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MICROSCOPIC PECULIARITIES OF DIFFERENT FORM
OF GASTROESOPHAGEAL REFLUX DISEASE

Summary

The work devoted for investigation of the prevalence and significance of microscopic changes in the esophageal mucosa
in gastroesophageal reflux disease (GERD) for the biopsy results. It was studied 223 patients with biopsy, which have been
diagnosed with GERD. Material was divided after comparing endoscopic and histological data into three subgroups: non-
erosive GERD was referred 104 cases or 46.64%; the picture of erosive ulcerous form corresponded in 77 patients, or
34.53%; Barrett's esophagus was detected in 42 patients (18.8%). The following histological features were evaluated: degree
of hyperplasia of basal cells, epithelial papillae elongation, the level of infiltration with leukocyte lymphocytic elements, the
presence of erosive or ulcerative changes, the presence of metaplasia and dysplasia. Study of esophageal biopsies indi-
cates cases of metaplasia (Barrett's esophagus) and esophageal dysplasia in GERD. All patients with GERD, a comprehen-
sive diagnostic approach that combines not only endoscopic examination, but histological analysis of biopsy samples. Diag-
nostically most significant are the basal layer hyperplasia, infiltration of inflammatory cells for all forms of metaplasia and
dysplasia detection for Barrett's esophagus.
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There is no "gold standard" in the diagnosis of gas-  the recommendations of international experts - from 1 to 3
troesophageal refux disease (GERD), but that is im-  depending on the severity.
portant due to a risk factor for esophageal adenocarcino- The slides were investigated under the microscope
ma development [1]. Such methods as esophagogasto-  "Olympus BX -41" followed by the program "Olympus DP-
duodenoscopy, daily infraesophageal pH monitoring are  soft version 3.2", which was carried out using morphomet
not 100% reliable [2, 3]. Histological analysis of the sfruc-  ric study.
ture of the esophageal mucosa is a method that gives an Results and discussion. Among the studied traits of
objectve diagnostic criteria  and complements clinical ~ basal cell hyperplasia was observed in 92 patents with
GERD [4]. Biopsy investigaton is not always used for the  NEGERD (88.46 %), 77 patents EUGERD (93.51%), 41
diagnosis of GERD. patients with BE (97.62%). The | and Il degree was ob-
Visual analysis and morphological data shows that re-  served in 91 (63 and 28) of a patient wih NEGERD
flux esophagitis diagnosed histologically 2.5-3 tmes more  (98.91% overall). lll degree basal hyperplasia was ob-
ofen than using only endoscopy. Study of esophageal  served in only 1 patent wih NEGERD. In pafients with
biopsies with endoscopically negatve GERD shows that a ~ EUGERD first degree was observed in 30 patents, Il de-
significant porton of these patents histologically revealed  gree was defected in 38 patents, Il degree in 4 patients
not only refux esophagitis, but also its complicatons [5,6].  (1.39%, 78.95% and 5.56%, respectively). First degree BE
Application histological biopsy becomes the "gold stand-  hyperplasia was diagnosed in 24 patients (58.54%), level
ard" for the diagnosis of GERD, while histological criteria Il in 17 patients (41.46 %).
and their relative importance are stil debated [7, 8]. Elongaton of papillae was observed in 76 patents
The aim of our work was fo identfy the prevalence =~ NEGERD (73.08 %). First degree was observed in 54
and significance of microscopic changes in the esophage-  patients, || degree was observed in 19 patients, lll degree
al mucosa in GERD for the biopsy results. in 3 patients (71.05 %, 25% and 3.95 %, respecively).
Material and methods Elongation of papilae was found in 72 patents with
We studied 223 patients with biopsy, which have been ~ EUGERD (93.51 %). First degree was observed in 35
diagnosed with GERD (72 women and 151 men, aged  patents, Il degree was detected in 32 patents, Il degree
between 22 and 80). In accordance with the clinical and  in 5 pafients (48.61 %, 44.44 % and 6.94 %, respectively).
endoscopic  classificaon adopted at the IX European  Patients with BE had elongaton of papillae in 39 cases
Gastroenterology Week in Amsterdam, material was di-  (98.86 %); of these 20, 17 and 2 cases, depending on the
vided afier comparing endoscopic and histological data  severity (51.28 %, 43.59 % and 5.13% respectvely).
into three subgroups: non-erosive GERD (NEGERD) was Infilraon of mononuclear elements was observed in
referred 104 cases or 46.64 %; the piclure of erosive ul-  all patients. First degree inflraon was observed in 49
cerous form (EUGERD) corresponded in 77 patients, or  patients (47.12 %), Il degree was observed in 55 patients
34.53 %; Barrets esophagus (BE) was detected in 42  (52.88 %) in patents wih NEGERD. Ill degree of infitra-
patents (18.8%). on was not detected in any patient in this group. First
The following histological features were evaluated:  degree infilraion was observed in 5 patents (6.49 %), Il
degree of hyperplasia of basal cells, epithelial papilae  degree was observed in 53 patients (68.83 %), Ill degree
elongation, the level of infiltraton with leukocyte lympho-  was found in 19 cases (24.68 %) in patents wih
cyfic elements, the presence of erosive or ulceratve = EUGERD. That indicator was observed and in BE pa-
changes, the presence of metaplasia and dysplasia. The-  fents: | degree was observed in 17 patents (40.48 %), |l
se signs were subjected to gradation. If there is no sign he  degree in 23 patients (54.76 %), Il degree in 2 cases
was given a value of negative, if evaluated - according o (4.71 %).
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Infiraton of polymorphonuclear cells was detected in
89 patents wih NEGERD (85.58 %), all patents with
EUGERD and 38 patients with BE (90.48 %). First degree
observed in 67 patients (75.28 %) with NEGERD, Il de-
gree in 20 patents (2247 %), Il degree in 2 cases
(2.25%). In patents with EUGERD frst degree of infitra-
ton was observed in only 4 patents (5.19 %), Il degree
was observed in 23 patents (29.87 %), Il degree was
found in 50 cases (64.94 %). Distribuion of this indicator
in BE patents was: | degree observed in 23 patents
(60.53 %), Il degree in 7 patents (18.42 %), Ill degree in 8
cases (21.05%).

