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Abstract

The frequency of detection and the degree of dissemination of the gastric mucosa by
the active form of Helicobacter pylori in 70 patients with chronic non-atrophic gastritis with
biliary tract dyskinesia (BTD) by hypotonic hypokinetic type and in 70 patients with chronic
non-atrophic gastritis with preserved function of the bladder were analyzed. In the group of
patients with BTD according to the hypotonic hypokinetic type, the frequency of occurrence
of the active form of Helicobacter pylori infection in different topographic zones of the
stomach ranged from 24.3% to 35.7% with a moderate degree of mucous contamination - (+),
while in the group of patients with preserved the function of the gallbladder, the frequency of

occurrence of the active form of Helicobacter pylori infection in different topographic zones
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of the stomach ranged from 61.4% to 71.1% with a moderate degree of dissemination of the
mucous membrane (++).

Key words: chronic non-atrophic gastritis, hypotechnical hypokinetic type of
hyperplasia of hyperplasia, preserved gallbladder function.

V]IK 613.33-002.2-008.87+616.361

YacroTa BUSIBJIEHHS aKTUBHOI hopMH restiko6aKkTepHoi iHdekuii y XBopux Ha
XpoHiYHMIT HeaTpodiuHMii racTpUT 3i AMCKiHe3i€10 J)KOBYOBMBIIHUX LJISIXIB 32

rinoTOHIYHUM TinOKiHETHYHUM THIIOM i 3i 30epe:keH010 PYHKII€I0 )KOBYHOI0 MiXypa

P. M. KopoJjienko, A. O. ABpaMeHKO

Pesrome

Byno mpoananizoBaHO 4acTOTy BHUSIBICHHS 1 CTYIiHb OOCIMEHIHHS CJIM30BO1 IUTYHKA
aKTUBHOIO (popMOIO TelikoOakTepHOi iHdekiii y 70-TH XBOPUX HA XPOHIYHUN HeaTpohIIHUI
racTpUT 3 JUCKiHe31€r0 x)oBYOBMBIAHUX NUIsiXiB (JIDKBIII) 3a rimnoTOHIYHUM TIMOKIHETUYHUM
TAroM 1y 70-TH XBOpUX Ha XPOHIYHHH HeaTpodIyHUN TacTpuT 31 30epekeHOI0 (YHKITIEIO
)KOBYHOTO Mixypa. ¥ rpyni xBopux 3 JDKBII mo rimoToHIYHOMY TIMOKIHETHYHUM THUIIOM
4acTOTa BHSBJICHHS aKTUBHOI (OopMH TelikoOakTepHOi iHGeKIii y pi3HUX TomorpadiaHux
30HaxX HUTyHKa KoJsimBanacs Bin 24,3% no 35,7% npu cepeqHbOMY CTyHEeHI OOCIMEHIHHS
CM30BO1 - (+), B TOM 4ac SK y TpyIi XBOPHUX 31 30€peKeHOI0 (DYHKIIIEI0 KOBUYHOTO MiXypa
4acTOTa BUSIBIICHHS akTUBHOI ¢opMu remikoOakTepHOi iHGeEKIii y pi3HMX TomorpadpiuHux
30HaxX HUTyHKa KosimBanacs Bim 61,4% nmo 71,1% npu cepenHboMy cTymeHi OOCIMEHIHHS
CIIM30BO1 - (++).

KuarwuoBi cioBa: xponiunuii Hearpodiunmii racrpurt, [I?KBII 3a rinoroHivnnM

riMnOKiHeTHYHUM THIIOM, 30epeskeHa (PyHKIIsA ;KOBYHOI0 MiXypa.
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YacroTa BbISIBJICHUS] AKTHUBHOH (OPMBI XeTUKO0AKTepHOI HHPEeKIUH Y 60JIbHBIX
XPOHHYECKHM HeATPO(PHUYECKUM raCTPUTOM € JMCKHHEe3Hel KeJT4eBbIBOAAIMX MyTeil
110 TMIIOTOHUYECKOMY T'HIIOKMHETHYECKOMY THILY H € COXpaHEéHHOM pyHKIMeln

