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ABSTRACT

Currently, there is an increase in the prevalence of autoimmune diseases. In particular, against the background of a decrease
in the incidence of Helicobacter pylori associated gastritis, the number of patients with autoimmune gastritis increases.
This is an autoimmune disease in which the destruction of the acid-producing gastric mucosa occurs due to the loss of parietal
cells with their replacement by atrophic and metaplastic tissue, which leads to impaired absorption of iron, vitamin B,
deficiency states, anemia, neurological disorders and the development of malignant tumors. It is not fully known what triggers
aggression. It is assumed that the autoimmune process can occur due to the interaction of genetic and environmental factors.
In addition, the relationship between H. pylori and the development of autoimmune gastritis has not been fully studied.
Diagnosis of autoimmune gastritis is based on serological markers, but its leading method is esophagogastroduodenoscopy
with biopsy. Several endoscopic signs allow one to suspect autoimmune gastritis: reverse atrophy; the presence of islets of
preserved acid-producing mucosa; viscous mucus; protrusions in the body of the stomach, which are currently called "white
spheres"; glomus formations, which are a proliferation of enterochromaffin-like cells. Atrophy of the mucous membrane of the
body of the stomach is detected in biopsy material; three stages of inflammation of the mucous membrane of the body of the
stomach can also be observed. Patients with autoimmune gastritis have an increased risk of developing malignant neoplasms,
namely type 1 neuroendocrine tumors and adenocarcinoma. Therefore, regular monitoring is necessary for the early detection
of these pathologies. However, the monitoring intervals have not been definitively determined. Most sources indicate the need
for gastroscopy once every 1-3 years.
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AHHOTALINA

B HacToslee BpeMs NpoMCXOAMUT POCT pacnpoCTPaHEHHOCTU ayTOMMMYHHBIX 3aboneBaHuii. B yacTHocTH, Ha OHe cHUXe-
HWsA 3ab0IeBaEMOCTU XeNIMKODAKTEPHBIM racTpUTOM YBENUYMBAETCA KOJIMYECTBO MALMEHTOB C ayTOMMMYHHBIM TacTpUTOM.
370 ayToMMMyHHOE 3aboneBaHWe, NPU KOTOPOM MPOMCXOAMT paspyLUeHWe KUCNOTOMPOLYLMPYIOLLEH CM3UCTOH 060M04KM
Keny/Ka 3a CYET yTpaTbl NapueTanbHbIX KNETOK C 3aMeLLeHUeM MX aTpOdUUECKON M METaNNacTUYECKON TKaHbIO, YTO NPUBO-
[VT K HapyLUEHMIO BCACbIBaHUA enesa, BUTaMuHa By, [edUUMTHBIM COCTOAHUAM, aHEMUAM, HEBPOOrMYECKUM paccTpou-
CTBaM M pa3BMTUIO 3/10KA4ECTBEHHBIX onyxonen. [lo KoHLa HEM3BECTHO, YTO ABJIAIETCA TPUITEPOM arpeccuu. lpeanonaraetcs,
YTO ayTOMMMYHHBIV NPOLIECC MOXET BO3HMKATb BCNEACTBUE B3aUMOAEHCTBUA reHETUYECKUX (HaKTOPOB M (aKTOpPOB BHELLHEN
cpeabl. KpoMe Toro, 1o KoHLa He u3yueHa ceasb Helicobacter pylori c pa3BuTMeM ayTOMMMYHHOrO racTpuTa.

