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JUHAMIYHI 3MIHU KJIITUHHOT'O CKJIALY
OCAJIY CEYI APTU®IIIAHOTO
CEYOBOI'O MIXYPA

Caguyk P.B., KocreB @.1., Bit B.B.

Meroto poGorn Oyi0 OWIHUTH JUHAMIYHI 3MiHH
KIITHHHOTO CKJIamy ocamy apTH(QIMifHOro ce4oBOro
Mixypa. BusiBnena nuHamika CTpyKTypHUX 3MiH ocaty cedi
TICIISL OTIEPATHBHOTO BTPYYAHHS CBITUHUTH IIPO Te, IO, IIPH
HAsBHOCTI MO3UTHUBHHX KIIHIYHUX pe3yJbTaTiB Omeparii,
3aBEpIIYIOTHCS IPOLECH IepeOyJOBH  eIiTeNiaIbHOro
BHUCTWJIAHHS TIEPECaKEHOTO0 3aMICTh CEYOBOTO MiXypa
(parMeHTa KUIICYHUKA, CIPSIMOBaHI HA BUKOHAHHS 1HIITHX
¢ynkuid. Ha mixcraBi  oTpuMaHMX —JIaHMX — MOXKHA
MIPUITYCTUTH  MOXJIMBICTH ~ BHKOPHCTaHHS B  KIIiHINI
LUTOJIOrIYHOrO JOCIIKEHHS I BCTAHOBJIECHHS TUHAMIKU
mpolecy IICsl ONEepaTUBHOTO JIIKYBaHHS, BHSBICHHS
CTyIEH excomiamii eIiTeio nepecakeHoro
KHIIEYHHUKA, a TAKOX KOPEKIil OKPEeMHUX JIAHOK IPOIECY
ajanrtanmii B HOBUX  yYMOBax  (YHKIIOHYBaHHS
nepecaKeHoro (pparMeHTa KHUIIEYHHKA, SKi IPHHIAIIOBO
BiZIPI3HSAIOTBCA.

KarouoBi cioBa: aprudiniiHuii ce4oBHil Mixyp,
KIITHHHHUHA CKJIaJ, afanTaris.

Crarta Hagivinuia 20.04.201%.

JUHAMHAWYECKUE USMEHEHUS KIETOYHOT'O
COCTABA OCAJIKA MOYU APTUOUTIUAJTIBHOT'O
MOYEBOI'O ITY3bIPSA
Caguyk P.B., Koctes @. U., But B.B.

Lenpro paboTHl OBUIO OICHUTH TUHAMHYCCKUE U3MEHEHUS
KJIIETOYHOTO COCTaBa oOcajJka apTH(QHUIHATBHOTO MOYEBOTO
ny3bipsi. BblsiBIeHHAss JMHAMHUKA CTPYKTYPHBIX HM3MEHEHUS
ocajgka MOYM  IIOClIe€  OIEpPaTHBHOIO  BMELIATEJIbCTBA
CBHJETENBCTBYET O TOM, YTO, NMPH HAJUYUU IOJOKHUTEIHHBIX
KJIMHUYECKUX PE3YJIbTaTOB OINEpaliy, 3aBepUIAIOTCS MPOLECCh

NIEPECTPOMKU  DHUTEIUAIBHOM  BBICTUIKM  IIEPECAKEHHOIO
BMECTO  MOYEBOTO  My3bIps  (parMeHTa  KHIICYHUKA,
HalpaBJICHHbIE HA BBHINOJNHEHWE JApyrux QyHkouid. Ha

