www.gastro-j.ru Original articles / OpurnHasbHbIE TCCTEIOBAHNS

https://doi.org/10.22416,/1382-4376-2024-34-2-45-56
UDC 616.33-002.2-02 @

Spectrum of Chronic Gastritis Based
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Aim: in the retrospective study to assess the frequency of various gastritis variants based on the results of morpho-
logical examination of gastric biopsies over a 5-year observation period.

Methods. The study included 3162 individuals who underwent esophagogastroduodenoscopy with biopsy collec-
tion between 2017 and 2022. Pathological examination of biopsies was conducted using the updated Sydney system,
determining the histological variant and, when possible, the etiology of gastritis. In some cases, chronic gastritis was
assessed using the OLGA/OLGIM system.

Results. The most frequently diagnosed type was active H. pylori-associated gastritis (36.7 %), followed by chronic
atrophic gastritis with intestinal metaplasia in cases where H. pylori infection was not detected (28.4 %), includ-
ing immunohistochemical examination, classified as gastritis after successful H. pylori eradication. Atrophic forms
of chronic gastritis constituted 34.8 %. Minimal or mild changes close to normal histological characteristics were
observed in 19.2 % of patients. Reactive gastropathy was present in 7.6 % of cases. Autoimmune gastritis ranked
fourth in frequency, with a relatively high percentage of observations (8.6 %).

Conclusion. According to the analysis of gastric biopsies in the Russian population, a high frequency of H. pylori-
associated gastritis was observed, and autoimmune gastritis is not uncommon. The high prevalence of atrophic gas-
tritis emphasizes the importance of dynamic patient monitoring within cancer prevention programs.
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CneKTp XpOHUYECKUX racCTPUTOB NO pe3ysibTataM MopdoNorm4eckoro
nccriegoBaHnsa ractpoovonrtatoB

A.C. TepTblunblii*, T.J1. lanuHa, .M. HaropHas, H.B. Mayyawswunu, A.M. KnpioxuH, A.A. denopeHko,
M.B. Naenos., 4.4. NpoueHko, B.T. MiBawkuH

®rA0Y BO «[llepsbii MockoBckuii rocygapCTBeHHbIV MeanunHckni yHueepcuteT um. .M. CeveHoBa» MuHucTepcTea
3apaBooxpaHeHusi Poccurickon @eanepaumm (CedyeHoBCckuii YHnBepcuteT), MockBa, Poccuiickasi Penepavmsi

Llenb: B peTpOCNEKTUBHOM UCCEA0BAHUM OLEHUTbL YaCTOTY Pa3fiNYHbIX BAPUAHTOB racTputa Ha OCHOBaHUU pe-
3yNbTaToB MOPHONOrMYEeCKOro UccnenoBaHnsa 61MONTaToOB Xenyaka 3a NATUIETHUIA Nepuog, HabataeHs.
MeToabl. B nccnenosaHue Obiin BkoYEHbl 3162 yenoBeka, KoTopbiM B nepuoa, ¢ 2017 no 2022 r. npoBeaeHa
330 aroracTpoayoaeHOCKONUs co B3aTneM duoncuin. NMatonoro-aHaToOMM4eCckoe nccneaoBaHne 6MonTaToB Npo-
BOOMW/IM HA OCHOBE 0OHOBMIEHHOW CUOHENCKOM CUCTEMBI C ONpeaeneHeM rmcToorMyeckoro BapmaHTa u, no Bo3-
MOXHOCTW, 3TMOJIOrMK racTpuTa. B 4yactu cnyyaes Obi1a NpoBefeHa OLeHKa XPOHUYECKOro racTtpuTa no cuctemMe
OLGA/OLGIM.