[lnarHocTuka ayToUMMYHHOTO racTpiUTa OCHOBLIBAETCSA Ha CEPONIOrMYECKUX MapKepaX, OiHaK0 BELYLLMM e€ METOLOM ABNIAET-
cA 330daroracTpofyoAeHocKonus ¢ bruoncueit. CywiecTByeT psL 3HA0CKOMMYECKWX MPU3HAKOB, MO3BOMAIOLLMX 3aM0L03pHUTL
ayTOMMMYHHBIW racTpuT: 0bpaTHas atpodus; Hanmume 0CTPOBKOB COXPAHHOW KUCNOTONPOAYLMPYHOLLEN CIM3UCTON 0605104KMY;
BA3KasA C/U3b; MPOTPY3WM B TeNe XenyaKa, KoTopble B HacTosLlee BpeMsl HOCAT HasBaHue «benbix cdep»; rmoMycHble 0b-
pa3oBaHus, NpeacTaBnsoLLme coboi nponudepaumnio sHTepoxpoMapdUHonoaobHbIX KNeToK. B GuoncuitHoM Matepuane 06-
HapyxvBaeTcs aTpodus CIU3NUCTON 060N0YKM TENa XeNyaKa, TaKKe MoryT HabnAaTbCA TPU CTaAMM BOCMANEHUS ClIU3UCTOM
0605104KM Tena xenyaKa. MaumeHTbl ¢ ayTOUMMYHHBIM FacTPUTOM UMEKT MOBBILIEHHBIE PUCKM Pa3BUTUS 3M10KAYECTBEHHBIX
HOBOOOPa30BaHWU, @ UMEHHO HEMPO3HAOKPUHHBIX Onyxonen 1-ro TMna U afeHOKapUMHOMbI, B CBA3U C YeM HeobxoauMo
perynspHoe HabnofeHue ¢ Lenbio paHHEero BbiSIBIEHNA faHHbIX natonoruit. OQHaKo MHTepBanbl HAbMOAEHNSA OKOHYATENbHO
He onpefeneHbl. BoNbLKMHCTBO MCTOYHUKOB YKa3biBaloT Ha HeobxoamMocTb ractpockonuu 1 pas B 1-3 roga.

KnioueBble cnosa: racTpur, aTPOd)VI‘-IECKVIﬁ racTpur, HEVIPOE)HJJ,OKPMHHI:IB onyxonu; BuU3yaJibHaAd AOUarHoCTUKa;
raCTPOUHTECTUHAIbHAA 3HA0CKONUA.
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BACKGROUND

Currently, there is a decrease in the incidence of infectious
diseases accompanied by an increase in autoimmune
pathology [1, 2]. Among 22,009,375 individuals included
in the study by Conrad et al., 978,872 were newly diagnosed
with at least one autoimmune disease between 2000 and 2019,
with a mean age of 54 years. Of these, 625,879 (63.9%) were
women. Over the study period, age- and sex-standardized
incidence rates of all autoimmune diseases increased
(incidence rate ratio for 2017-2019 versus 2000-2002: 1.04;
95% confidence interval, 1.00-1.09) [3].

PREVALENCE OF AUTOIMMUNE
GASTRITIS

Autoimmune gastritis is classified as an autoimmune
disease. Studies conducted by Castellana et al. [4] and
Miceli et al. [5] have highlighted a decreasing incidence
of Helicobacter pylori-induced gastritis with a concurrent,
steady rise in autoimmune gastritis cases. The global
prevalence of H. pylori infection decreased from 58.2%
in 1980-1990 to 43.1% in 2011-2022 [6]. In Russia, according
to the results of the 13C-urea breath test (n=19,875) conducted
between 2017 and 2019, the prevalence of this infection ranged
from 38.8% to 42.5% [7].

According to the study by Rustgi et al. [8], the prevalence
of autoimmune gastritis ranges from 0.3% to 2.7%
in the general population. It remains a significant issue due
to its impact on iron and vitamin By, absorption, deficiency
states, anemia, neurological disorders, and malignant tumor
development [4, 5].

Rustgi et al. define autoimmune gastritis as a condition
characterized by the destruction of the acid-producing gastric
mucosa due to the loss of parietal cells, which are replaced
by atrophic and metaplastic tissue [8].

