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The purpose of the study is to statistically analree condition of the gastric mucosa affected bijddbacter pylori in
young people engaged in sports. Studies of chgastritis type B in student volunteers involvedorts. In 92% of cases, chronic
gastritis were Helicobacter pylori-associated. Betwthe degree of contamination of the mucous mamebwf Helicobacter pylori
and the degree of leukocyte infiltration of the mus membrane, the Pearson correlation coefficigid 6.935, the correlation is
very strong, the determination coefficient is B=r0.874, the critical value of the correlation caméint with a probability of
0.95-0.2732, the critical value of the correlatiomefficient with a probability of 0.99-0.3511, coanimg the correlation
coefficient ky with a critical & value for a significance of 0.95yPrer, comparing the correlation coefficiery with a critical &
value for a significance of 0.99yPrcr to the covariance coefficient is 521.641, this etk possible to conclude a statistically
significant dependence with a probability of 0.9Bus, chronic atrophic Helicobacter pylori-assamiagastritis is a common
disease of young people engaged in sports, arghisat among precancerous diseases of the stomach.
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The work is a fragment of the research project “Resion of health savings technologies in phys&dlication in the
conditions of European integration of Ukraine”, staegistration No. 0117U003236.

Recently, diseases of the digestive system occupsading place not only in Ukraine, but
throughout the world (70%). Sports are often accamgx by the risk of chronic gastritis. It shoulel b
emphasized that excessive and irrational trairoag$ can be one of the important factors in thammence
of chronic gastritis, especially if they are condalnwith a violation of diet. The most common disecab
gastroenterology is chronic gastritis. It takes sleeond place in athletes after cardiovascularadese
Chronic gastritis can occur: type A (autoimmungpet B (bacterial) and type C (chemical reactivéuref
gastritis) [12]. Chronic type B gastritis is ananfious inflammation of the gastric mucosa, thelegical
factor of which is Helicobacter pylori. The latisrtransmitted by the alimentary route and is prese6
out of 10 people. Many people are infected witkirice childhood [2]. Its pathogenic effect is tleetial
neutralization of the acidic environment of thenséeh, destruction of the integumentary epitheliumd a
the epithelium of its glands [15]. The leading &adh chronic gastritis is heredity, and the gemtthdency
to the disease itself [5].

Athletes are quite vulnerable to this disease, Uzdhey are constantly under the influence of
endogenous and exogenous factors that contributeetdefeat of Helicobacter pylori [9]. These imgu
violation of the principle of rational nutritionr(egular and large intervals between meals, eslhediaring
competitions, bad habits in the form of overeataigphol consumption, smoking, prolonged use ofdru
the presence of food additives in food, poor emnmental situation, poor quality food) [7].

There is the problem of food allergies (type A gtstis autoimmune), which is characterized by
a change in the body's response to protein intakeammune system takes for an antigen. An exawiple
such a product can be meat, fish, eggs, whichéegral components of sports nutrition [8]. Daitlilate's
body is subject to great physical exertion; it ni®yone of the factors of gastritis. Excessive ptafsi
exertion inhibits the functioning of the stomacll deads to secretory insufficiency. Type C gastiiiof
a chemical nature and may be caused by the userwfirc non-steroidal anti-inflammatory drugs [11].
Thus caused, duodenogastric reflux leads to theatleff the gastric mucosa, mainly antrum, bile gcid
their salts, pancreatic enzymes, lysolecithin athérncomponents of the duodenum [1].

Despite frequent medical examinations of an athieig difficult to detect chronic gastritis inrhi
Athletes often hide the symptoms of chronic gastrignduring even pain, is one of its symptoms.[10]
Most often, a person feels discomfort in the vedepylori-duodenal region, nausea after eatingrttern,
intestinal upset, existing yellow-white plaque e tongue [6]. Diagnosis is carried out in the faMm
gastroscopy, gastro biopsy [13].

Elimination of chronic gastritis in athletes isgad out by clinical nutrition, vitaminization, adal
effect on the gastric mucosa. It is recommendedficse training.

