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The data analysis of the results of complex examination of 43 patients with osteochondrosis were
presented. From in 30 (69.8 % ) of patients who were identified gastroesophageal reflux disease,
in 100% pathology of the thoracic spine, as well as the presence of chronic non-atrophic gastri-
tis with a high degree of colonization of the gastric mucosa by Helicobacter pylori infection.
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Introduction. Gastroesophageal reflux disease (GERD) is rightly called the disease
of the 21st century. The number of patients with GERD grows each year, which takes
on the character of the epidemic. It is considered to be the cause of this disease is
uncontrollable spinning of gastric juice into the esophagus from the so-called acid
pocket, resulting damage to the esophageal mucosa [6]. However, our previous studies
did not concider these acidic throws to be the main in this pathological process: ac-
cording to our research the basis of this pathology are alkaline ammonium hydroxide
solution throws-the product of vital activity of Helicobacter pylori infection [3]. How-
ever, the main problem for the solution of this problem is suspence of the main ques-
tion: why does the insufficiency of the lower esophageal sphincter emerge? The search
for an answer to this question have become the occasion for our research.

The purpose of the research is to identify the prevailing zone of involvement of
spine by osteochondrosis and assess the condition of gastric mucosa of patients with
insufficiency of the lower esophageal sphincter.

Materials and methods. It was comprehensively surveyed 43 patients with osteo-
chondrosis (presence of osteochondrosis was confirmed by radioscopy) which were
treated in terms of the rehabilitation center (Center for progressive medicine and
rehabilitation “Rea + Med”, Nikolaev city) and who had complaints about the viola-
tion of the gastrointestinal tract-heartburn, feeling of heaviness in the stomach after
eating, constipation or irregular frequent stools.

The age of patients ranged from 37 to 62 years (the medium age was 46.2 £ 0.19);
male — 25 (58.1 %), female —18 (41.9 %).

Complex examination of patients included: step-by-step enteric pH-metry based
on V. N. Chernobrovii methodology [9]; esophagogastroduodenoscopy (EGDS) with
generally accepted method [5], double HP infection testing (urease test and microscop-
ing stained by Giemsa smears), biopsy is a multistage material for which is taken from
the 4 topographical stomach zones: from the middle third of the stomach: antrum and
body division of the stomach on the great and small curvature, with the developed by
us technique [7], as well as histological study of the condition of the stomach lining
of these same zones, according to the most recent classification [5].

Sequence of inspection: after the anamnesis first was conducted pH-metry, then-
esophagogastroduodenoscopy with biopsy material for testing in HP and histological
studies of the stomach mucosa. The study was conducted in the morning, fasting, in
12—14 hours after the last meal. When identifying during endoscopy incomplete clos-
ing of the lower esophageal sphincter was conducted extra multiplanar rengenoscopy
and radiography of esophagus [8].

The data obtained were processed statistically using Stedent’s ¢-test with the com-
putation of averages (M) and perhaps the likelihood of deviations (m). The changes

© A. A. Aspamenxo, T. M. d6mnouckas, 2016



A. A. Aepamenxo u dp. Yacrora soigpiaenus TOPB y GoabHBIX ¢ 0CTEOXOHAPO30M 71

were considered to be statistically significant at P < 0.05. Statistical calculations were
performed using tables Excel for Microsoft Office.

Results and their discussion. During analysis of obtained results it was found
that 30 (69.8 %) patients when performing endoscopy and additional polipositional
fluoroscopy and radiography of esophagus it was found gastroesophageal reflux disease,
which had 21 (48.9 %) patients, according to the most recent classification, repre-
sented non-erosive reflux disease, and 9 (20.9 %) —reflux esophagitis (Level A) [4].

When determining the level of acidity levels were identified, which correspond:
hyperacidity moderate — in 2 (4.7 %), normacidity — in 8 (18.7 %), hypoacidity mod-
erate — in 18 (41.7 %) and hypoacidity expressed — in 15 (34.9 %) cases.

When carrying out the EGDS and histological studies of the mucosa in all patients
in 100 % of cases have confirmed the existence of chronic gastritis in both active and
inactive form.

When testing on HP Helicobacter infection was detected in 100 % of cases. Data
on the extent of the gastric mucosa semination of HP infection on topographical zones
of the stomach are shown in table.

Degree of gastric mucosa semination of HP infection on topographic zones (n = 43)

Topographic zones of the stomach

Antrum (M = m) / (+) Body of stomach (M + m) / (+)
Great curvature | Small curvature Great curvature | Small curvature
213 + 0.11 212 +0.11 211+ 0.11 210 £ 0.11

Note: n — the number of studies.

During the analysis of obtained data on the extent of the gastric mucosa semina-
tion of HP infection, there is a lack of reliable differences (P > 0.05) of this indicator
for topographical zones and high degree of gastric mucosa semination of HP infection
in all topographical zones. When analyzing the frequency of detection of GERD rela-
tively spine injured with osteochondrosis, it was found that all 30 (69.8 %) patients
in 100 % of cases there was a pathology of the thoracic spine.