According to Kamada et al., autoimmune gastritis is more
commonly observed in Western countries than in Eastern
regions [9]. For instance, its prevalence is 1.9% among
individuals over the age of 60 in Western populations [10].
Conversely, it is less common in South America and Asia [11].
In Japan, the prevalence of autoimmune gastritis was 0.89%,
compared to approximately 1.1% in Western countries [12].
However, in the study by Park et al., the condition was
more frequently detected in Latin Americans (2.7%) than
in Europeans, Asians, and African Americans, where
the prevalence was around 1.0% [13].

Thus, the prevalence of autoimmune gastritis ranges from
0.1% to 1.0-2.7%, with women being more commonly affected
than men at a ratio of 2-3:1 [14]. However, a retrospective
analysis of most studies conducted before 2019 revealed
that these cohorts often included patients with vitamin By,
deficiency anemia without morphological or serological
verification of autoimmune gastritis. In some studies, patient
selection was based on elevated antibody titers against
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parietal cells and intrinsic factor, which are the most sensitive
serological markers of this disease [15, 16].

The mean age of patients with autoimmune gastritis
is 67 years, ranging from 18 to 94 years. The prevalence
increases with age, being more frequently diagnosed
in individuals over 60 years [17].

In their research, Kalkan et al. demonstrated an association
between autoimmune gastritis and other autoimmune
conditions, including autoimmune thyroiditis, type 1 diabetes
mellitus, vitiligo, systemic lupus erythematosus, rheumatoid
arthritis, and celiac disease [18].

ETIOLOGY OF AUTOIMMUNE GASTRITIS

Although the etiology of the disease remains unclear
and the precise trigger of the autoimmune response is still
unknown, it is hypothesized that the autoimmune process
may arise from an interaction between genetic factors and
environmental influences [19].

The major histocompatibility complex is the most
polymorphic cluster of genes in the mammalian genome.
In humans, this genomic locus is referred to as the human
leukocyte antigen (HLA). It primarily encodes proteins
whose main function is to present antigens to immune cells
to ensure an adequate immune response. However, hundreds
of HLA-DRB1 polymorphisms have been associated with
various autoimmune diseases. Therefore, Arango et al. reported
that the interaction of HLA antigens with foreign antigens plays
a role in the pathogenesis of autoimmune gastritis [20].

Parietal cells located in the acid-producing zone
of the gastric mucosa secrete hydrochloric acid and intrinsic
factor. The production of hydrochloric acid is regulated
by the enzyme Na'/K*-ATPase, which is localized
on the apical membrane of parietal cells in the gastric body
and is activated by G-cells of the antral region. In turn, antral
G-cells are activated by gastrin, the levels of which depend
on the presence of acid in the antrum. Specifically, low acidity
in the antrum triggers gastrin secretion, whereas high acidity
suppresses it. Enterochromaffin-like (ECL) cells, also present
in the acid-producing zone, stimulate acid secretion via
histamine release. Intrinsic factor binds to vitamin By, which
is essential for its absorption in the ileum. Chief cells, located
in the fundic mucosa, secrete pepsinogen and gastric lipase.

In autoimmune gastritis, CD4* T cells target gastric parietal
cells, resulting in the loss of these cells as well as chief
cells, ultimately causing mucosal atrophy. The destruction
of parietal cells leads to achlorhydria, prompting antral
G-cells to produce gastrin continuously, resulting
in hypergastrinemia [21]. The complete loss of parietal
cells disrupts intrinsic factor production, potentially causing
pernicious anemia due to impaired vitamin By, absorption
in the ileum. Hypergastrinemia induces ECL cell hyperplasia.
Additionally, because hydrochloric acid facilitates inorganic
iron absorption, patients with autoimmune gastritis are prone
to iron-deficiency anemia [22].
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Currently, the connection between H. pylori and
autoimmune gastritis remains poorly understood due
to contradictory research findings.