The presence of erosive and ulcerative changes is a
prerequisite for the verificaon of EUGERD (100%). | and
Il degree was met equally ofen - in 33 patents (42.86 %
for each), Il degree was found in 11 cases (14.26 %).
Erosive and ulcerative lesions identfied in 6 cases of BE
(18.18%), while in all cases assessed as corresponding
changes for the second degree.

Identificaon of esophageal metaplasia of the epitheli-
um is crucial in the diagnosis of BE. Depending on the
severity of the case BE 42 patents was as follows: first
degree - 12 patients (28.57 %), Il degree - 21 patents
(50%), Ill degree - 9 cases (21.43 %).

Allocated signs of dysplastic changes were found in
patients with first degree of NEGERD dysplasia was ob-
served in 2 patents (1.9%), Il degree was observed in 1
patent (1.1%), Il degree was not detected. In patents
with first degree EUGERD dysplasia was observed in 15
patents (52.9 %), Il degree was observed in 2 patents
(18.1%), Il degree not found. When BE hade been re-
vealed we observed the following data: first degree was
diagnosed in 9 patents (21.4%), Il degree in 12 patients
(28.6%), lll degree was not found.

Morphological changes had been described in the mu-
cosa of the esophagus and they should be considered in
determining the diagnosis of GERD [8]. For the diagnosis
of significant changes such biopsies: tinning of the epi-
thelial layer; necrosis keratinocytes, preferably in the sur-
face layers; basement membrane thickening and harden-
ing; violaton of layering epithelium; focal and difuse lym-
phoplasmacytc  infammatory  infilrates;  idenfification
interepithelial lymphocytes and erytrocytes; swelling of
muscle fibers [9,10].