© A.V. Kharchenko, V.S. Cherno, 2020
238



| SSN 2079-8334. Ceim meouyunu ma oionozii. 2020. Ne 3 (73)

The purposeof the study was to provide a statistical analgéithe state of the gastric mucosa of
the affected Helicobacter pylori in young peopleadived in sports.

Materials and methods.The work put the results of the study of chronistgtis of type B in
students of our university volunteers. The studg atéended by students of 1-4 courses aged 17ytea2s,
only 25 people. Among the latter were 13 men an@d@en. In them, by agreement, gastrobiopsies were
taken in the endoscopy room of the regional hasfaitdurther study. Ethics and bioethics were sxtpd.

Ethics Commission of the Petro Mohyla Black Seaidwal University noted that the study was
carried out without violations by the students &ddThe latter were fully aware of the methods seape
of the study. The study has been conducted voliyntand anonymously in accordance with the
requirements and standards, model regulationstoosessues of the Ministry of Health of Ukraine.No
690 of September 23, 2009.

The colonization of Helicobacter pylori infectiamthe condition of the gastric mucosa was studied
on semi-thin sections made of epoxy blocks (EPOR)).8Gastrobioptatas of the gastric mucosa for the
study were taken from the pyloric region of these¥scurvature and body of the stomach.

The fixative was a 10% neutral formalin solutiorét cold glutaraldehyde solution in phosphate
buffer at pH 7.4. The quality assessment of thaiobtl samples was carried out using a stereoscopic
microscope. After a leak in the epoxy resin, tissue blocks were placed in a capsule filled witine
where the material was polymerized gradually @naperature of 35°, 45° and 60°24 hours each.

With paraffin or epoxy units of different topograftatomic parts of the gastric mucosa in a
microtome MPS-2 received slices, which were placeal tray for slices and stained with haematoxylin
and eosin and toluidine blue (to Helicobacter ititetpylori study) by conventional schemes and gdhac
in Canada balsam.

In the remaining stained sections, except for githelial components, the dye allows to detect the
bacteria Helicobacter pylori.

When establishing the forms of chronic gastritiassification of chronic gastritis, adopted at the
9th International Congress of GastroenterologistSydney (1990). The following morphological forms
of chronic gastritis were distinguished:

1) by etiology: an autoimmune associated with pgldrelicobacterium (HP); special form
(eosinophilic, granulomatous);

3) according to the degree of morphological sigiaschanges; flat erosive; atrophic; hyperplastic;

4) the nature of gastric secretion: with presenggdincreased secretion; with secretory
insufficiency.

To quantify the degree of contamination of the riashucosa of Helicobacter pylori, bacteria were
counted in a field of view x 600. There are weakt{20 bacteria), moderate (up to 50 bacteriahayid(more
than 50 bacteria) degree of contamination. Infibiid of view, a semi-quantitative assessment efdbgree of
leukocyte infiltration of the gastric mucosa wasogberformed. When rare disseminated polymorpheatcl
leukocytes were found in inflammatory infiltratesdain the layer of pathogenic epithelium, the degré
leukocyte infiltration was assessed as poorly esga@ and, in the form of fields, as expressed.

The results obtained from morphometric studies wadistically processed using standard
methods of variation statistics. The significanéediéferences in the average compared indicators wa
evaluated by the criteria (t) of the Student. Thféeence between comparable values was considered
significant if the permissible error (p) was lelsari 0.05.

i T g Y B B TR Results of the

0] dr g study and their

discussion In 92% of
chronic gastritis were
Helicobacter  pylori-
associated, among them
one form or another
prevailed.

Mainly superficial
gastritis (fig. 1a), the
initial atrophic gastritis
(fig. 1b) were found in

a) ) - the body of the
Fig.1: a) Superficial gastritis. Coloring hematarygosin. Mag. 180; b) Initial atrophic gastritis.stomach
Inflammatory infiltration is common below the foudaolayer. Coloring hematoxylin-eosin. Mag. 180. '

In other parts of the stomach, pronounced atrogdustritis (fig. 2a) prevailed, with varying degrees
of severity in the pyloric region being 95.2+4.1%,the minor curvature 88.3+6.2% and in the body
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58.84+8.5% of all observations. The expressed famthe listed departments respectively amounted to
42.1+8.6%; 32.4+8.1%); 41.2+8.6%.