In their study, Amedei et al. demonstrated that H. pylori
infection may contribute to the development of autoimmune
gastritis. It has been shown that H. pylori lipopolysaccharides
share several proteins with the gastric mucosa, resulting
in molecular mimicry between specific H. pylori antigens and
the H'/K*-ATPase. This promotes a cross-reactive response
between bacterial antigens and the molecular patterns
of the proton pump, which, in turn, stimulates antibody
production [23]. De Re et al. proposed a role for genetic
factors in the development of autoimmune gastritis and found
that individuals with Toll-like receptor polymorphisms have
an increased susceptibility to the disease following H. pylori
infection [24].

Conversely, Ohana et al. reported that H. pylori may
suppress autoimmune gastritis activity in mouse models.
The bacterium was shown to inhibit CD4* Th1 leukocytes,
which are central to autoimmune gastritis pathogenesis.
It was found that H. pylori activates Th2 cells that subsequently
inhibit parietal cell-targeting Th1 cells [25].

Thus, despite the high incidence of H. pylori-associated
gastritis in Japan, the prevalence of autoimmune gastritis
remains very low, indirectly supporting the hypothesis that
H. pylori may reduce the risk of autoimmune gastritis.
Nishizawa et al. corroborated these findings by demonstrating
that autoimmune gastritis often develops after H. pylori
eradication [26].

The most common comorbidities associated with
autoimmune gastritis include chronic thyroiditis with
thyroglobulin antibodies (47.2%), hyperthyroidism, and other
thyroid gland pathologies (21.8%). Autoimmune conditions
are diagnosed in 30.9% of patients with autoimmune
gastritis [27].

Retrospective cohort studies conducted by Chan et al. [28]
and De Block et al. [29] revealed that autoimmune thyroiditis
was present in 36.0-44.0% of patients with autoimmune
gastritis. Additionally, these authors identified a 3-5-fold
increased risk of autoimmune gastritis in patients with type 1
diabetes mellitus.

CLINICAL MANIFESTATIONS
OF AUTOIMMUNE GASTRITIS

Autoimmune gastritis is generally considered
asymptomatic; however, in most patients in the study [30],
symptoms were present at the time of presentation,
primarily dyspeptic symptoms and gastroesophageal reflux
symptoms.

In a study by Carabotti et al., analyzing 379 patients
with autoimmune gastritis, 57% of patients reported
dyspeptic symptoms [31]. Iwai et al. [32] and Kalkan
et al. [33] hypothesized that the pathogenesis of dyspepsia
is associated with reduced gastric acidity and increased

Vol. 31 (1) 2025

DAl https://doiorg/1017816/medjrf6 41732

Russian Medicine

gastrin secretion, which may slow gastric emptying and
manifest as postprandial distress syndrome.

Tenca et al. reported that some patients experienced
heartburn; however, esophageal pH impedance monitoring
did not reveal pathological acid reflux, with a mean daily pH
of 6.2. The authors suggested that heartburn symptoms might
be caused by alkaline reflux or have a functional origin [34].

Shipton et al. reported that many patients with
autoimmune gastritis have vitamin By,-deficiency anemia.
They demonstrated that this condition is caused by impaired
cobalamin absorption in the ileum, as vitamin By, cannot
be transported or absorbed without intrinsic factor, which
is produced by gastric parietal cells, and its concentration
becomes significantly reduced due to mucosal atrophy.
Cobalamin acts as a coenzyme in fatty acid metabolism.
Its deficiency slows these metabolic reactions, potentially
leading to nerve demyelination and the development
of peripheral neuropathy [35]. In many patients, hypo- and
achlorhydria are often accompanied by iron-deficiency
anemia, which results from the inability to reduce iron from
its ferric form (Fe*) to the absorbable ferrous form (Fe?") [36].

