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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-  cording to the recommendations of international experts -
troesophageal reflux disease (GERD), but that is im-  from 1 to 3 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 esophagogastro-  "Olympus BX -41" followed by the program "Olympus DP-
duodenoscopy, daily intraesophageal pH monitoring are  soft version 3.2", which was carried out using morphomet-
not 100% reliable [2, 3]. Histological analysis of the struc-  ric study.
ture of the esophageal mucosa is a method that gives an Results and discussion. Among the studied traits of
objective diagnostic criteria and complements clinical ~ basal cell hyperplasia was observed in 92 patients with
GERD [4]. Biopsy investigation is not always used for the ~ NEGERD (88.46 %), 77 patients 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 with NEGERD
flux esophagitis diagnosed histologically 2.5-3 times more  (98.91% overall). Ill degree basal hyperplasia was ob-
often than using only endoscopy. Study of esophageal  served in only 1 patient with NEGERD. In patients with
biopsies with endoscopically negative GERD shows thata ~ EUGERD first degree was observed in 30 patients, Il de-
significant portion of these patients histologically revealed  gree was detected in 38 patients, Ill degree in 4 patients
not only reflux esophagitis, but also its complications [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  1l'in 17 patients (41.46 %).
and their relative importance are still debated [7, 8]. Elongation of papillae was observed in 76 patients
The aim of our work was to identify the prevalence ~ NEGERD (73.08 %). First degree was observed in 54
and significance of microscopic changes in the esophage-  patients, Il degree was observed in 19 patients, Ill degree
al mucosa in GERD for the biopsy results. in 3 patients (71.05 %, 25% and 3.95 %, respectively).
Material and methods Elongation of papillae was found in 72 patients 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  patients, Il degree was detected in 32 patients, Ill degree
between 22 and 80). In accordance with the clinical and in 5 patients (48.61 %, 44.44 % and 6.94 %, respectively).
endoscopic classification adopted at the IX European Patients with BE had elongation 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 after comparing endoscopic and histological data  severity (51.28 %, 43.59 % and 5.13% respectively).

into three subgroups: non-erosive GERD (NEGERD) was Infiltration of mononuclear elements was observed in
referred 104 cases or 46.64 %; the picture of erosive ul-  all patients. First degree infiltration was observed in 49

cerous form (EUGERD) corresponded in 77 patients, or  patients (47.12 %), Il degree was observed in 55 patients
34.53 %; Barrett's esophagus (BE) was detected in 42 (52.88 %) in patients with NEGERD. Il degree of infiltra-
patients (18.8%). tion was not detected in any patient in this group. First

The following histological features were evaluated:  degree infiltration was observed in 5 patients (6.49 %), Il
degree of hyperplasia of basal cells, epithelial papillae ~ degree was observed in 53 patients (68.83 %), Il degree
elongation, the level of infiltration with leukocyte lympho- ~ was found in 19 cases (24.68 %) in patients with
cytic elements, the presence of erosive or ulcerative = EUGERD. That indicator was observed and in BE pa-
changes, the presence of metaplasia and dysplasia. tients: | degree was observed in 17 patients (40.48 %), I
These signs were subjected to gradation. If there is no  degree in 23 patients (54.76 %), Il degree in 2 cases
sign he was given a value of negative, if evaluated - ac-  (4.71 %).
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Infiltration of polymorphonuclear cells was detected in
89 patients with NEGERD (85.58 %), all patients with
EUGERD and 38 patients with BE (90.48 %). First degree
observed in 67 patients (75.28 %) with NEGERD, Il de-
gree in 20 patients (22.47 %), Il degree in 2 cases
(2.25%). In patients with EUGERD first degree of infiltra-
tion was observed in only 4 patients (5.19 %), |l degree
was observed in 23 patients (29.87 %), Ill degree was
found in 50 cases (64.94 %). Distribution of this indicator
in BE patients was: | degree observed in 23 patients
(60.53 %), Il degree in 7 patients (18.42 %), |ll degree in 8
cases (21.05%).

The presence of erosive and ulcerative changes is a
prerequisite for the verification of EUGERD (100%). | and
[l degree was met equally often - in 33 patients (42.86 %
for each), Ill degree was found in 11 cases (14.26 %).
Erosive and ulcerative lesions identified in 6 cases of BE
(18.18%), while in all cases assessed as corresponding
changes for the second degree.