KEJTYHOT0 IMy3BIPS

P. H. Koposienko, A. A. ABpaMeHKO

Pesrome
boum mpoaHanuM3MpoOBaHBl YACTOTa BBIABIECHUS U CTENEHb OOCEMEHEHHUS
CIIM3UCTON JKelyAKa aKTUBHOW (opmoil xenukoOakTepHOW HHPeKknuu y 70-Tu OOJBHBIX
XpPOHUYECKUM HEaTpoPUUECKUM TaCTPUTOM C JUCKUHE3WEH JKEITUEBBIBOAAIIMX IyTeH
(J7KBII) mo runoToHMYECKOMY F'MIOKHHETHYECKOMY TUITY U 'y 70-TH OOJbHBIX XPOHUYECKHUM
HeaTpo(UYECKUM TacTPUTOM C COXpaHEHHOM ¢yHKuMeHd >KET4HOro my3eips. B rpymme
6ombHBIX ¢ JIDKBII o runotoHn4eckoMy TMIOKMHETHYECKOMY THITY YacTOTa BCTPEYaEMOCTH
aKTUBHOM (hOPMBI XeTMKOOAKTEPHON MH(EKIIMK B pa3HBIX TOMOrpapruecKUX 30HAX KeEIyIKa
koJsiebanach ot 24,3% 1o 35,7 % npu cpeaneit creneHn 00CEMEHEHUs CIM3UCTOH - (+), B TO
BpeMsl Kak B Tpynne OOJbHBIX C COXpaHEHHOM (QyHKIMEH >MXEITYHOro IMy3bIps 4YacToTa
BCTPEYAEMOCTH aKTUBHOU (POPMBI XeTUKOOAKTEpHON MH(PEKIINA B Pa3HBIX TOMOTpadhUIECKUX
30Hax >kemyaka kojebamack ot 61,4% mo 71,1 % mpu cpemHell cTemneHH OOCEMEHEHUS
CIIM3HUCTOM - (++).
KinwueBbie cjioBa: XpoHudeckuii Hearpopuueckmit racrpur, J2KBII mno
TMIIOTOHMYECKOMY THIOKHHETUYECKOMY THIy, COXpaHEéHHAsT QYHKIHUA KEJTIYHOTO

Nny3bIpsl.

Introduction. The development of chronic Helicobacter pylori, which under certain
circumstances turns into a destructive form, called peptic ulcer disease, is influenced by
various factors [4]. All factors affecting the development of chronic non-atrophic gastritis are
characterized by one common property — the effect on the active form of Helicobacter pylori
infection (HP): both for the factors that kill this form (antibiotics, bismuth preparations) and
for the factors that convert the active form of the bacterium into inactive (cocco-shaped) form
(proton pump inhibitors) [7, 8, 9, 10, 11, 12, 14, 15, 16, 17]. One of the factors affecting the
active form of HP infection is bile reflux [1, 13], but in the available literature there are no
data on the effect on this process of this form of biliary tract dyskinesia (BTD), as

hypotensive hypokinetic type, and was the reason for the study of this issue.
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Purpose of the study. To study the frequency of detection of the active form of
Helicobacter pylori infection in patients with chronic non-atrophic gastritis with biliary
dyskinesia by hypotonic hypokinetic type and in patients with chronic non-atrophic gastritis
with preserved function of the gall bladder.

Materials and research methods. On the basis of the clinical department of the
problem laboratory for chronic Helicobacter pylori at the Black Sea Petro Mohyla National
University and the functional diagnostics of the 4th hospital in the city of Nikolayev, 140
patients with chronic non-atrophic gastritis were comprehensively examined. The first group
consisted of 70 patients with BTD on the hypotonic hypokinetic type, the second - 70 patients
with the preserved function of the gallbladder. The age of patients ranged from 18 to 72 years
old (average age was 39.6 + 0.9 years). There were 54 men (38.6%), 86 women (61.4%).