5

The bacteria Helic-
bacter pylori were located
within the pathogenic
epithelium on the tops of
the ridges, their lateral
surface and deep in the
pits. Often they were
introduced between
epithelial cells, violating
the integrity of their layer
(fig. 2b).

At these sites, the
number of  polymo-
b) rpho_nuclear I(_eukocytes of
Fig.2: a) Pronounced atrophic gastritis. Atrophytied glands. Lymphoid accumulations in the/arymng Sev_e”ty’ based on
form of a follicle. Coloring hematoxylin-eosin. Ma§80; b) Helicobacter pylori bacteria in the gastr the rollers in the genere
mucosa. Semi-thin cut. Staining toluidine blue. M&@O. infiltrate that ha Iymphc—
plasmacytic character, varied in the degree ofritgve
Bacteria were found in all parts of the stomach, diigh degree of seeding was more often
observed in the mucous membrane of the pyloric i@t and the lesser curvature of the stomach,
compared with the mucous walls of the body of thensich (42.2+9.1 and 16.0£6.0; p<0.05).
Conversely, a low degree of infection of Helicoleacpylori was more often in the mucous
membrane of the walls of the body of the stomaompared with the mucous membrane of the pyloric
department and the lesser curvature of the storf@dcB+10.1 and 15.0+6.1; p<0.05). A moderate degree
of dissemination of Helicobacter pylori of the gésinucosa in all its parts was evenly distributed.
The intensity of leukocyte infiltrate correlateglwihe degree of seeding of Helicobacter pylori of
the gastric mucosa (fig. 3—4).
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Fig. 3. a) Pyloric. A) The frequency of the variaegrees of contamination of Helicobacter pyloritef gastric mucosa; B) Frequency
of varying degrees of leukocyte infiltration: 1 kiéw, 2 kV—moderate, 3 kV—high degree in percent.(%)

b) Small curvature. A) The frequency of the varidegrees of contamination of Helicobacter pylotiaf gastric mucosa; B) Frequency
of varying degrees of leukocyte infiltration: 1 kiéw, 2 kV—moderate, 3 kV—high degree in percent.(%)
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Fig. 4. a) The front wall of the body. A) The fremey of the various degrees of contamination ofddbkcter pylori of the gastric mucosa;
B) Frequency of varying degrees of leukocyte irdiibn: 1 kV—low, 2 kV—moderate, 3 kV—high degreeercent (%);

b) Rear wall of the body. A) The frequency of tlaeigus degrees of contamination of Helicobacteopwlf the gastric mucosa. B) Frequency
of varying degrees of leukocyte infiltration: 1 kiéw, 2 kV—moderate, 3 kV—high degree in percent.(%)
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A decrease in the degree of bacterial contaminatighe gastric mucosa from the pyloric region
and the lesser curvature to the body walls wasatede The degree of leukocyte infiltration decrsasigh
a decrease in bacterial contamination.

Between the degree of contamination of the mucoemionane of Helicobacter pylori and the
degree of leukocyte infiltration of the mucous meante, the Pearson correlation coefficienis 0.935,
the correlation is very strong, the determinatiaefticient is D=k,°-0.874, the critical value of the
correlation coefficient with a probability of 0.982732, the critical value of the correlation casént
with a probability of 0.99—-0.3511, comparing theretation coefficient, with a critical & value for a
significance of 0.95xy >r., comparing the correlation coefficieng with a critical & value for a
significance of 0.99xy.>r¢ to the covariance coefficient is 521.641, this esak possible to conclude a
statistically significant dependence with a probgbof 0.99.

We consider it expedient, in discussing the resfltsur own research, to make a short theoretical
discussion of this problem on the material of &tgrsources.

The central place among the pretumor diseaseseo$tttmach is assigned to chronic gastritis,
against the background of which and in connectiith which precancerous changes occur [3]. Oneef th
etiological factors of chronic gastritis, pepticed and gastric cancer is Helicobacter pylori. Adewg to
the recommendations of the WHO special committeedistinguish between precancerous conditions and
precancerous changes. Precancerous conditionsasses that increase the risk of cancer. But 4984,
Helikobakter pylori infection has been includegnecancerous conditions [14].