Pe3ynbraTbl. Yaule Bcero Obin OMAarHOCTMPOBAH aKTUBHLIN H. pylori-accouumpoBaHHbIi ractput — 36,7 %;
B 28,4 % cny4yaeB yCTAHOBMIEH XPOHMUYECKMI aTPODUHECKMIA raCTPUT C KALLEYHOW MeTannasnein, npn KOTopom NH-
dekumsa H. pylori He 6bina obHapy>XeHa, B TOM YUCNe C MOMOLLBIO UMMYHOFMCTOXMMUYECKOro NCCeqoBaHus. 9Tn
crlyqam ObinM pacLEHEHbl Kak MOCT3paauKaLUMOHHbIA racTpuT. MpoueHT aTtpoduiecknx popmM XPOHUYECKOro ra-
ctpuTta coctaBun 34,8 %. Y 19,2 % nauneHTOB MUSBMEHEHMS B OMonTaTax HOCUIM MUHUMaIbHbIN NN CIaboBbIPAXEH-
HbI XapakTep v 6bisM 6M3KN K HOPMasibHbIM TMCTONIONMYECKMM XapaKTePUCTUKAM CINM3NCTOM 000/104KkN. PeakTumB-
Has racTponaTtus BcTpeyanachk B 7,6 % cny4aeB. AyTOMMMYHHbIN raCTPUT 3aHUMaeT YEeTBEPTOe MECTO Mo YacToTe
BCTPEYAEMOCTU C JOCTATOYHO BbICOKUM MPOLLEHTOM HabntoaeHn (8,6 %).
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BeiBOAbI. B poccuiickoin monynsuuu, COrlacHO aHanu3y ractpobuonTtatoB, HabnogaeTcsl BbiCOkas YactoTa
H. pylori-accoummnpoBaHHOro racTpuTa, Hepeakum 3aboneBaHNEM ABSETCS ayTOMMMYHHbIV racTpuT. Boicokas ya-
CTOTa aTpOdPMYECKOro racTpmuta 06ycnaBanBaeT BaXXHOCTb AMHAMMUYECKOro HabnioaeHUS 3a NauyeHTaMy B pamkax

rnporpamMmsbl KaHUeporipeBeHLnn.

KnioueBble cnoBa: ractput, H. pylori, peakTnBHas ractponaTtus, arpopuU4ecKkmnin ractpuT, ayTOUMMYHHbI raCTPUT
KoHdnukT MHTEepecoB: aBTopbl 3a9BASI0OT 06 OTCYTCTBUN KOHMINKTA UHTEPECOB.

Ansa uutnpoBaHua: TepTbiuHbin A.C., JlanuHa TJ1., HaropHaa A4.11., Mavyawsunum H.B., KuptoxuH A.T1., @enoperko A.A., MNasnos M.B.,
Mpouenxko O.4., MBawkmH B.T. CnekTp XpOHMYECKMX raCTPUTOB MO pe3ysikTataM MopdOornieckoro NccneaoBaHuns ractpobuonTa-
TOB. POCCUIACKNIA XXypHaUT raCTPOSHTEPOSIONN, FenaTonornmn, kononpokTtonornn. 2024;34(2):45-56. https://doi.org/10.22416/1382-4376-

2024-34-2-45-56

Introduction

Helicobacter pylori infection is considered
the most common cause of chronic inflammation
of the gastric mucosa, leading to the recognition
of chronic gastritis as an infectious disease [1].
The prevalence of H. pylori demonstrates signif-
icant geographical variability, mainly dependent
on the socio-economic status of the population
[2, 3]. Regions with high infection rates include
Africa (70.1 %; 95 % CI: 62.6—77.6 %), South
America (69.4 %; 95 % CI: 63.9—74.9 %), and Asia
(66.6 %:; 95 % CI. 56.1—77.0 %), while Western
Europe (34.3 %; 95 % CI: 31.3—37.2 %) and North
America (37.1 %; 95 % CI: 32.3—41.9 %) have
lower infection rates [2]. The decreasing preva-
lence of H. pylori infection is considered a signif-
icant global trend [3, 4].

A systematic review indicates a global decrease
in H. pylori infection from 58.2 % (95 % CI: 50.7—
65.8 %) in the 1980—90s to 43.1 % (95 % CI: 40.3—
45.9 %) in the period 2011—2022 [4]. In Russia, a
decrease in H. pylori frequency has also been ob-
served, with the lowest prevalence in individuals
under 18 years old (20.2 %) and the highest in the
41-50 years old age group (43.9 %) [5].

The Kyoto Global Consensus on Helicobacter
gastritis recommends classifying gastritis based
on etiological factors, emphasizing the need for
reflection in the International Classification of
Diseases of the 11th revision [1]. The prevalence
and morbidity of other etiological variants of gas-
tritis (autoimmune, biliary, alcoholic, Crohn’s dis-
ease-related, etc.) are understudied in our country
and worldwide. Forty years after the discovery of
H. pylori as the main cause of gastritis, consid-
ering the temporal trends of H. pylori infection
in the population, it is important to assess the
frequency of various gastritis variants.

Aim of the research

In this retrospective study, we aimed to assess
the frequency of various gastritis variants based
on the results of morphological examination of
gastric biopsies over a 5-year observation period.

Materials and methods

Cases of chronic gastritis were selected from
the database of the Central Pathoanatomical
Department (CPAD) of the Clinical Center of
Sechenov University based on the analysis of gas-
tric biopsies from patients who underwent esoph-
agogastroduodenoscopy (EGD) from January 2017
to May 2022. The upper gastrointestinal tract was
examined according to the standardized EGD pro-
tocol. At least two biopsies were taken from the
antral region and two from the body of the stom-
ach along the lesser and greater curvature based
on the updated Sydney system [6]. Routine bi-
opsy of the gastric angle was not performed in
all cases, as its impact on the final diagnosis is
considered ambiguous [7, 8]. Histological find-
ings were recorded in the standardized reporting
system of the CPAD of the Clinical Center of
Sechenov University, developed on the basis of
the 1C Accounting program.