DIAGNOSIS OF AUTOIMMUNE
GASTRITIS

The diagnosis of autoimmune gastritis is based
on serological markers, such as antibodies to parietal cells
and intrinsic factor, as well as endoscopic examination and
histological evaluation of gastric mucosal biopsies [37].
Kamada et al. reported that the sensitivity and specificity
of serological testing for parietal cell antibodies are 81% and
90%, respectively, whereas the sensitivity and specificity for
intrinsic factor antibodies are 27% and 100%. The negative
predictive value for these antibodies is 99%, indicating that
only a small number of patients with autoimmune gastritis
lack these antibodies. In contrast, some patients with positive
antibodies may not have autoimmune gastritis, as the positive
predictive value of serological markers is only 20% [9].

Huang et al. [38] and Zagari et al. [39] used serum
gastropanel testing as a screening method for autoimmune
gastritis. This test evaluates pepsinogens | and Il and
gastrin-17. Pepsinogen | is produced by chief and neck cells
of the fundic glands, whereas pepsinogen Il is synthesized
in both the fundic and antral gastric mucosa and in Brunner
glands of the duodenum. Gastrin-17 is secreted by antral
G cells. Accordingly, low serum pepsinogen concentrations
and a reduced pepsinogen |/pepsinogen Il ratio indicate
gastric body atrophy, with a sensitivity of 69% and specificity
of 88%.

Additionally, elevated serum gastrin levels may suggest
autoimmune gastritis due to atrophy of the acid-producing
gastric mucosa [27, 39].

Esophagogastroduodenoscopy with biopsy is the primary
method for diagnosing autoimmune gastritis. Reports from
the late 19" and early 20™ centuries described gastric body
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Fig. 1. Diffuse atrophy of the gastric body mucosa when examined
in inversion (a) and direct projection (b). © Eco-Vector, 2025.

atrophy in patients with pernicious anemia. In 85% of these
cases, atrophic changes were more pronounced in the gastric
body (Fig. 1) [40].

However, according to Kishino et al., autoimmune
gastritis was missed in 49% of cases during endoscopic
examinations [12].

Vol. 31 (1) 2025
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Fig. 2. Endoscopic view of “reverse” atrophy. Atrophic changes
mucosa of the body of the stomach with preserved mucosa
of the antral section. © Eco-Vector, 2025.

A well-known endoscopic feature of autoimmune gastritis
is the reverse atrophy sign, which serves as a key indicator
of the disease. In a multicenter study by Krasinskas et al., this
sign was detected in 90.1% of patients in Japan [41]. Other
endoscopic findings commonly observed in autoimmune
gastritis are illustrated in Fig. 2.

A characteristic feature of autoimmune gastritis
is the presence of patches of preserved acid-producing
mucosa [41]. Terao et al. described this phenomenon as
pseudopolyps against the background of diffuse gastric body
atrophy, observed in 31.5% of cases (Fig. 3) [27].

Achlorhydria may lead to the overgrowth of
non-H. pylori urease-producing bacteria, resulting in false-
positive 13C-urea breath test results for H. pylori in 32.4%
of cases and, consequently, unnecessary repeat eradication

Fig. 4. Viscous secretion on the surface of mucosa in autoimmune gastritis. © Eco-Vector, 2025.
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Fig. 6. Glomus-like lesions of the stomach (a), glomus-like lesions with white globe appearance and areas of foveolar hyperplasia (b).

© Eco-Vector, 2025.

therapy [27]. Furuta et al. demonstrated that the presence
of these bacteria on the gastric mucosa is characterized by
a thick mucus layer that is difficult to remove with a water-jet
pump, which is attributed to the metabolic activity of
non-H. pylori urease-producing bacteria in the achlorhydric
environment (Fig. &) [42].

Doyama et al. described the appearance of white spherical
structures and glomus-like formations when the gastric body
was examined with optical magnification. White spheres,
initially identified at the margin of differentiated gastric
cancers, represent necrosis and apoptosis of neoplastic
cells in dilated fundic glands. In autoimmune gastritis, white
spheres were initially described as small whitish protrusions.
However, due to the similar endoscopic appearance of these
protrusions in cancer and autoimmune gastritis, both findings
are now collectively referred to as white spheres (Fig. 5) [43].
The spheres are detected in 32% of cases. Iwamuro et al.
examined the morphological substrate of these white
spheres and demonstrated that they arise from the blockage
of fundic glands by neutrophils, mucus, and necrotic parietal
cells [44]. Glomus-like formations in the gastric body result
from enterochromaffin-like (ECL) cell hyperplasia. These
formations were first described by Drapkina et al. (Fig. 6) [45].