Identification of esophageal metaplasia of the epitheli-
um is crucial in the diagnosis of BE. Depending on the
severity of the case BE 42 patients was as follows: first
degree - 12 patients (28.57 %), Il degree - 21 patients
(50%), Il 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 patients (1.9%), Il degree was observed in 1
patient (1.1%), Ill degree was not detected. In patients
with first degree EUGERD dysplasia was observed in 15
patients (52.9 %), Il degree was observed in 2 patients
(18.1%), Il degree not found. When BE hade been re-
vealed we observed the following data: first degree was
diagnosed in 9 patients (21.4%), Il degree in 12 patients
(28.6%), Il 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: thinning of the epi-
thelial layer; necrosis keratinocytes, preferably in the sur-
face layers; basement membrane thickening and harden-
ing; violation of layering epithelium; focal and diffuse lym-
phoplasmacytic inflammatory infiltrates; identification
interepithelial lymphocytes and erythrocytes; swelling of
muscle fibers [9,10].

One form of GERD should be considered as Barrett's
esophagus, which is manifested by metaplasia of the epi-
thelium in the esophagus by response to the chemical
effects of gastric or duodenal reflux contens, with re-
placement of squamous epithelium by cylindrical gastric or
intestinal epithelium [11, 12]. Metaplasia with prolonged
presence is accompanied by dysplasia - a deviation from
the normal structure of cells in the direction of non-ductile
development, manifested cellular atypia and impaired
epithelial differentiation with possible development of car-
cinoma [13]. Morphological features of dysplasia are: cel-
lular atypia (nuclear polymorphism, hyperchromic nuclei,
increased nuclear-cytoplasmic index, stratification of nu-
clei); violation of differentiation (decreased or disappear-
ance of goblet cells and Paneth cells in the epithelium with
metaplasia; reduction or cessation of mucus secretion of
gastric epithelial cells); violation of the architectonics of
the mucosa (proliferation and bundle glands with for-
mation of the surface and inside the glandular papillary
structures) [14, 15].

Statistical analysis showed that the epithelium 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 inflammation, allowing to assess
disease activity. Our data indicate that in most cases,
necrotic erosive GERD symptoms accompany complica-
tions, which are the rule.

Erosive GERD is characterized by histological fea-
tures such as neutrophilic infiltration of the epithelium,
erosive necrotic and metaplastic changes that 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
picture of the depth of change of the esophageal mucosa
in GERD.

Conclusions. Study of esophageal biopsies indicates
cases of metaplasia (Barrett's esophagus) and esophage-
al dysplasia in GERD. Metaplastic and dysplastic changes
in the esophageal mucosa considered precancerous
states, so these studies are relevant. All patients 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, infiltration of inflammatory
cells for all forms of metaplasia and dysplasia detection
for BE.

References:

1. Tutuian R. Update in the diagnosis of gastroesoph-
ageal reflux disease. // J. Gastrointestin Liver Dis. — 2006.
- Sep;15(3). P.243-247.

2. Champion G., Richter J.E., Vaezi M.F., Singh S.,
Alexander R. Duodenogastro-esophageal reflux: relation-
ship to pH and importance in Barrett’s esophagus. // Gas-
troenterology. — 1994. - 107(3). — P.747-754.

3. Thomas H., Wilhelm L., Petermann J., Rosenbaum
K.D., Lorenz D. Simultaneous long-term measurement of
duodenogastric reflux and gastroduodenal motility. // Chi-
rurg. — 1997. - 68(6). — P.618-623.

4. Geboes K., Desmet V., Vantrappen G., Louvain A.
Esophageal histology in the early stage of gastroesopha-
geal reflux. // Arch Pathol Lab Med. - 1979. - 103. -
P.205.

5. Papa A, Urgesi R., Danese S. et. al. Pathophysiol-
ogy, diagnosis and tritment of non-erosiv reflux disease
(NERD) /I Minerva Gastroenterol. Dietol. - 2004. - Vol.50.
- P.215-226.

