rate in children
with erosive GERD.

ISSN 2221-2582

CONCLUSION

H. pylori eradication has no significant protec-
tive or negative effect on the course of erosive gas-
troesophageal reflux disease in school children.
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AOMNOJIHUTENbHAA UHOOPMALIUA

Bknap aBTOopoB. Bce aBTOpbl BHeCnn cylie-
CTBEHHbIV BKNag B pa3paboTKy KOHUenumm, npo-
BelleHMe uccnefoBaHMA W MNOAFOTOBKY CTaTbW,
npounu n ogobpunn GrHanbHy Bepcuio nepen
nyénmkaumen.

KoH}nuKT nitepecos. ABTOPbI AeKNapupyoT
OTCYTCTBUE ABHbIX Y MOTEHLMaNbHbIX KOHONNKTOB
WHTEpPeCoB, CBA3aHHbIX C NybnuKauuen HacTos-
Len cTaTbu.

UcTouHuK ¢puHaHCcMpoBaHuUA. ABTOpPbI 3anAB-
NAT 06 OTCYTCTBMW BHELWHEro GrHaHCMPOBaAHUSA
npv NPoBefeHNN NCCIefOBaHUA.

NHdopmupoBaHHOe cornacue Ha ny6nuka-
yuio. ABTOPbI MOAYUYUIM NUCbMEHHOe cornacue
3aKOHHbIX NpefcTaBuTenel NaynmeHToB Ha ny6nu-
Kauuio MeaNLMHCKNX AaHHbIX.
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