Chronic gastritis is often found, especially amding population of young and working age, and
represents an independent disease, or createkgrivaicd against which other diseases of the stomach
develop, or accompanies them. A study by epidermists showed that gastric cancer in Helicobacter
pylori infected people is more common than in uaatéd [4].

Cellular update is regulated on the basis of negdéiedback on the loss of part of the population.
It is responsible for the increased neoplasm d$ eeld the acceleration of their migration. Thesoee for
reducing the population of epithelial cells cartlheir death on the spot and desquamation in theastb
cavity. As chronic gastritis progresses, more amdencells become in the S-phase, they even reach th
tops of the rollers and can come into contact wétftinogens from the stomach cavity. Helicobacyérp
have the ability to stimulate cell renewal direclyd by stimulating lymphocytes to synthesize rahév
agents. In addition, Helicobacter gastritis usudiads to hypergastrinemia, which increases the
proliferation of the epithelium of the stomach.

In countries with a high risk of gastric canceg ilmpression of the Helicobacter pylori epithelium
of the gastric mucosa occurs already in early bloitdl, and this suggests that a long-term infeatiay
be the cause of the progression of chronic gastdtgastric cancer [7].

In the gastric mucosa, pronounced forms of chratma@phic gastritis associated with HP were found,
respectively, 92% of cases. The degree of bactesialamination correlates with the degree of leyiec
infiltration of the gastric mucosa. Chronic atrapfielicobacter pylori-associated gastritis is a cmn
disease of people at a young age involved in spamtsis central to pretumor diseases of the stomac

1. Kharchenko OV, Sherstyuk OA. Naslidky infektsiyelicobacter pylori. Svit medytsyny ta biolohiy018; 3:196—-199. [in
Ukrainian.]

2. Bae S. Effect of eradication of Helicobactergpybn recurrence after endoscopic mucosal resedigastric adenoma and
early gastric cancer. Helicobacter. 2011; 16:92.

3. Fritz A, Perey C, Jack A. WHO International Gléisation of Diseases for oncology ICD-O. 3 rd &&neva: WHO, 2000.

4. Fujii Y. CDX1 confers intestinal phenotype orstgiz epithelial cells via induction of stemnessasated reprogramming
factors SALL4 and KLF5. Proc Natl Acad Sci USA. 20109:20584—-20589.

5. Isajevs S, Liepniece-Karele I, Svirina D. Diffat Pattern of Inflammatory and Atrophic ChangethanGastric Mucosa of the
Greater and Lesser Curvature. J. Gastrointestitb;20429-434.

6. Kharchenkd@V, Kharchenko NV, Shaparenko 1Y, Sakharova LM, Yalsnko YP Analysis of the physical development of
youth and the state of its health. WiadomoSci Ledar 2019; 71(4):575-578.

7. Kononov AV, Mozgovoy SI, Markelova MV, ShimangieaAG. Morphogenesis of atrophy of the gastric nsacas the basis
of the phenotype of chronic gastritis. Arch. p&12;3:26—-31.

8. Li U, Sya R, Chzhan B, Li S. Chronic atrophisw#is: review. Environ Pathol Toxicol Oncol. 2Q137:241-259.

9. Moskvina LV, Malkov PG. Modern concepts of thelesular mechanisms of gastric cancer progresaidh. pat. 2010; 4:58—-62.
10. Peleteiro B. Salt intake and gastric canc&ratzording to Helicobacter pylori infection, smadj tumor site and histological
type. Br. Cancer. 2011; 104:198-207.

11. Resende C, Thiel A, Machado JC, Ristiméki AstGa cancer: basic aspects. Helicobacter. 201:B8184.

12. Rokkas T. Helicobacter pylori infection andtgashistology in first degree relatives of gasicencer patients: a metanalysis.
Eur. J. Gastroenterol. Hepatol. 2011; 83:253—-260.