OCHOBAHUH TIONYYCHHBIX JAHHBIX MOXHO IIPEANOTI0XKUTH
BO3MOJKHOCTb HCIIOJNIB30BaHHMS B KJIMHHMKE LUTOJOTHYECKOTO
UCCIIE0BAHUA Ul yCTAHOBJICHUS AMHAMMKHM IIpoliecca Iocie
OIIEPATUBHOTO JICUCHHMS, BBIBICHUS CTEIEHH SKC(OIHALUH
SMHUTENHS TEPECAKEHHOr0 KHUIICYHHKA, a TAKXKE KOPPEKLUH
OTJENIBHBIX 3BEHBEB IpOIecca aNanTalui B HOBBIX YCJIOBHSX
(YHKIIMOHMPOBAHUS IIEPECaKCHHOTO (pparMeHTa KHUIIEYHHKA,
KOTOpbIC NPHHIMIHAIBEHO OTIMYAIOTCS.
KnaroueBble cioBa: apTHULIUAIBHBIT MOYEBOW Iy3bIpb,
KJICTOYHBIN COCTaB, aJalTamus.
Penenzent Crapuenko I.1.
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RISK OF ADENOCARCINOMA IN BARRETT'S ESOPHAGUS
e-mail: O_Kurik@ukr.net

The total of 7396 videoesophagogastroscopy casesamalyzed. The presence of metaplastic colunpitivedium of
esophagus was found in 2910 patients (39.4%) hopatological examination. The gastric metaplasia evaluated in 876 cases
(11.9%), the specialized intestinal metaplasia evithdysplasia - in 1970 (26.6%), the low-grade thsip - in 48 (0.65%), the
high-grade dysplasia - in 16 (0.22%). Esophageahachrcinoma was evaluated in four patients (0.05P6,01 - 0.12%). Low
probability of esophageal adenocarcinoma formaitiaal types of metaplasia was demonstra@uly the presence of dysplasia
of metaplastic epithelium should cause increasedress for the occurrence of esophageal adennoarai Exaggerated value
of Barrett’'s esophagus may result in additionairmatization of mucosa, increase the risk of blegdind stenosis.

Key words: Barrett's esophagus, metaplasia, dysplasia, agephadenocarcinoma.

The work is a fragment of the research project f&iéntial — diagnostic criteria for tumors and pretumor changes
and their value in a prognosis”, state registratiblo. 0120U1006.

Barrett's esophagus (BE) is the condition in whindtaplastic columnar epithelium replaces
the stratified squamous epithelium that normalhes the distal esophaguE: predisposes to cancer
development. In addition to Barrett's mucosa, ac®wf esophageal adenocarcinoma (EAC) may
be cardiac or submucosal glands. Estimates of theapence of BE in the general population have
varied widely from 0.4 to more than 20 percenthaltgh the large majority of cases go unrecognized
[12, 13].
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EAC is a type of cancer that has been increasingdidence in many Western societies over
recent decades [14]. There is some evidence toestighat EAC arise from BE, however the details
of pathogenesis of it remain unknown. In surveit@rprograms of BE only a minority of patients
develop EAC raising the question of what factos ianplicated in the development of EAC from BE
[2, 15].

In the National Cancer Registhg¢ 20 "Cancer in Ukraine 2017-2018" incidences ojpésgeal
adenocarcinoma are not separated from other fofnrmsatighant neoplasms of the esophagus and its
level is unknown.

It is estimated that the risk of cancer progres$mnpatients with nondysplastic BE is ~ 0.2-
0.5% per year, for patients with low-grade dysg@asie annual risk of BE progression to cancer is ~
0.7% per year, for patients with high-grade dyspléise annual risk of neoplastic progression i%6- 7
per yeaer [8, 10].

In spite of this at Clinical Guideline of Americ&vllege of Gastroenterology (ACG) is reported
that the majority (>90%) of patients diagnosed vldth die of causes other than EAC [14].

The purposeof the study was$o estimate the number of patients who develope@ Bfong
patients with the different types of BE in unseéectohort of subjects.