The obtained data are explicable in terms of innervation of the lower sphincter: seg-
mental distribution of the visceral sympathetic nerve innervating the lower part of the
esophagus meets Th5-6 spinal cord [10]. The presence of thoracic spine osteochondrosis
violates normal innervation that leads to weakening of the lower esophageal sphincter
tone. Presence in 100 % of cases of patients of chronic non — atrophic gastritis with high
concentration of HP infection on gastric mucosa enhances severe intraventricular pressure
due to a gas mixture that is formed as a result of vital activity of bacteria [1-3]. These
two factors, from our point of view, are fundamental in the formation of GERD.

Conclusions. 1. Osteochondrosis of the thoracic spine and chronic non-atrophic
gastritis are the leading factors in the formation of the GERD. 2. Osteochondrosis of
the thoracic lowers the tone of the lower esophageal sphincter. 3. The presence of
Helicobacter pylori infection on gastric mucosa with high degree semination raises
severe intraventricular pressure.
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YACTOTA BUSIBJEHHSI TACTPOE3OMATEAJIBHOT PEDJIIOKCHOT XBOPOBU
Y XBOPUX, IKUX JIIKYBAJIM B YMOBAX PEABIJIITAIIMHOTO IIEHTPY
3 I[TIPUBOAY OCTEOXOHAPO3Y

A. O. Aspamenxo, T. H. Ab6noncoxa (Mukomais)

VY3arasibHeHi pe3yJibraTu KOMILIEKCHOTO 0OCTeXeHH st 43 XBOPUX 3 IIPUBOJY OCTEOXOHAPO3Y. Y 30
(69,8 %) maiieHTiB, y SKUX MIarHOCTOBAHO racTpoesodareaibHy pedJIKCHY XBOpoOy, BUSIBJIEHI
NATOJIOTIYHI 3MIHU TPYAHOTO Biiny XpeOTa, a TAKOK 03HAKKU XPOHIUHOTO HEaTpo(piuHOro TacTpUTy
3 BUCOKHMM CTyIleHeM 0OCiMeHIHHS cin30BoI 00omoHku niyHka Helicobacter pylori.

Kiaouori ciaoBa: ocTeoXoHAPO3, rejikobakTepHa iHGEKIis, HeIOCTaTHICTh HUKHBOTO
CTpaBOXiAHOTO cinKTepa, TacTpoesodareanbta pedriokcHa XBopooba.

YACTOTA BBIABJIEHNSA TACTPO230MATEAJIBHOM PEGJIIOKCHO BOJIE3HU
Y BOJIbHBIX, TIPOXOAMBIINX JIEHEHWE B PEABMJIMTAIIMOHHOM IHEHTPE
I1O ITIOBOAY OCTEOXOHAPO3A

A. A. Aepamenxo, T. M. d6aonckas (Hukomnaes)

O6006111eHbI Pe3YJIBTATH KOMILJIEKCHOTO 06cienoBanus 43 GOJbHBIX M0 TTOBOLY OCTEOXOHPO3a.
V¥ 30 (69,8 %) 60JIbHBIX C AMATHOCTUPOBAHHOU TacTpo3sodareaibHoil pedroKCHON 60JIe3HbI0 00HA-
PY’KeHBI TTaTOJIOTHYECKHE U3MEHEHUsI B TPYIHOM OT/IeJie TTO3BOHOYHUKA, a TAKKe TTPU3HAKH XPOHH-
YECKOTO HeaTpo(UIECKOTO racTPUTA ¢ BBICOKOI CTENMEHBI0 0OCEMEHEHNsI CIM3UCTON 060J0UKN Ke-
aynka Helicobacter pylori.

KiioueBble cioBa: 0CTEOXOHIPO3, TelnKobaKTepHast WHMEKIUS, HEeLOCTATOYHOCTh HUKHETO
UIIEBOAHOTO chuHKTEPa, racTpossodareaibhas pedriokcHast 60Te3Hb.
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OIIHKA IIOPYHIEHD ITPO®LIIO IUTOKIHIB ¥ BIJI-
IHOIKOBAHUX, XBOPUX HA XPOHIYHUI TEHNATUT C
ABO KO-IHO®EKIIIO BLJI/XTC
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IIpoghine yumoxinie docnioxcenuii y cuposamui kposi 107 nauienmis, 3 nux 35 BLI-ingixosanux,
36 xeopux na xponiunui zenamum C (XI'C) i 36 — na xo-ingexuyiro BIII/XTC. Y xeopux na
XI'C ussneno docmosipie 3nuicenis nOPieHANO 3 KoHmpoem, pieus IJI-2, s6irvwenns emic-
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