According to Greenson et al. [46] and Itsuno et al. [47],
glomus-like structures larger than 0.5 mm are considered
neoplastic changes.

Maruyama et al. identified another endoscopic finding,
characterized by visualization of a capillary network without

DOl https://doiorg/10.17816/medjrf641732

the central opening of fundic glands. This finding was diagnosed
in 59% of cases in patients with autoimmune gastritis [48].
The symptom was named the discarded skin sign (Fig. 7) [9].

Endoscopic examination of the gastric antrum may also
reveal specific changes, including patchy erythema (22.1%),
circular ridging (22.1%), a red streak (10.4%), and elevated
erosions (3.6%) (Fig. 8). However, in 40% of cases, the gastric
antrum remains unaffected [27].

Hyperplastic polyps are common in autoimmune
gastritis [17]. Arai et al. found a higher incidence of gastric
cancer in patients with autoimmune gastritis and hyperplastic
polyps [49]. Similarly, Zhang et al. reported that cancer risk
increases in the presence of large or multiple hyperplastic
polyps [50]. The prevalence of hyperplastic polyps
in autoimmune gastritis is 21.2% (Fig. 9) [27].

Fig. 7. Picture of “cast-of skin appearance” — reticular capillary
network without gland openings. © Eco-Vector, 2025.
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Fig. 8. “Circular wrinkled pattern” in the antral part of the stomach.
© Eco-Vector, 2025.

Fig. 9. Multiple hyperplastic polyps of the gastric body
in autoimmune gastritis. © Eco-Vector, 2025.

In addition to thorough endoscopic examination,
histopathologic examination of biopsy material is an important
diagnostic method. Dixon et al. recommend performing biopsies
according to the modified Sydney protocol using the OLGA/
OLGIM staging systems. The modified Sydney protocol includes
obtaining two biopsy samples from the antrum, one sample
from the angular incisure, and two samples from the gastric
body along the lesser and greater curvatures. This protocol
differs from the original Sydney system, which required only
two biopsies from the antrum and two from the body [51].

The updated MAPS Il guidelines suggest that angular
incisure biopsy marginally improves diagnostic accuracy but
significantly increases costs [52].

Zhou et al. noted in their study that, despite conflicting
data and ongoing debate, the Sydney protocol with OLGA/
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OLGIM staging systems was developed to assess cancer risk
in patients with atrophic gastritis resulting from H. pylori
infection. Given that atrophy predominantly develops
in the gastric body with relative preservation of the antrum
in autoimmune gastritis, stage Il OLGA is observed in 70-80%
of cases, which does not require dynamic monitoring [53].

Histological examination of the gastric mucosa
is the most reliable method for diagnosing autoimmune
gastritis. Histological findings in autoimmune gastritis include
gastric body mucosal atrophy and inflammation with three
distinct stages. Early stages feature lamina propria infiltration
with CD4* T lymphocytes, parietal cell hypertrophy, and
pseudopyloric metaplasia.

Advanced stages of autoimmune gastritis are
characterized by lymphoplasmacytic infiltration, ECL cell
hyperplasia, and moderate to severe nonmetaplastic and
metaplastic atrophy of the gastric body mucosa. The antrum
typically exhibits mild atrophic changes with possible G-cell
hyperplasia [54].

RISK OF MALIGNANCIES
IN AUTOIMMUNE GASTRITIS

Patients with autoimmune gastritis are at increased
risk of developing malignant neoplasms, primarily type 1
neuroendocrine tumors (NETs) and adenocarcinoma.