One form of GERD should be considered as Barretts
esophagus, which is manifested by metaplasia of the epi-
thelium in the esophagus by response to the chemical
effects of gastic or duodenal refux contens, with re-
placement of squamous epithelium by cylindrical gastric or
intestnal epithelium [11, 12]. Metaplasia with prolonged
presence is accompanied by dysplasia - a deviaton from
the normal structure of cells in the direction of non-ductle
development, manifested cellular atypia and impaired
epithelial differentiaon with possible development of car-
cinoma [13]. Morphological features of dysplasia are: cel-
lular atypia (nuclear polymorphism, hyperchromic nuclei,
increased nuclear-cytoplasmic index, strafificaon of nu-
clei); violaton of differentiaion (decreased or disappear-
ance of goblet cells and Paneth cells in the epithelium with
metaplasia; reducion or cessaton of mucus secrefion of
gastric epithelial cells); violaton of the architectonics of
the mucosa (proliferaon and bundle glands with for-
mation of the surface and inside the glandular papillary
structures) [14, 15].

Statistical analysis showed that the epithelum meta-
plasia and dysplasia can be used as morphological diag-
nosis criteria complications of GERD.
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Erosive and ulcerative changes are considered as one
of the key markers of inflammaton, allowing to assess
disease actvity. Our data indicate that in most cases,
necroic erosive GERD symptoms accompany complica-
tions, which are the rule.

Erosive GERD is characterized by histological fea-
tures such as neutophilic infiraton of the epithelium,
erosive necroic and metaplastc changes tat combined
with the data of other authors [6, 10]. Histological study
provides important objective data on the form and severity
of the disease. At the same time often marked discrepan-
cy with endoscopy, which does not always reflect the true
picure of the depth of change of the esophageal mucosa
in GERD.

Conclusions. Study of esophageal biopsies indicates
cases of metaplasia (Barretfs esophagus) and esophage-
al dysplasia in GERD. Metaplastc and dysplastic changes
in te esophageal mucosa considered precancerous
states, so these studies are relevant. All patents with
GERD, a comprehensive diagnostic approach that com-
bines not only endoscopic examination, but histological
analysis of biopsy samples. Diagnostically most significant
are the basal layer hyperplasia, infilraon of inflammatory
cells for all forms of metaplasia and dysplasia detection
for BE.
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Pesrome
MUKPOCKOIMMYECKUE OCOBEHHOCTU PA3JIN4HbIX ®OPM
FACTPO3309ATrEAJIbHOU PE®JIIOKCHON BOJNE3HU
B.B. lapauH, B.B. Cakan
Xapbkoeckull HayuoHaNnbHbII MeduUYUHCKUl yHUsepcumem, YKpauHa,
UHemumym mepanuu umenu J1.T. Manai HAMH YkpauHbi
Paboma nocssiwjeHa uccred08aHU0 PacnpoCMpPaHeHHOCMU U 3Ha4UMOCMU MUKDOCKONUYECKUX USMEHEHUU 8 Cru3u-

cmoll nuwegoda npu 2acmpoazoghazeansHol pegrokcHol bonesHu (FOPB) no pesynbmamam 6uoncuu. bbino u3y4eHo
223 nayueHmog ¢ buoncuell nuwegoda, y komopbix bbina duaeHocmuposaHa 'OPB. Mamepuan nocre conocmasneHus
3HOOCKONUYECKUX U aucmonoaudyeckux daHHbIX bbin pasdeneH Ha mpu nodepynnbi: Heapo3ugHas [IP6 - 104 cnywas unu
46,64%; 9po3usHO-A36€eHHas opma - 77 nayueHmos, unu 34,53%; nuwesod bappemma - 42 6onbHbix (18,8%). Cne-
Oyrowjue 2ucmonoau4eckue UMeHeHus 0cobeHHocmu OblTu NpoaHanu3upo8aHbl: CmeneHb 2unepniasuu 6a3asbHbix
Knemok, yOnmuHEHUs COCOYKO8 3dnumenusi, ypo8eHb UHUMbMpayuu nelKoyumapHbix U nuMgouumapHbIX 3MeMeHmos,
Hanuyue 3pO3UOHHBLIX UMU SI38EHHbIX U3MEHeHUU, Hanuque memannasuu u Oucnniasuu. ViccnedogaHue nuwesoda 6uon-
cuu ebIg8uno caydau memannasuu (nuweeod bappemma) u ducnnaszuu npu OPE. Bce nauuenmsi ¢ FOPE mpebyrom
KOMN/IEKCHO20 OuasHOCmUYeckoeo nodxoda, KOMOPbIU BKIYaem He MmOosbKo 3HOOCKONuYeckoe uccriedosaHue, HO U
eucmonoauyeckuli aHanu3 6buoncuu. [JuaeHocmuyecku Haubonee 3HaYUMbIMU A8MISOMCS  eunepniasus  6asanbHo20
Crosi, UHunbmpayus 8ochanumersbHbIX KNemok 0nsi ecex (hopM, 8bisesieHue Memannasuu u ducnnasuu 0na nuwesoda
Bappemma.