241



| SSN 2079-8334. Ceim meouyunu ma oionozii. 2020. Ne 3 (73)

13. Rugge M, Genta RM. Staging and grading of dergastritis. Human Pathology. 2005; 36: 228—-233.
14. van Lier MG, Westerman AM, Wagner A. High cangsk and increased mortality in patients with 2elegers syndrom.

Gut. 2011, 60:141-147.

15. Wang J, Xu L, Shi R. Gastric atrophy and imte$tmetaplasia before and after Helicobacter pgi@dication: a meta-analysis.

Digestion. 2011; 83:253-260.

POJIb XPOHIYHOI'O TACTPUTY CEPE]]
NEPEJPAKOBHUX 3AXBOPIOBAHBb LIJTYHKA
Xapuenko O.B., Yepno B.C., Xapuenko H.B.,
Maxkapenko I1.M., lenucosens I.B.,
Jenncosens T.M., Muponenko C.I'.

MeTo¥0 I0CHTiPKeHHSI € CTATUCTHYHUIT aHaITi3 CTaHy
ciu30BOi LLTyHKa, BpaxeHoro Helicobacter pylori,y
MOJIOJMX JIFO/IeH, siKi 3aiiMaroThesi cropToM. [lpoBeneni
JOCIIDKEHHSI XPOHIYHOTO TacTPUTy TUIy B y cTyzmeHTiB-
JNOOpoBOJIBILIB, sIKI 3aiiMaioTbest cnoptoM. Y  92%
xponiuni ractputu 6ynu Helicobacter pyloricoriiioBasi.
Mix crynmeHeM OOCIMEHIHHS CIIH30BOi  OOOJOHKH
Helicobacter pylori i crymenem neiikouuTapHOi
iHQITBTpaii c1M30BOi 000JOHKH KOSQII€HT KOpEemsLii
[Tipcona rxy =0,935, TicHoTa 3B'A3Ky —IyXe CHIbHA,
koedinient gerepminamii D=ry’—0.874, kpuruuHe
3Ha4YeHHs KoedimieHTa Kopemsuii 3 Biporigaictio 0,95—
0,2732, xputnuHe 3HaueHHs KoedilieHTa Kopemswii 3
piporignictio 0,99-0,3511, mopiBHior0uM KOe]illieHT
KOPEJIALIi Ixy 3 KPUHTUIHUM 3HAYCHHSM [cr [UTA 3HAYYIIOCTI
0.95—ky >Icr, NOPIBHIOIOYN KOE(ILIEHT KOPEIALUH Ixy 3
KPUTUYHUM 3HAYCHHAM [cr 17151 3HauyniocTi 0,99 — gky>rer.
Io KoedimieHTa KoBapiamii craHoBUTH 521,641, 1e
JI03BOJIsIE 3pOOMTH BUCHOBOK IIPO CTATUCTUYHO 3HAUYILY
3aJIeXkHICTh 3 iMoBipHicTi0 0,99.

TakuM YHHOM, XPOHIUYHHHA aTpo]iyHHK TacTpHT,
acouiiioanmnii 3 Helicobacter pylori, ¢ nomupennm
3aXBOPIOBAHHSAM MOJIOOHUX JIFOJCH, [IO 3alMaroThCs
CIIOPTOM, 1 € IIEHTPaJbHUM Ccepell IepeIpaKoBUX
3aXBOPIOBAHb IIUTYHKY.

Kmwouosi caoBa: Helicobacter pylori, racrpur,
NefKonuTapHa iHQUIBTpaLis, CIM30Ba 000JIOHKA HITYHKA.
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POJIb XPOHUYECKOI'O 'TACTPUTA CPEIHN
MPEJAPAKOBBIX 3ABOJIEBAHMI JKEJTY KA
Xapuenko A.B., Uepno B.C., Xapuenko H.B.,
Maxkapenxko I1.H., lenucoBen U.B.,

Jenncosen T.M., Muponenxo C.I'.