Biopsies were fixed in 10 % neutral buffered
formalin, embedded in paraffin, sectioned at a
thickness of 3—4 um on 4—5 levels, and stained
with hematoxylin and eosin. H. pylori infection
was assessed using Giemsa staining, and in doubt-
ful cases, immunohistochemistry (IHC) was per-
formed with polyclonal antibodies to H. pylori
(Dako, Denmark) on the Bond Max automated
immunostainer (Leica Biosystems, USA).

Inflammatory infiltrate, variations in its den-
sity, activity, degree of H. pylori colonization,
and the extent of intestinal metaplasia were
evaluated using visual analog scales presented
in the updated Sydney system [6]. Diagnostic
criteria for reactive gastropathy included fo-
veolar hyperplasia, edema and hypertrophy of
smooth muscle fibers in the lamina propria, va-
sodilatation, and hyperemia of the mucosal cap-
illaries, along with significant inflammatory in-
filtrate [9]. Diagnosis of autoimmune gastritis
was based on chief cell damage with atrophy
and intestinal metaplasia affecting the body of
the stomach. Pseudopyloric metaplasia, charac-
terized by the replacement of chief cells with
mucous glands, and pseudopancreatic metaplasia
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with the appearance of cells resembling acinar
cells of the pancreatic gland were frequently
observed. In contrast to the body of the stom-
ach, the mucosa of the antral region in auto-
immune gastritis could appear normal or show
minor inflammatory changes [6]. In cases with a
previously established diagnosis of Crohn’s dis-
ease, gastric involvement was diagnosed against
the background of focal active gastritis with or
without epithelioid granulomas, aphthous lesions,
and/or fissured erosions/ulcers [10].

Results

A total of 3162 patients were included in the
study, comprising 1688 (53.4 %) females and 1474
(46.6 %) males, with a female-to-male ratio of
1.15 : 1. The average age was 53 years (mean —
52.3 years, range — 19—86 years). Patients with a
diagnosis of gastric cancer were excluded from the
study. From 2017 to 2022, the established diagno-
sis of “chronic gastritis” ranged from 329 cases in
the first half of 2022 to 670 cases in 2018 (Table).

A diagnosis of H. pylori-associated gastritis
was confirmed in 1029 (36.68 %) out of 3162 indi-
viduals (Figs. 1—4). Helicobacter pylori gastritis
was characterized by neutrophilic infiltration in
100 % of cases, with inflammation predominating
in the antral part of the stomach in 74 % of pa-
tients, in the body — in 8.5 %, and evenly distrib-
uted in all stomach regions in 17.5 %.

Chronic atrophic gastritis with intestinal
metaplasia was identified in 899 (28.4 %) indi-
viduals (Fig. 5), where H. pylori infection could
not be detected, even with IHC examination. For
these patients, a history of H. pylori eradication
therapy could be assumed, although such infor-
mation was lacking in the histological examina-
tion referral. Therefore, this group of patients
was tentatively classified as post-eradication gas-
tritis. Biopsy collection in these cases was ex-
plained by the endoscopic monitoring protocol
for patients with atrophic gastritis, following
the Clinical Recommendations of the Russian
Gastroenterological Association and the RENDO
Endoscopic Society for the diagnosis and treat-
ment of gastritis [11].

A diagnosis of autoimmune gastritis was es-
tablished in 272 (8.6 %) patients (Figs. 6, 7).
Reactive gastropathy (chemical gastritis) was
identified in 241 (7.6 %) (Fig. 8), characterized
by foveolar hyperplasia, edema and hypertrophy
of smooth muscle fibers in the lamina propria, va-
sodilation, hyperemia of mucosal capillaries, and
minimal inflammatory infiltrate. Autoimmune
gastritis often coexisted with reactive gastropa-
thy in the antral part (in 35.3 % of 272 patients)

Figure 1. A small area of preserved integumentary pit-
ted epithelium with signs of damage and the presence
of microbial contamination on the surface of epithelial
cells; above and below the located foci of intestinal
metaplasia with goblet cells do not contain bacteria
(x400, hematoxylin and eosin staining)