Materials and methods.We analyzed 7396 cases of videoesophagogastrosdopithe period
from January 2010 to December 2018 in the Mediat@ “Oberih” clinic, Kyiv, Ukraine. Among
them 2910 patients had histologically proven BE amde 10 to 79 years old. Patients' endoscopic
findings (endoscopically suspected esophageal rasiap, and pathological findings (the type of
metaplasia, degree of dysplasia) were collecteduitiher analysis.

Esophagogastroscopies were made by gastroscopegp@yQ160-Z, Olympus EVIS EXERA
II, with using NBI and 115 magnification according the sampling protocol. Target biopsies were
performed from all areas of suspected metaplasiavedl as from 4 quadrants of esophageal wall and
every 2 cm along the metaplastic segment.

Diagnosis of BE was set endoscopically by visuailiraof a columnar lined epithelium at least
1 cm above the gastroesophageal junction. BE wadetl into short- and long-segment BE. Short-
segment BE had a maximal length less than 3 cmremisdong-segment had a length more than 3 cm.
In previous studies it was shown that long-segnBdhtad a higher risk for development of EAC. The
length of the BE segment is known to be associaiddrisk of progression to neoplasia.

Statistical analysis was performed with using Med®rogramme. To estimate the prevalence
of changes in the esophagus a 95% confidence alteras calculated with using the Fisher angular
transformation method. The data was analyzed wsthguthe Student’stest for continuous variables,
and Chi-square test for categorical variables. difference between the mean values was considered
significant at p <0.05.

Results of the study and their discussiorin order to detect the BE we used endoscopic studie
with biopsy and morphological verification. We aymdd 7396 cases of videoesophagogastroscopies in
the period from 2010 to 2018. The study was coretuat the Medical Centre “Oberih” clinic in Kyiv,
Ukraine.

There was an equal number of male and female patiraluded in the study (3684 men and
3708 women).

The age of the patients was from 10 to 79. In thstical evaluation of the results revealed low
peaks of gastric metaplasia at the age of 20 n2ichigh frequency of intestinal metaplasia at the af
60 - 69. For gastric metaplasia, the rate was Bgdilawer in this age category. For intestinal mietsip
- 1.25 times higher in the category of 60 - 69 gedd.

The presence of columnar lined metaplasia with fogrthe columnar-lined esophagus was
demonstrated in 2910 patients (39.4% of 7396, C3 380.5%). Long-segment BE was present in 54
patients (1.8%, Cl 1.4 - 2.3%) in other 2856 cakesshort-segment BE was present (98.2%, CI 97.7 -
98.6%).

Among all the cases (7396) the gastric metaplass @valuated in 876 cases (11.9%, Cl 11.1 -
12.6%), in 1970 cases the specialized intestindgphasia without dysplasia was found (26.6%, CB25.

- 27.6%). From all the cases (7396) in 48 casedadwegrade dysplasia of the specialized intestinal
metaplasia (Fig. 1) was detected (0.65%, Cl 0.885%), in 16 cases the high-grade dysplasia of the
specialized intestinal metaplasia (0.22%, Cl 0.0234%) was found. Esophageal adenocarcinoma was
evaluated in four patients (0.05%, CI 0.01 - 0.12f4) 1).
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Fig. 1. BE with low-grade dysplasié.. Fig. 2. The results of videoesophagogastroscopiés o
hematoxylin and eosin. x100 magnification. esophageal mucosa.

It the study the frequency of EAC detection wa$@0All those four cases of EAC were primarily
diagnosed (fig. 3). There was no data of the previchanges in esophageal epithelium for the further
analysis. It can be expected that there might t@uple of possible sources for EAC. Among themeher
are cells from the area of epithelium metaplassapbageal cardiac glands and their ducts, esophagea
stem cells.