6. Weinstein W.M., Ippoliti A.F. The diagnosis of Bar-
rett’s esophagus: Goblets, goblets, goblets. // Gastrointest
Endosc. — 1996. - 44. - P.91-94.

7. Egger K., Werner M., Meining A. et.al. Biopsy sur-
veillance is still necessary in patients with Barrett's
esophagus despite new endoscopic imeging techniques /
Gut. — 2003. - 52. - P.18-23.

8. Vakil N., van Zanten S.V., Kahrilas P., Dent J.,
Jones R. The Montreal definition and classification of gas-
troesophageal reflux disease: a global evidence-based
consensus. // Am J Gastroenterol. 2006. - 101(8) -
P.1900-1920.

9. Oberg S., Wenner J., Johansson J., Walther B., Wil-
len R. Barrett esophagus: risk factors for progression to
dysplasia and adenocarcinoma. // Ann Surg. — 2005. -
242(1). - P.49-54,

10. Mueller J., Werner M., Stolte M. Barrett's esopha-
gus: histopathologic definitions and diagnostic criteria. //
World J Surg. — 2004. - 28(2). — P.148-154.

11. Glickman J.N., Chen Y.Y., Wang H.H., Antonioli
D.A., Odze R.D. Phenotypic characteristics of a distinctive



HAVKa U 3ApaBooxpaHenue, N2, 2014 Crarbu

multilayered epithelium suggests that it is a precursor in  esophageal adenocarcinoma. // N Engl J. - 1999. - 18. -

the development of Barrett's esophagus. // Am J Surg  P.825-831.

Pathol. - 2001. - 25(5). - P569-578. 14. Dent J. Microscopic esophageal mucosal injury in
12. Riddell R.H. The genesis of Barrett esophagus:  nonerosive reflux disease. // Clin Gastroenterol Hepatol. -

has a histologic transition from gastroesophageal reflux ~ 2007. - 5(1). P4-16.

disease-damaged epithelium to columnar metaplasia ever 15. Vieth M., Haringsma J., Delarive J., Wiesel P.H.,
been seen in humans? // Arch Pathol Lab Med. — 2005. -  Tam W., Dent J., et al. Red streaks in the oesophagus in
129(2). — P.164-169. patients with reflux disease: is there a histomorphological

13. Lagergren J., Bergstrom R., Lindgren A., Nyren O.  correlate? // Scand J Gastroenterol. — 2001. - 36(11). -
Symptomatic gastroesophageal reflux as a risk factor for ~ P.1123-1127.

Pestome
MUKPOCKONWYECKUE OCOBEHHOCTW PA3JIMYHLIX ®OPM
FTACTPO330®AIrEANIbHOU PE®NIOKCHOW BOJIE3HU
B.B. lapruH, B.B. Cakan
XapbKOBCKMI HaLMOHaNbHbIW MEAULIMHCKUIA YHMBEPCUTET, YKpauHa,
WUHcTuTyT Tepanum nmenn J1.T. Manain HAMH YkpauHbl
PaboTa nocasllieHa uccnenoBaHno pacnpocTPaHEHHOCTU 1 3HAYMMOCTY MUKPOCKOMNYECKUX U3MEHEHWIA B CIIM3UCTOM
nuiieBoaa npw ractpoasodareansHoi pedntokcHon 6onestn (FAPB) no pesynbtatam Guoncuu. bbino nsyveHo 223 na-
LneHTOB ¢ buoncuen nuLieBoaa, y KoTopbix Bbina guarHoctupoBaHa OPB. Matepuan nocrne conocTaBneHns 3HGOCKO-
MUYECKIX 1 TUCTOMNOTMYECKNX LaHHbIX Obl pasgeneH Ha Tpu noarpynnbl: Heapo3usHas [APE - 104 cnyyas unu 46,64 %;
9pO3MBHO-A3BEHHas hopma - 77 naumeHToB, unu 34,53%; nuwesog bappetTa - 42 GonbHbix (18,8%). Cnegytowme ru-
CTOMNOTMYeckne N3MeHeHUsi 0CoBEHHOCTM ObiMM NpoaHanM3MpPoBaHbl: CTENeHb runepnnasuu 6a3anbHbIX KNETOK, YANHe-
HWS COCOYKOB 3MUTENUS, YPOBEHb MHUILTPALMM NEAKOLMTAPHbIX M MMMOLMTAPHbIX SNEMEHTOB, HanMune 3pO3NOHHBIX
WK A3BEHHBIX U3MEHEHMI, HanuuMe MeTannasuu 1 gucnnasuu. VccnegosaHue nuwesoga 6uoncum BbISBUNO CRyYau
meTtannasuu (nuwesop bappetTta) u gucnnasuv npu F'OPB. Bee naumeHTsl ¢ FTOPB TpebyloT KOMNMEKCHOro AWarHocT u-
4ecKoro NoaxoAa, KOTOPbIN BKIOYAET He TONbKO SHAOCKONMYECKOE UCCefoBaHne, HO U TUCTONOMMYECKUA aHanms Guon-
cuu. [lnarHoctnyeckn Haubonee 3HaUMMbIMK ABRSAKOTCA TMNepnnasms 6asanbHOro crnos, WHGUNLTPaLWs BocnanuTenb-
HbIX KNEeTOK N5t Bcex (hopM, BbISIBNIEHNE MeTannasum u gucnnasuv ans nuwesoga bappetra.