Pucynox 1. Menkuii y4acToK COXPAHHUBIIETOCsT TTOKPOB-
HO-SIMOYHOTO SIUTEHs] C TPU3HAKAME TTOBPEKIEHNUS
U HaJW4neM MUKPOOHOI 00CEMEHEHHOCTH Ha MOBEPXHO-
CTH 3IUTETMOINTOB; BbIIIE 1 HIZKE PACIIONIOKEHHBIE OUa-
I KUIIEYHOIl MeTariasuu ¢ OOKaJOBUIHBIME KJIETKAMU
He comepskatr Gakrepuii (x400, okpacka reMaTOKCUIMHOM
M 503UHOM)

Figure 2. Clusters of positively stained bacteria on the
surface of the biopsy specimen (x400, Giemsa stain)

Pucynox 2. CKoluieHus MO3UTUBHO OKPAIIEHHBbIX GaKTe-
puii Ha nosepxnoctu 6uonrara (x400, oxpacka 1o Tumze)

and rarely with H. pylori-associated gastritis
(in 3.3 % of 272 patients).

Changes in biopsies for 608 (19.2 %) individ-
uals exhibited minimal or mild characteristics,
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Figure 3. Positively stained brown bacteria, some of
which on a cross section look like pinpoint inclusions in
the covering mucus on the surface of the biopsy specimen
and in the lumen of the pits (x400, THC reaction with an
antibody to H. pylori)

Pucynox 3. llo3utuBHO OKpallleHHble B KOPUYHEBDIil
1BeT 6aKTEepPUH, 9acTh M3 KOTOPBIX Ha MOIEPETHOM Cpe3e
UMeeT BUJI TOYEYHDBIX BKJIOUEHHI B TIOKPBIBAIOIIEN CJIM-
31 Ha MOBEPXHOCTH OMONTaTa W B IIpocBeT Mok (x400,
NTX-peakius ¢ anrurenom K H. pylori)

Figure 5. Chronic mild inactive atrophic gastritis
of the antrum with focal complete intestinal metapla-
sia — up to 30 % of the biopsy area (x200, hematoxylin
and eosin staining)

Pucynox 5. XpoHudeckuii cjaGOBbIPAKEHHbINH Heak-
TUBHBIH aTpoUYecKnii TAaCTPUT AHTPAJBHOTO OTAETA
JKeJIy/IKa ¢ 04aroBOW HOJIHON KUINEYHON MeTariazuein —
10 30 % maomaau 6uonrara (%200, OKpacka reMaTOKCH-
JIMHOM ¥ 903MHOM)

Figure 4. Chronic moderately active superficial He-
licobacter gastritis of the body of the stomach (x200,
hematoxylin and eosin staining)

Pucynox 4. XpoHnueckuili yMepeHHO BbIpa’Ke€HHbIH aK-
TUBHBII TTOBEPXHOCTHBII XeTMKOOAKTEPHDIN TaCTPUT TeIa
seryaka (x200, okpacka TeMaTOKCHUIMHOM U 903MHOM )

Figure 6. Autoimmune gastritis; chronic moderately
severe inactive atrophic gastritis of the gastric body with
widespread pseudopyloric metaplasia, focal complete
intestinal metaplasia, hyperplasia of the foveal layer
and the formation of lymphoid accumulations (x200,
hematoxylin and eosin staining)

Pucynox 6. AyTOUMMYHHBIHl TacTpUT; XPOHUYECKMIi
YMEPEHHO BbIPAJKEHHBII HEAKTUBHBIA aTpoduyecKuii
TacTPUT TeJa JKeJYIKa C PAcCIpOCTPAHEHHOI ICEeB/ONN-
JIOPUYECKON MeTariazueil, 04aroBOi TOJIHON KHUINEYHON
MerarnJasueii, Tunepasueil poseosispHOro cIosi u (op-
MupoBarueM JauMdonanbix ckomienuii (x200, okpacka
reMaTOKCUJIUMHOM M 903UHOM )
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Figure 7. Autoimmune gastritis; widespread hyperplasia of neuroendocrine cells in the glands of the body of the
stomach (%100, THC reaction with antibody to Chromogranin A)

Pucynox 7. AyTOUMMYHHDBII TaCTPUT; PACPOCTPAHEHHAS TUTIEPILIA31sl HeHPOIHIOKPIHHbBIX KJIETOK B JKeJie3axX Tesa
skeayaka (x100, UTX-peakuus ¢ anTuTeNIoM K XpoMorpanumy A)

Figure 8. Reactive/chemical gastritis/gastropathy; biopsy of the mucous membrane of the antrum of the stomach
with pronounced hyperplasia of the foveal layer, convoluted deep pits, proliferation of smooth muscle cells and pa-
retic plethora of capillaries, the lamina propria contains a few lymphocytes (x200, hematoxylin and eosin staining)