GRS ST AR TSP L TR EABED T The probability of cancer progression for

: : ‘& patients with nondysplastic BE with gastric type of
metaplasia is 0.5% per year, for patients with
nondysplastic BE with intestinal type of metaplasia
is 0.2% per year. For patients with low-grade
dysplasia the probability of progression of BE to
cancer is 8.33% per year, for patients with high-
grade dysplasia the probability of neoplastic
progression is 25% per year and for patients withou
metaplasia — 0.09% per year. Noteworthy is the high
probability of transformation of metaplasic
epithelium with dysplasia into adenocarcinoma.
‘ : BE is the condition in which a metaplastic

Fig. 3. EAC in the setting of BE. Stained winCOlUMnar —epithelium replaces the stratified
hematoxylin-eosin. x200 magnification. squamous epithelium that normally lines the distal

esophagus.The metaplastic epithelium is acquiresl @mnsequence of chronic gastroesophageal refluxe
disease, and is a predisposing factor for the dewednt of EAC.

Frequency of detection of Barrett's esophagus dkpen the frequency of biopsy taking and the
level of informative videoesophagogastroscopy.deotce rates of esophageal adenocarcinoma among
patients with the different types of BE are vargabl

Recent studies have indicated a lower incidenae 0AEAC in individuals with BE than earlier
studies.

Holmberg D. et al. found that among 7932 participavith BE and 18,415 person-years of follow-
up, the overall incidence of EAC was 1.47 (95% ©16-2.02) per 1000 person-years [5].

Liu S. et al. presented large-scale longitudinadichl and histological data on 5401 esophageal
cancers patients diagnosed during the 10-year gedilb 217 EAC patients from these 5401 esophageal
cancers patients were examined for better undetistgquof the relationship between BE and EAC. They
found that EAC was relatively rare and accountedafiproximately 5% of all esophageal cancers each
year during 2002—-2011. Only 10 out of 217 (4.6%)E#ases had any evidence of BE [9].

In western countries BE is generally considerededhe premalignant condition for EAC. The
risk of malignant progression has been examinex/ar 8,500 patients with BE with using the Northern
Ireland BE Register and followed-up for a mean ofyears [1]. Patients with specialized intestinal
metaplasia had the combined incidence 0.38% per yea

In a nationwide population-based cohort study thaluded all patients with BE collected in
Denmark in the period from 1992 to 2009 the re&atigk of EAC among patients with BE, compared with
the risk in the general population, was 11.3 amdahnual risk of esophageahE€ was 0.125 [6]. Some
large population-based studies indicated that BEameed a strong risk factor f®AC, but the absolute
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annual risk was remarkably lower than the previpasisumed risk of 0.5%, and suggested that current
surveillance guidelines should be revised [7].

Our data provide the evidence of the rare occua@i&AC.

Mortality in the overwhelming majority of BE patienis not related to EAC but is rather due to
non-esophageal malignancies and cardiovasculardgisso[3, 11].

According to the data we have received, the rang&AC was 0.5%. Low probability of
esophageal adenocarcinoma formation in all typemethiplasia was demonstrated. Therefore, only the
presence of dysplasia of metaplastic epitheliunukhoause increased alertness for the occurrence of
esophageal adenocarcinoma.

Consequently, the Barrett's esophagus without dgsplshould not be qualified as a pre-malignant
condition. The wrong evaluation of this conditieadls to misguided patients’ management with adtditio
biopsies, mini-endoscopic surgeries. Those proesdoray result in additional traumatization of magos
increase the risk of bleeding and stenosis, ledthémcial expenses and have psycho-emotional fload
patients.
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PUCK BOSHUKHOBEHUA AAEHOKAPHMHOMBI
IIPU IMMIIEBO/JIE BAPPETTA

PU3NK BUHUKHEHHSA AJEHOKAPIIUHOMMU
IIPH CTPABOXO/I BAPPETTA

Cepra T.B., Kypuk O.T'., SfIxoBenko B.O.,
Txavenko P.II.