Llenbro paboTHI ABNIAETCS CTATUCTUYECKUN aHAIN3 COCTOSIHUS
CIM3KCTOM 0001I0UKH ey Ka nopaxenHoir Helicobacter pyloriy
MOJIOZBIX JIFOZIEH, KOTOpbIE 3aHUMAaOTCs crnopToM. lIpoBeneHsl
UCCIIC/IOBAHUS XPOHMYECKOr0 TracTpura THma B y CTyIeHTOB-
JIOOPOBOJBICB, KOTOpble 3aHMMalpTca cnoptoM. B 92%
XPOHUYECKHE racTPHUTHI ObLTH Helicobacter pylori-
acoOIIMUpOBaHHBIE. MeXIy CTEHNeHbI0 OOCEeMEHEHMs CIU3HCTOH
obosonku Helicobacter pylori i crenensto  seiikouurapHoit
UHQUIBTpAIUH CIU3UCTON 00O0JOUKH KOI(PUIMEHT KOPPEISIUI
IMupcona

Ivy=0,935, MI0THOCTL CBSI3M—OYCHb CHIIbHAS, KOX(PHUIMEHT
nerepmuHarmu D=rxy?>~0.874 kpurndeckoe 3HAUEHHE KOCDUIMEHTA
koppemsinuu ¢ BepostHocThio 0,95-0,2732kpuTrueckoe 3HaueHHE
KoehulMeHTa  Koppeisiiuu ¢ BepositHocThio  0,99-0,3511,
CpaBHHUBAsI KOCPULIHEHT KOPEISILHH Ixy C KPUTHYECKUM 3HAYCHUEM
Fer 1151 3HaUUMOCTH 0.95—Kky >fcr, cpaBHUBAsE KOEHULMEHT KOPEIALNH
I'xy C KPUTUYECKUM 3HAYCHUEM fcr [uts 3HauuMocTH 0,99 — fy>rer. K
KOe(DMIMEeHTY KoBapHaluMu cocTaBisier 521,641,310 mo3BoOIseT
clenath BbIBOA O CYLIECTBOBAHMM CTaTHCTHYECKM 3HAYMMOIL
3aBHCHMOCTH C BeposTHOCThIO 0,99.

Takum obpazom xpomnueckuii arpodmdeckuit Helicobacter
pylori—aconMnupoBaHHbBIA TacTPUT SIBISAETCS  PACHPOCTPAHEHHBIM
3a00JIeBaHKEM JIIOJICH B MOJIOJIOM BO3PAcTe, KOTOPBIE 3aHUMAIOTCS
CIIOPTOM, U 3aHUMAET LIEHTPAIBHOE MECTO CPE/H MPEAOIYXOIEBbIX
3a00J1eBaHM KeTyAKa.

KmwoueBbie ciaoBa:  Helicobacter  pylori, racrpur,
JefiKonuTapHas HHGUIBTPALHS, CIU3UCTAs 000JI0UKa KEITYAKA.
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STUDY ON THE EFFECT OF THE VITAMIN AND MINERAL COMP LEX CONTAINING
ZINC L-ASPARTATE ON THE PERIODONTAL CONDITION OF RA TS IN THE PRESENCE
OF PERIODONTITIS MODELING
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The purpose of the study was to study the effeth@fvitamin and mineral complex containing zinadpartate on the
state of the periodontal tissues of rats under itiond of modeling periodontitis using exogenoulagenase. The vitamin and
mineral complex containing zinc L-aspartate hadsitjve effect, to a greater extent, on the penitaibone tissue. The complex
has shown periodontal protection, anti-inflammatantioxidant properties.

Key words: zinc L-aspartate, periodontitis modeling, collaag® collagen, glycosaminoglycans, gums, periotionta
bone tissue, rats.

The study is a fragment of the research projectéHifect of hypoxia on the processes of collagem&tion and
mineralization in models of dental pathology andrection of these disorders”, state registration.Nad18U006963.

Extracellular matrix (ECM) of the connective tissgedefined by a complex system formed by
multicellular structural macromolecules: proteoglys, collagens, and elastins, which maintain its
structural integrity. ECM consists of three essdrdomponents — a gelling medium, collagen andialas
fibers, and provides a rapid diffusion of substarmed "construction" materials between blood afid.ce
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