Pucynox 8. PeakruBHblil/XUMIUYECKUN TaCTPUT,/ TaCTPONATUst; GHONTAT CIAUBUCTON OOOJOYKH aHTPATBHOTO 0T/
JKEJTYIKA C BBIPAXKEHHOI rutiepiiiazueil (poBeoIIPHOTO CJI0sI, U3BUTHIME TJIYOOKUMEU sIMKaMu, mposmdepanueil riaji-
KOMBIIIEYHDBIX KJIETOK U MAPETHYECKUM ITOJTHOKPOBUEM KAIMJLISPOB, COOCTBEHHAS IJIACTHHKA COJAEPKUT HEMHOTOUNC-
sennple auMdoruThr (X200, OKpacka reMaTOKCHIMHOM U 503UHOM )
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Figure 9. Mineralization of the mucous membrane
of the gastric body; biopsy samples of the mucous mem-
brane of the body of the stomach with damage and des-
quamation of the integumentary epithelium and depo-
sition of basophilic mineral masses in the area of the
ridges (x60, stained with hematoxylin and eosin)

Pucynox 9. Munepanusaius cJu3ucToii 060J09KN Tesa
JKeJTyIKa; GUOTITATBI CJAM3NUCTOI 060JOUKY TeJla JKeJIyIKa
C TIOBPEK/IEHUEM U [[leCKBaMalieil TOKPOBHOTO AITHUTENS
1 OTJIOXKeHNeM 6a30(PUIbHBIX MUHEPAJIbHBIX Macc B 30He
BannkoB (x60, OKpacKa reMaTOKCHIMHOM U 903MHOM )

closely resembling normal histological features
of the mucosal lining (Table).

This analysis included data from 273 patients
with gastric and duodenal ulcer disease. In addi-
tion to biopsies from the ulcer margins, biopsies
were performed according to the Sydney proto-
col. A significant portion of these patients had
Helicobacter pylori gastritis — 78 (28.6 %) out
of 273 people, while a small portion had reactive
gastropathy — 15 (5.5 %). Consequently, based
on the characteristics of gastric biopsies, an obvi-
ous cause of ulcer formation could not be identi-
fied in the remaining patients.

Other types of gastritis accounted for a small
percentage of cases — 113 (3.6 %) out of 3162
individuals (Figs. 9—14).

Mineralization of the mucosal lining (calcifica-
tion) was detected in 44 patients (1.4 %) (Fig. 9).
According to literature data, gastric calcinosis
may occur in the presence of hypercalcemia or
hyperphosphatemia, typically associated with re-
nal insufficiency or neoplastic conditions (meta-
static form of gastric calcinosis). Inflammatory
or fibrotic tissue changes with normal calcium
and phosphorus levels in serum may also lead to
calcinosis (distrophic form of gastric calcinosis).
The cause of calcinosis is often challenging to

Figure 10. Lymphocytic gastritis; a large number of
interepithelial lymphocytes in the integumentary pitted
epithelium — lymphocytes have a clearing zone sur-
rounding each lymphocyte located among the epithelial
cells (x400, Giemsa staining)

Pucynox 10. JIumdonuurtapHblil ractput; 60JbIIOe KO-
JINYECTBO MEKAMUTENNATBHBIX JUMQOIUTOB B IOKPOB-
HO-SIMOYHOM 3IUTETNH — JUMQOIUTBl HWMEOT 30HY
MIPOCBETJICHNUS, OKPY>KAOMIYI0 KaXKIbIH JUMQOIUT, pac-
NOJIOKEeHHbI cpean kiaeTok smmreus (x400, okpacka
no Tnmse)

Figure 11. Collagenous gastritis; deposition of homo-
geneous eosinophilic masses in the subepithelial sec-
tions; the integumentary epithelium is desquamated over
a grea-ter extent; lamina propria with pronounced lymph-
oplasmacytic infiltration with the formation of lymphoid
follicles (x200, hematoxylin and eosin staining)

Pucynox 11. KommareHOBBII TaCTPUT; OTJIOKEHIE TOMO-
TeHHBIX 203MHO(MUIBHBIX MacC B CyOINUTENHATBHBIX OT-
JleJlax; TIOKPOBHBIN 9IUTENNH HA GOJIbIIEM HPOTSKEHUN
JIeCKBAMHUPOBAH; COOCTBEHHASI TJIACTUHKA C BbIPAsKEHHON
JmMoTIIa3MOTINTapHOI MHPUIbTpanyell ¢ (opMIPOBAHIT-
eM mumpongnbix $osmkyaos (x200, okpacka reMaToKcu-
JITHOM M 903MHOM )
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Table. Distribution of cases of chronic gastritis by year
Tabauua. Pacnipesiesierie cay4aeB XPOHHYECKOTO FACTPUTA TI0 TOJIaM