Type 1 NETs originate from ECL cells (Fig. 10).
The loss of parietal cells results in achlorhydria, which
leads to increased gastrin secretion by antral G cells.
Hypergastrinemia stimulates histamine production by
ECL cells, causing their hyperplasia. Dysplasia may
subsequently develop within hyperplastic ECL cells, with
potential progression to NETs [55]. According to Dilaghi et
al., the annual risk of developing NETs and gastric cancer
in patients with autoimmune gastritis is 2.8% and 0.5%,
respectively [56].

However, reported prevalence rates of NETs vary.
A systematic review [57] described prevalence rates ranging
from 5.2% to 11%.

In a study conducted in the United States, NETs were
detected in 9.97% of patients with autoimmune gastritis [13],
whereas Chinese researchers reported a prevalence

Fig. 10. Neuroendocrine tumors of the stomach in LCI (linked color imaging) mode (a, ¢) and in BLI (blue laser imaging) mode (b).

© Eco-Vector, 2025.
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of 4.37% [17]. These findings are consistent with the results
of Rugge et al. [58] and Miceli et al. [59], who reported NET
prevalence rates of 4.7% and 4.8%, respectively.

Although NETs are malignant tumors, they generally have
a favorable prognosis. Shah et al. demonstrated that the risk
of metastasis for tumors <2 cm is less than 10% [60].

The risk of gastric adenocarcinoma in patients with
autoimmune gastritis remains controversial. Miceli et al.
reported that the risk of gastric adenocarcinoma in autoimmune
gastritis is nearly absent [59]. The authors attributed this
to the fact that metaplastic atrophy in autoimmune gastritis
is predominantly represented by pseudopyloric and complete
intestinal metaplasia, which slightly increases cancer risk
compared with incomplete intestinal metaplasia, which
is more characteristic of H. pylori-induced atrophic gastritis.
This is confirmed by a study that assessed the risk of gastric
adenocarcinoma in autoimmune gastritis in patients without
concomitant H. pylori infection, with a median follow-up
of 52 months. During the observation of 498 patients, no cases
of gastric adenocarcinoma were recorded during this period [59].
Similarly, in a cohort study by Rugge et al. that followed
patients with autoimmune gastritis for 7.5 years in the absence
of H. pylori infection, no cases of gastric adenocarcinoma were
recorded [58]. Currently, the prevailing view is that the risk
of gastric adenocarcinoma increases only when autoimmune
gastritis occurs concurrently with H. pylori gastritis [16].

FREQUENCY OF MONITORING
IN PATIENTS WITH AUTOIMMUNE
GASTRITIS

The optimal monitoring interval for patients with
autoimmune gastritis remains undefined, necessitating
an individualized approach to determine the frequency
of follow-up [60]. For instance, the European Society
of Gastrointestinal Endoscopy recommends an interval
of 3-5 years. However, the guidelines emphasize that
the optimal frequency of endoscopic monitoring should
be based on an individual risk assessment and a shared
decision-making process [52].

At the same time,
gastritis and duodenitis

Russian guidelines for
recommend performing
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esophagogastroduodenoscopy every 1-2 years in patients
with autoimmune gastritis [61].

CONCLUSION

The incidence of autoimmune gastritis continues to rise
steadily. However, the exact cause of the disease and the role
of H. pylori infection in its pathogenesis remain uncertain.
Currently, various diagnostic methods for autoimmune gastritis
exist, including serological, endoscopic, and morphological
approaches. Despite endoscopic examination with biopsy
being one of the primary diagnostic methods, there is no
consensus regarding the biopsy protocol for patients with
autoimmune gastritis. Given the increased risk of developing
neuroendocrine tumors, patients with autoimmune gastritis
require regular endoscopic monitoring. However, the intervals
for such monitoring are not yet clearly defined. Considering
the above, we believe that autoimmune gastritis remains
a relevant clinical issue that warrants further research
to clarify its etiology and pathogenesis, improve diagnostic
methods, and establish optimal monitoring frequencies.
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