IpoananizoBaHo naHi 7396
Bineoe3ogaroractpockomid.  Ilpm  maroricronoriuHomy
JOCII/DKEHHI MATBEP/PKCHO HAsSBHICTh MeTaIuiasii emiTenito
crpaBoxoay y 2910 o6crexennx (39,4%). Llnynkosa
meraruasis Oyna BusiBnena y 876 namientis (11,9%),y 1970
BUTA[KaX BUSBJICHA CIIEIiaNi3oBaHa KHIIKOBA MeTarniasis
emiTenito crpaBoxony 0e3 auciuiasii (26,6%),y 48 Bunankax
BUsBJICHA JucIUIasis Husbkoro crymens (0,65%), y 16

Cepra T.B., Kypuk E.I'., fIxoBenko B.A.,
Travenko P.II.

Ipoananu3npoBaHsl JTaHHbIE 7396
Buneodsodaroractpockonuit.  [Ipy  maTorHcTONOrHYECKOM
UCCIIEZIOBAHUM TOATBEP/DKEHO HAJINYME METaIUIa3Ud SITUTENHs
muimesoga 'y 2910 o6cnenoannbix  (39,4%). XKenynounas
Meraruia3usi Obuta BeisiBieHa y 876 manuenros (11,9%),8 1970
CllyyasiX  OIpeJeNieHa  CHNeLHUANM3UpOBAHHAs  KHIICYHAs
MeTaruiasusi UTeNns muieBoaa 6e3 muciuiasuu (26,6%),8 48
ciyyasix onpeneneHa auciuiasus Huskoi crenenu (0,65%),8 16
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BUMAJKaX — JUCIUIA3isi BHCOKOTO  CTYyIEHS
AJICHOKapIIMHOMY CTPaBOXOJy BCTaHOBICHO Yy 4 MAIli€HTIB
(0,05%, AOI 0,01-0,12%). IIpoaeMOHCTPOBAHO HHU3BKY
WMOBIpHICTh BUHUKHEHHS aICHOKAPLUHOMH IPU BCIiX THIAX
MeTarnIasii emiTeniro cTpaBoxomay. JInmie HasgsBHICTh AUCIIIA3ii
METAaIUIa30BaHOr0 EMiTEeNi0 MOBUHHA BHUKJIMKATH IiIBUILCHY
HACTOPOXKCHICTh  IMOJO BHHUKHEHHS  aJ€HOKAPIIMHOMH.
CrpaBoxim bapperra 6e3 mucmiasii He  MOBHHEH
PO3LiHIOBAaTHUCS SIK IIepepakoBui cTaH. [lepebinbuieHHs Horo
3HAUeHHS IPHU3BOJMTH JIO JOJATKOBOI  TpaBMaTH3aLil
CJIU30BOI, TiABUIIICHHS PU3UKY KPOBOTEY Ta CTEHO3IB.
KurouoBi cioBa: crpaBoxin bapperra, meraruiasis,
JICILIA3is, aeHOKAPIIMHOMAa CTPABOXO/Y.
Crarrs Hagiiina 15.03.2019.

(0,22%).

cnyyasx - jgucmiasus  Beicokoit  cremeHn  (0,22%).
AJICHOKapIIMHOMY THIICBO/IA AUATHOCTHPOBAHO y 4 MAleHTOB
(0,05%, 11 0,01-0,12%).Bbuta mpoJeMOHCTPUPOBAHA HU3KAS
BEPOSITHOCTH BO3HUKHOBEHHST aICHOKAPIITHOMBI IIPH BCEX THIIAX
MeTaruTasun. TONBKO HANMMYHE qUCIUIA3HH METAILIa3HPOBAHHOTO
SIIUTENHS JOTDKHO BHI3BIBATH MOBBILICHHYIO HACTOPOKEHHOCTD B

OTHOLICHWM BO3HUKHOBEHHs  aJ[CHOKAPIUHOMBI. ITuIeBo
Bapperra 06e3 muCIUIa3MM HE JIOJDKEH OLEHHMBATHCS —Kak
HpepakoBoe  coctosiHue. IIpeyBeinueHHe ero  3HauCHHs