Form of chronic gastritis Year / I'od Total

Dopma xpoHuuecKozo eacmpuma 2017 | 2018 | 2019 | 2020 | 2021 | 2022 | Bcezo
H. pylori-associated gastritis
H. pylori-accoyuuposanmnwii 159 229 195 155 183 108 1029
(xenuxobaxmepnwiii) zacmpum
Multifocal atrophic gastritis after successful
H. pylori eradication
Iocmapaduxauuonnvlil. MyavmupokarovLl A0 2 17 28 e & S8
ampoguueckui eacmpum
Chemical gastritis (reactive gastropathy)
Xumuuecxuii zacmpum (peaxmuenas sacmponamuist) 67 67 >1 30 18 8 244
Autoimmune gastritis / Aymoummynnoui eacmpum 32 42 49 30 S7 41 272
Minimal changes in the mucous membrane
Munumanrvro 8vipaKeHHvle USMEHEHUS 66 98 97 138 141 68 608
CAUIUCTNOU 000.10UKU
Mineralization of the mucous membrane
Muneparusayus cauzucmou 00010uKU & 1& 7 > 6 0 =
Lymphocytic gastritis / JTungpouumapnoiii zacmpum 6 9 9 8 ) 2 39
Collagenous gastritis
Konnazenoswvui zacmpum v v v L ! ! 2
Eosinophilic gastritis
Dosunohurviolll eacmpum v : v L v v [
Changes in the mucous membrane
in inflammatory bowel diseases
Hsmenenus causucmoi 060104Ku > 7 4 7 2 3 2
npU B0CNAIUMENLHOLY 3A00I6AHUIX KUUEUHUKA

Figure 12. Eosinophilic gastritis; cellular infiltrate of
the lamina propria with pronounced diffuse eosinophilic
infiltration with a predominance of eosinophils in the
infiltrate (x200, hematoxylin and eosin staining)

Pucynox 12. D03MHOPUIBHBIN TacTPUT; KJCTOYHBII
nHGUIBTPAT COOGCTBEHHON IJIACTUHKHU CJHM3UCTOH C BbI-
paxkeHHOI Muddy3HOiT 203nHODIIBbHON MHOUIbTPAIINEH
¢ npeobiaganueM 203uHOGUIOB B uHUibTpare (x200,
OKpacKa reMaTOKCHJINHOM U 303UHOM )

Figure 13. Focal/focal active gastritis; focal inflam-
matory cellular infiltrate, located predominantly in the
projection of the cervical glands with the presence of
segmented leukocytes in it, penetrating and damaging
the epithelium (x200, hematoxylin and eosin staining)

Pucynox 13. Ouarobiii/ GoKanbHbIl aKTHBHbBIA ra-
CTPUT; OYArOBBIN BOCIATUTEIbHDII KJIETOYHBIH MHMUIIb-
TPaT, PACHOJIOXKEHHBII IPEMMYIIECTBEHHO B MPOEKIIH
[IeeYHOI0 OT/eJIa Kejle3 ¢ HaJu4ueM B HeM CerMeHTO-
SAJEPHBIX JIEHKOIIUTOB, TPOHUKAIONIUX U MOBPEKIAIOITIX
srmrennii (x200, oKpacka TeMaTOKCHIMHOM M 503MHOM)
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Figure 14. Granulomatous gastritis; epithelioid cell
granuloma, without signs of necrosis; in the surround-
ing pits — accumulations of leukocytes penetrating the
epithelium and a thick lymphoplasmacytic infiltrate
(x200, hematoxylin and eosin staining)

Pucynox 14. I'panyieMaTo3Hblil racTpuT; 3MUTEIHMON/HO-
KJIeTOYHAs TpanyJieMa, 6e3 IPI3HAKOB HEKPO3a; B OKPYsKa-
IONUX SIMKaX — CKOIUIEHHS JICHKOIINTOB, MPOHMKAOIMINX
B BIIUTEJINIT U TYCTOH JIMMOTITa3MOIUTAPHBIN HHUILTPAT
(x200, okpacka TEMaTOKCUIMHOM 1 S03MHOM )

establish [12, 13]. Due to limited information
available in the database, the reasons for miner-
alization in our patient group remain unknown.
In our opinion, these cases may be classified as
reactive gastropathies, as some instances were as-
sociated with the use of medications.

Lymphocytic gastritis was detected in 39
(1.3 %) patients. It was characterized by an in-
creased content of interepithelial lymphocytes in
the integumentary pitted epithelium (Fig. 10).

Rare variants of gastritis constituted a small
percentage of observations and confirmed their
rarity. The diagnosis of collagenous gastritis was
established in two patients (0.06 % over a period
of more than 5 years of observation) (Fig. 11),
eosinophilic gastritis — in one patient (Fig. 12),
and Menetrier disease in one patient.