KnioyeBble cnosa: nuiieson, pe(pnrokc, rmcTonoruna, Metannasums.

TyXbIpbIM
FACTPO330®ArEANbLI PE®NIOKCTTI AYPYObIH
OPTYPNI ®OPMANAPbIHbIH MUKPOCKOMNUANBIK EPEKLLENIKTEPI
B.B. lapruH, B.B. Cakan
XapbKoB YNTTbIK MeAULIMHANLIK YHUBEPCUTETI, YKpaunHa,
N.T. Manait aTbiHg. Tepanus MHCTUTYTbI, YkpanHa ¥MFA
Buoncus HeTuxenepi GoiibiHWa racTpoasodareandbl pedmokcTi aypynap (FOPA) kesiHaeri ©Hew LWbIpbILbIHAAFbI
MWKPOCKONUAMNBIK ©3repiCTepriH, Tapanybl MEH MaHbI34bIMbIFbIH 3epTTeyre apHanFaH XyMbic. ©Hel broncuscbiMeH 223
Haykac 3epgaeneHnai, onapaa '9PA guarHosgangbl. SHOOCKONUANbIK XSHE MMCTONOTUANbLIK MaNIMETTEPAI canbICTbipyaaH
KeliH mMaTepwan yw Kiwi TonTapra 6eniHgi: HeapoausTi FOPA - 104 xargai Hemece 46,64 %; 3p03uBTi-0MbIK Xapa Typi -
77 Haykacta, Hemece 34,53%; BappeTtta eHewi - 42 HaykacTa (18,8%). MbiHagan ructonoruanelk easrepictep
epekweniktep TangaHabl: 6asangbl afsanap ruMnepnnasuAcbl  LOpexeci, 3nuTenunep yLWTapbiHbiH, - y3apybl,
nenKoLmMTapnblK XoHe nuUMMoLUMUTapIbIK 3NeMeHTTepai UHMUNLTPaUus AeHreni, 3po3usanblK HeMeC OMbIK Xapanbik
esrepicTepaiH 6onybl, MeTannasusiHblH, X9He AucnnasusHblH 6onybl. ©Hew 6uoncUACHIH 3epTTey MeTannasus
oKkkuracblH (Bbappetta eHewi) xaHe TOPA kesiHgeri gucnnasusiHbl abikTagbl. [TOPA Gapnbik Haykactap KelleHgi
AVarHoCTUKanbIK SAICTi Tanan eTepdi, 0N 3HAOCKOMWANbIK KaHa eMec COHbIMeH Katap GWOMCHSHbIH, TMCTONOMMSMbIK
TanpaybiHaH Typagbl. 6apnblk dopmanap YLWiH iCik xacywanapbiHbiH MHWUNbTpauuscel, bappeTTa eHewi YyLiH
MeTannasusaHbl XoHe AUCMNasusaHbl aHblKTay ©asangbl KabaTTblH rvnepnnasuscl  AWarHoCTWKamblK eH MaHbl3gbl
6onbin Tabblnagbl.

Herisri ce3aep: eHelw, pedniokec, rMCTONOMS, MeTannasus.
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