The study was carried out in compliance with the basic bioethical provisions of the
Council of Europe Convention on Human Rights and Biomedicine (dated 04.04.1997), the
Helsinki Declaration of the World Medical Association on the Ethical Principles of Scientific
549 Medical Research with Human Participation (1964-2008), and the MOH Order Of
Ukraine No. 690 of September 23, 20009.

Comprehensive examination included: step-by-step enteric pH - metry on VN
Chernobrovyi methodology, esophagogastroduodenoscopy (EGDS) with generally accepted
method, double HP's testing: test for urease activity and microscopy of stained by Giemsa
smears, material for which was taken during endoscopy of 4 topographical zones: from the
middle third of the gastric antrum and body division on the big and small curvature with our
developed methodology, which allows you to define and the presence of intracellular "Depot™
of HP infection (in the presence of a tumor - departing 1 cm from the edge of the tumor) as
well as histological studies of the gastric mucosa, the material for which is taken from the
same zone and from the edges of the cancer, using a generally accepted method taking into
account recent classifications [2, 6]. To calculate the average level of acidity, we used
conventional units (CU) [3].

The sequence of the examination: after collecting the anamnesis, the patients were
subjected to pH-metry, and then - endoscopy with biopsy sampling for testing HP and
histological studies of the gastric mucosa. The study was conducted in the morning, on an
empty stomach, 12-14 hours after the last meal. After a comprehensive examination, the
patients underwent an ultrasound scan with a food load according to the standard technique
[5]. The results of ultrasound became the basis for dividing patients into groups. The obtained

data were processed statistically using t-student test with the calculation of average values
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(M) and the estimated probability of deviations (m). Changes were considered statistically
significant at p <0.05. Statistical calculations were performed using Excel spreadsheets for
Microsoft Office.
Research results and discussion. The data obtained when conducting pH-metry, are
shown in table 1.
Table 1.
Acidity level in patients with chronic non-atrophic gastritis with BTD on hypotonic
hypokinetic type and with preserved gallbladder function

Frequency of identified different levels of acidity in
patients with chronic non-atrophic gastritis with
The level of acidity BTD according to hypotonic hypokinetic type and
with preserved function of the gall bladder
1st grou 2nd group
Number of Number of
patients % patients %
(n=70) (n=70)
Hyperacidity expressed 8 11,4 11 15,7
Hyperacidity moderate 6 8,6 5 7,1
Normacidity 25 35,7 22 31,4
Hypoacidity moderate 14 20 9 12,9
Hypoacidity expressed 16 22,9 23 32,9
Anacidity 1 1,4 0 0

Note: n-the number of studies

In a comparative analysis of the level of acidity in groups in the 1st group, the acidity
was 11.1 + 0.63 CU, in the 2nd - 11.3 £ 0.58 CU, which corresponded to the basal
normacidity minimal in both groups.

When conducting EGDS in patients of the 1st group, an active ulcerative process was
detected in 2 (2.9%) patients in the duodenum, in 8 (11.4%) patients there were
manifestations of past ulcers of the duodenal bulb in as a scar deformity of varying severity.
In 9 patients (12.9%), the presence of bile was detected in the stomach cavity.

When conducting EGD in patients of the 2nd group in 4 (5.7%) patients an active
ulcerative process was detected in the duodenum, and in 2 (2.9%) patients an active ulcerative
process was detected in the stomach; erosive-ulcerative bulbit was detected in 3 (4.3%)
patients; in 12 (17.1%) patients there were manifestations of duodenal ulcer ulcers transferred
in the past in the form of cicatricial deformity of different severity. In 5 patients (7.1%), the

presence of bile was detected in the cavity of the stomach.
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When analyzing the data of histological studies in all patients in 100% of cases, the
presence of chronic non-atrophic gastritis was confirmed in both the active and inactive stages
of varying severity.

When testing for HP, the identification of the active form of Helicobacter pylori
infection was different in different groups. The data on the identification and degree of
seeding of the gastric mucosa by HP infection by the topographic zones of the stomach are
presented in tables 2, 3.