Separately, a group with gastritis among pa-
tients with inflammatory bowel diseases should
be highlighted — 28 (0.88 %) patients with
Crohn’s disease (Figs. 13, 14).

Intestinal metaplasia was identified in 1344
(43 %) out of 3126 patients. It was present in
all cases (100 %) of multifocal atrophic gastritis
and frequently in individuals with autoimmune
gastritis (79.4 %), less commonly — in cases
of atrophic H. pylori gastritis (19.5 %), and

reactive gastropathy (11.6 %). It is noteworthy
that in autoimmune gastritis, intestinal metapla-
sia was more often observed in the body of the
stomach (in 70 % — in the body, in 9.4 % —
in the antral part) compared to all other types
of gastritis, where intestinal metaplasia was pre-
dominantly found in the antral region.

The implementation of the prognostic systems
OLGA (Operative Link for Gastritis Assessment)
and OLGIM occurred gradually. In 2017, biop-
sies were taken according to the protocol, and
histological assessments were made using OLGA
in 10.4 % of observations. By 2022, this in-
creased to 69.6 %. The distribution by stages was
as follows: Stage 0 accounted for 26.8 % of cases,
Stage I — for 37.2 %, Stage II — 29.7 %, Stage
IIT — 5.5 %, and Stage IV — 1.4 %. Thus, Stages
0—IT demonstrated approximately equal percentag-
es of observations, while Stages ITI-IV, associated
with a high risk of gastric cancer and requiring
subsequent endoscopic surveillance, comprised
a total of around 7 % of cases (Fig. 15).

Discussion

The most prevalent cases in the examina-
tion of gastric biopsies were those of H. pylori-
associated gastritis (36.68 %). The prevalence of
Helicobacter gastritis in the Russian population
reflects the trend of decreasing H. pylori infec-
tion rates in our country but remains higher than
in European countries [15] and is comparable to
Asian countries such as China, Japan, and South
Korea [16].

Helicobacter gastritis has distinctive mor-
phology, allowing for an etiological diagnosis
through hematoxylin and eosin staining even be-
fore detecting the bacteria. Additional Giemsa
staining, which we utilized, only confirmed the
initially diagnosed H. pylori-associated gastritis.
In cases where the histological examination was
indicated based on a positive result of the rapid
urease test during endoscopy, we were able to
detect H. pylori in almost 100 % of cases. In
doubtful cases, we preferred to resort to immu-
nohistochemistry for detection. In certain situa-
tions (widespread intestinal metaplasia, proton
pump inhibitor use), bacterial translocation to
the body of the stomach can occur. In such cases,
detecting H. pylori may be possible when exam-
ining biopsies taken from the body of the stom-
ach, emphasizing the importance of adhering to
the Sydney protocol [17].

Reactive gastropathy in the Russian population
was identified in 7.6 % of cases. Our data diverge
from European studies where reactive gastropa-
thy was more common than active Helicobacter
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Figure 15. Distribution of cases of chronic gastritis according to the OLGA/OLGIM system

Pucynox 15. Pacupejenenue ciydaeB xpounueckoro racrpura no cucreme OLGA/OLGIM

gastritis and post-eradication gastritis [15, 18].
A retrospective study in the United States, ana-
lyzing a large database, demonstrated that reac-
tive gastropathy became the most common type of
gastritis [19]. In the International Classification
of Diseases, 11th edition (ICD-11), variants of
reactive gastropathy are distinguished based on
etiological factors, with biliary reflux and non-
steroidal anti-inflammatory drug use being the
main contributors. However, the cause of chem-
ical gastritis remains unrecognized in some cases.
According to I. Maguilnik et al., reactive gas-
tropathy is associated with Barrett’s esophagus
(odds ratio (OR) — 1.21; 95 % CI: 1.16—1.29),
duodenitis (OR = 1.36; 95 % CI: 1.28—1.44),
intraepithelial lymphocytosis of the duodenum
(OR = 1.25; 95 % CI: 1.13—1.39), active ile-
itis (OR = 1.88; 95 % CI: 1.47—2.40), localized
active colitis (OR = 1.57; 95 % CI: 1.33—1.86),
and collagenous colitis (OR = 1.50; 95 % CI:
1.12—2.03) [19].