NPUBOJUT K JIONOJHHUTEIGHOH TpaBMaTH3alUM  CIHM3UCTOH,
HOBBIIICHHUIO PHCKA KPOBOTEUECHHIT M CTEHO30B.
Kirouesble cioBa: mumieBon bapperra, meramnasus,
JMCIUIA3Ks, aICHOKapIIMHOMA TTHIIEBOA.
Penensent €pommenko I'.A.
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EFFECT OF NATURAL MINERAL BISCHOFITE CONTAINING PRE PARATION
ON THE ORAL MICROFLORA

e-mail: ludmila_khavalkina@dentaero.com

The oral cavity can be considered as an ecologigstem complex in which external factors (biologidadividual,
social) interact with internal ones (periodontiumacterial community, local immune system, oral keglium). If the favorable
conditions arise, one or another disease of tHenareosa may be developed and must be adequagalgtt. The arsenal of drugs
is large and requires the doctor's knowledge, sskill using of the most optimal means and providihg appropriate
recommendations to the patient. We studied theaafi of the oral care product Antiqua Mare MAX, oning natural mineral
Poltava’s Bischofite, on the representatives ofate microflora. To achieve this goal, museumistaf E. coli ATCC 25922,
S. aureus ATCC 25923, 8pidermidis ATCC 14990, E. faecalis ATCC 29212, ligodeicticus ATCC 4698 and C. albicans
ATCC1023 were used. As a control, a well-knownraigrobial agent 0.02% aqueous solution of chlortiee bigluconate was
used. The ability of the Antiqua Mare MAX drug tthibit the growth of museum cultures of the yedat-fungi, colon bacilli,
enterococci, micrococci, epidermal and golden stiyglocci in the liquid medium was shown to coinciEmpletely in three
repeated determinations during the study of thecefthf Bischofite containing oral care product. Thegiostatic activity of the
studied preparation Antiqua Mare MAX exceeded fifeceof 0.02% solution of chlorhexidine biglucoedty 4 times (p<0,001),
but the fungicidal effect did not differ.

Keywords: OCMM microflora, chlorhexidine bigluconate, Antiqua MaviAX.

The work is a fragment of the research project “Bdihealth restoration in patients with underlyidgeases and their
rehabilitation”, state registration No. 0116U004191

Oral mucosa diseases are common lesions of therhbody among dental diseases. They reflect
changes in organs and tissues of the body. Notigitding the diversity of causes, mechanisms of
development and clinical course of the diseasentagrity of these diseases are characterized imeso
common features that can be combined into sepaaiatied groups.

The oral microflora is represented by numerousdygfeaerobic and anaerobic bacteria, among
which anaerobes dominate (in dental plaque therahm#aerobic ratio is 1000/1) [7]. The permanenai o
microflora is composed of representatives of sdvegraups of microorganisms: bacteria, fungi,
spirochetes, protozoa, viruses. The role of migganisms in the development of periodontitis, caiagid,
ulcerative necrotic gingivitis, etc., is undoubtfa]. The development of oral inflammatory diseaaksrs
composition of the microflora of different biotopiat are part of the oral cavity [10].

The oral cavity can be considered as a complexogaal system in which the external factors
(biological, individual, social) interact with imteal ones (periodontal, bacterial community, laocahune
system, oral epithelium) [9]. Similar to the ougarvironment, all components of the system are madyic
equilibrium.

In case of favorable conditions, any of the orakdses, which required treatment, may develop [9].
The drug arsenal is large and requires the demtdkgsional to be expert in their usage and giving
recommendations.

Jardin CosmetickLC (Ukraine) has developed tlveal care producAntiqua Mare MAX that is
composed from natural products only: Poltava’'s Basite mineral complex, propolis, decoctions ok&ie
leaves, liquorice, oak bark (Sanitary-Hygienic €l Letter No. 602-123-20-1/781 as of 21.01.2019).
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