Table 2.
The frequency of detection and the degree of dissemination of the gastric mucosa by the
active form of HP - infection by topographically zones in patients with chronic non-
atrophic gastritis with BTD with hypotonic hypokinetic type (n = 70)

The degree of contamination of the
Topographic zones of the Detection gastric mucosa by HP -infection by
stomach frequency, topographic zones stomach
% (+) / (Mm)
1. Antrum, middle one-third, 21 (30%) 0,67 £ 0,08
greater curvature
2. Antrum, middle third, small 20 (28,6%) 0,67 = 0,08
curvature
3. Body of the stomach, 17 (24,3%) 0,63+0,10
middle third, greater curvature
4. Body of the stomach, 25 (35,7%) 0,84 £ 0,10
middle third, small curvature

Note: n-the number of studies
Table 3.
Detection rate and seeding rate of the gastric mucosa by the active form of HP- infection
by topographic zones in patients with chronic non-atrophic gastritis with preserved
gallbladder function (n = 70)

The degree of contamination of the
Topographic zones of the Detection gastric mucosa by HP -infection by
stomach frequency, topographic zones stomach
% (+) / (Mxm)
1. Antrum, middle one-third, 44 (62,9%) 1,67 £ 0,10
greater curvature
2. Antrum, middle third, small 43 (61,4%) 1,53 +0,10
curvature
3. Body of the stomach, 48 (68,6%) 1,81 +0,10.
middle third, greater curvature
4. Body of the stomach, 54 (77,1%) 2,09 +0,10
middle third, small curvature

Note: n-the number of studies
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A comparative analysis of data on the average degree of dissemination of the active
form of HP-infection of the gastric mucosa by topographic zones in the examined patients of
the 2nd group, the degree of dissemination was significantly higher in all zones than in
patients of the 1st group (p <0.05), While in a comparative analysis of data on the average
degree of dissemination of the active form of HP infection of the gastric mucosa by
topographic zones within the 2nd group itself, a significantly higher degree of dissemination
was on the mucosa in the body of the stomach along the lesser curvature (p <0.05).

These results are explainable from the point of view of the effects of bile (especially
deoxycholic and chenodeoxycholic acids) and pancreatic juice, which get into the stomach
with duodeno-gastric reflux, on the active form of HP infection [1, 13]. When the contractile
function of the gallbladder is impaired as hypotonia, bile and pancreatic juice enter the
duodenum with a delay, which leads to a violation of antroduodenal coordination and the
formation of duodenal-gastric reflux [1, 4]. In this case, the HP infection passes into an
inactive (cocci-shaped) form, which, unlike the active form, cannot be fixed on the mucous
membranes and is quickly washed off during the meal and due to the peristaltic wave in the
intestine, and especially from the mucous membrane of the antrum. smoother relief. In the
body of the stomach, where the mucous due to folding is more prominent, inactive forms are
less prone to the washing process, and the active forms are more protected from the effects of
reflux, especially along the lesser curvature, where contact with bile and pancreatic juice is
the least [14]. A decrease in the concentration of active forms on the gastric mucosa leads to a
decrease in the concentration of residual ammonia (RA) in the cavity of the stomach and
reduces the likelihood of the process of ulceration not only in the duodenum, but also in the
stomach [4], which is confirmed by our research.

Conclusions and prospects for further research.

1. Biliary dyskinesia of the hypotonic hypokinetic type more often than when the
function of the gallbladder is preserved, accompanied by duodeno-gastric reflux, which
adversely affects the active form of HP infection.

2. Reducing the level of contamination of the gastric mucosa with active forms of HP
due to a decrease in residual ammonia reduces the risk of ulceration not only in the
duodenum, but also in the stomach.

The prospect of further research is the study of the degree of dissemination by active
forms of NR infection of the gastric mucosa in patients with chronic non-atrophic gastritis

with BTD with hypertonic hyperkinetic type.
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