The second most common finding in our study
was multifocal atrophic gastritis with intestinal
metaplasia, where we could not detect H. pylori
even with THC staining. In the vast majority of
cases, gastritis was inactive and interpreted as
post-eradication gastritis by us. The widespread
use of H. pylori eradication therapy in clinical
practice will lead to an increase in the number
of post-eradication gastritis cases, which, in the

presence of a significant stage of atrophy, re-
quires endoscopic surveillance for early detection
of dysplasia [1, 11]. In this regard, it is important
to universally include information about H. py-
lori eradication in the referral for histological
examination. In a small portion of cases, signs
of inflammatory activity were identified, sug-
gesting another cause of inflammation, possibly
not yet identified.

Atrophic gastritis with intestinal metaplasia
is a well-recognized risk factor for the devel-
opment of gastric cancer [1, 11, 20]. The as-
sessment of biopsies according to the OLGA/
OLGIM system was conducted in 70 % of cas-
es. We identified 6.9 % of patients with Stage
IIT and IV according to OLGA, belonging to
the high-risk group for cancer development.
Intestinal metaplasia is characterized by a
change in the phenotype of gastric epithelium
to that of the small or large intestine, with
goblet cells. In our study, we diagnosed in-
testinal metaplasia in 43 % of patients with
chronic gastritis; this high percentage may be
partially explained by the participation of pa-
tients in cancer prevention programs and pre-
cise biopsy sampling. In our study, intestinal
metaplasia predominated in the antral part
in H. pylori-associated and post-eradication
gastritis, and in the body of the stomach in
autoimmune gastritis.
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The high frequency of autoimmune gastritis in
our study (8.6 %, fourth in frequency) may be
due to an increase in disease incidence on the one
hand and, on the other hand, the repeated ad-
mission of patients with a previously established
diagnosis for dynamic observation. In our study,
autoimmune gastritis was extremely rare in com-
bination with Helicobacter gastritis.

Assessing the combinations of different his-
tological variants of gastritis was challenging.
Reactive gastropathy (in the antral part) was
most often found in combination with autoim-
mune gastritis. The morphological criteria for
diagnosing different types of gastritis occurring
simultaneously in the same patient have not
been extensively developed. As early as 2001,
M. Stolte et al. raised the question of whether
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Komnrakraast nudopmarust: shyral0@mail.ru;
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ITaBnoB IlaBen BuaaaumupoBuy — KaHAWJAT MEIUIITHCKIX
HayK, 3aBeyIOLIM OT/AeJeHneM [IUATHOCTHYECKOI 1 JeueGHOi
9H/IOCKOIINK Y HUBEPCUTETCKON KJIMHUYECKOH GOJbHUIBI No 2,
DIAOY BO «Ilepsbiit MockoBckuii rocyapCcTBeHHBIN Men-
nuHckuit yuusepcurer uM. M.M. CeuenoBa» Munucrepcrsa
3apaBooxpanenust Poccuiickoit  Dexpepanun (CeuenoBcKmit
Yuusepcurer).

Kownrakraast nadopmarmst: pvpavlov@yandex.ru;

119435, r. Mocksa, ya. Horoaunckas, 1, crp. 1.

ORCID: https://orcid.org,/0000-0002-4391-5441

IIpouenko /Imurpmii /IMuTpueBHY — KaHIMIAT MEIUIITHCKIX
HayK, JOLEHT, 3aMeCTUTeIb AUPEKTOpa II0 00PasoBaTEIbHBIM
mporpamMMaM MHeruryra kamHmYeckoil Mopdosorun uo nud-
posoii marosiornu, MTAOY BO «llepsbiii MockoBckuii rocy-
JIAPCTBEHHBbIN MeauinHcKkuil yuuBepeuter uM. .M. CeuenoBa»
MunncrepctBa  3/1paBooxpanenus Poccuiickoit  Degepanun
(CeuenoBckuii YHuBepcuTer).

Kownrakruast nadopmarst: protsenko_d_d@staff.sechenov.ru;
119435, r. Mocksa, AGpukocoBckuii mep., 1, crp. 1.

ORCID: https://orcid.org,/0000-0002-5851-2768

Npamkun Buagumup TpodumoBud — JOKTOD MEAUIIUHCKUX
Hayk, axkagemuk PAH, mnpodeccop, saBemyromuit kadenpoii
MPOTIEIEBTUKN  BHYTPEHHUX  GOJIE3HEN, TracTPOIHTEPOJOTUI

u renarosoruu, OTAOY BO «llepsbiii MockoBckuit rocyaap-
CTBEeHHBII MeauuuHckuil ynusepcuter uMm. M.M. CeuenoBa»
MunncrepctBa  3/1paBooxpanenus Poccuiickoit  Degepanun
(CeuenoBckuii YHuBepCuTeT).

Kownrakraast nadopmarst: ivashkin_v_t@staff.sechenov.ru;
119435, r. Mocksa, ya. oroaunckas, 1, crp. 1.

ORCID: https://orcid.org,/0000-0002-6815-6015
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