Knroyesble crnoea: nuwesol, pechritoke, 2ucmosoausi, Memansasus.

TyXbIpbIM
FACTPO330®ATEANQbI PE®NIIOKCTTI AYPYAbIH
OPTYPJll ®OPMAJIAPbIHbIH MUKPOCKOIUAIIbIK EPEKLLETIKTEPI
B.B. lapauH, B.B. Cakan
Xapbkoe ynmmbiK MeduyuHanbiK yHugepcumemi, YkpauHa,
J1.T. Manai ambiHd. mepanusi uHcmumymel, YkpauHa YMFA
buoncus  Hemuxenepi  6olbHwa 2acmpo3zohaceandbi  pednwokemi  aypynap  (FTOPA)  kesiHOeai  eHew
WhbIpbIWbIHOAFb!  MUKDPOCKONUSTbIK  ©32epicmepniH  mapasnybl MeH MaHbI30bbIFbIH  3epmmeyee  apHaiFaH XYMbiC.
OHew 6uoncusickimeH 223 Haykac 3epleneHdi, onapda [OPA OuacH03dandbl. SHOOCKONUSAMBIK KOHE 2UCmOoo2UsifibiK
manivemmepli canbicmbipydaH KeliH mamepuan yw kiwi monmapra 6eniHoi: Heaposusmi FOPA - 104 xafdal Hemece
46,64%, aposusmi-olibiK xapa mypi - 77 Haykacma, Hemece 34,53%; bappemma eHewi - 42 Haykacma (18,8%).
Memadall eucmonoeusnblk  ©32epicmep  epekwenikmep mandaHObl 6as3andbl af3anap aunepnnasusickl 08pexeci,
anumenunep ywmapbHbIH y3apybl, nelkouumapsbiK XeHe numgboyumapnbiK - anemMeHmmepdi  uHbunbmpayus
OeHeelli, 3po3usinbIK Hemec olblK Xapanblk e3zepicmepdiH 60nybl, MemannasusiHbiH XoHe 0ucnnasusiHbiH 60Mybl.
OHew buoncuscslH 3epmmey Memanna3us OKKuracbiH (bappemma eHewi) xoHe [OPA kesiHdeai OQucnna3usiHbi
aHbikmaldbl. F'OPA 6apnbiK Haykacmap keweHdi QuasHocmukanblk adicmi manan emedi, on 3HAOCKONUANbIK KaHa emec
COHbIMEH Kamap 6uonCusiHbiH 2ucmomno2usiibiKk mandaysiHaH mypadbl. bapibiK hopmanap ywid icik xacywanapbiHbiH
uHpunbmpayusicsl, bappemma eHewi ywiH MemannasusHbl XeHe Oucnna3usHbl aHbikmay — 6asandbl KabammbiH
aunepnnasuscel OuasHocmuKanblK €H MaHbi30bi 60/bin mabbinadbi.

Heziszi ce3dep: eHew, peghiokc, 2ucmosnoaus, Memannasus.
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