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The OLGIMA system for gastric cancer risk assessment. A useful method based on the

histological Sydney consensus

Introduction: The risk stratification of gastric cancer
(GC) is graded by assessing well-established precursor
lesions, glandular atrophy (GA), and intestinal meta-
plasia (IM), resulting in both the operative link on
gastritis assessment (OLGA), and intestinal metaplasia
(OLGIM) systems. Although the OLGIM stage is repro-
ducible among pathologists, the OLGA system is labo-
rious to calculate and has poor reproducibility. In
addition, it does not comprehensively address the
severity of both GA and IM as recommended by the
Sydney consensus. We aimed to propose the Opera-
tive Link on Gastric Intestinal Metaplasia and Glan-
dular Atrophy Assessment (OLGIMA) system, which
identifies OLGIM III-IV and upstages O-II with
advanced GA.

Methods: A cross-sectional study of consecutive diag-
nostic gastroscopies in adults was designed. System-
atic gastric biopsies were taken. The updated Sydney
guidelines were used for histological grading of GA

and IM. Higher GC risk was defined as OLGIM MI-1V
and advanced GA.

Results: The OLGIMA stage was assessed based on
the most severe GA and/or IM findings in both
antrum and corpus. We included 998 patients
(median age 57; 64% women; 35% Helicobacter pylori
infection). Thirty-nine (3.9%) patients had higher GC
risk: 17 (1.7%) with OLGIM HI-1V; 12 (1.2%) with
advanced GA, and 10 (1%) meeting both criteria.
Among OLGIM O-II, 12 (1.2%) patients had advanced
GA. The OLGIMA system upstaged 39 (3.9%) patients
to III-1V, being more sensitive than OLGIM.
Conclusions: The new OLGIMA system identifies
patients at higher GC risk (OLGIMA III-1V), encom-
passing all OLGIM III-IV patients, and upstaging
those OLGIM O-II with advanced GA. This approach
addresses the OLGA and OLGIM limitations by inte-
grating GA and IM severity as recommended by the
Updated Sydney consensus.
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Introduction

Gastric cancer (GC) remains a major global health
challenge. Despite advances in diagnosis and ther-
apy, the prognosis remains poor in advanced stages,
underscoring the importance of identifying and
monitoring patients at increased risk of GC. Cur-
rently, there is no controversy regarding the identi-
fication and clinical relevance of gastric dysplasia.’
However, this is not the case for intestinal metapla-
sia (IM) or glandular atrophy (GA). There is sub-
stantial  variability among clinical guidelines
regarding the histological criteria used to define
high-risk patients.?*

The Sydney consensus, first published in 1990 and
updated in 1996, represented a significant milestone
in the histological standardization of IM and GA.*?
These two parameters require individual reporting
and scoring using a visual analogue scale
(0 = absent; 1 = mild; 2 = moderate; 3 = severe).
Nevertheless, this standardization applies to the
assessment of individual biopsies and does not directly
provide clinically actionable information for patients’
risk stratification.

The first attempt to stratify patients was proposed
by the OLGA (Operative Link on Gastritis Assessment)
system in 2007, which classifies patients into five
stages (0, I, II, III, and IV). Thus, patients classified as
OLGA stage III or IV are considered to be at higher
risk for GC.>” The OLGA system requires a combined
assessment in both distal and proximal compartments
of GA, with or without IM, the latter classified as
complete or incomplete, including pseudopyloric
metaplasia. Unlike the Sydney consensus, the OLGA
system ultimately reports an average severity of
chronic atrophic gastritis (CAG). Although it is accu-
rate at stratifying patients at risk of GC, it is laborious
to use on a daily basis, and the stage must be pro-
vided by the pathologist.®’ Despite being the first
attempt to stratify GC risk, the OLGA system is not
commonly used in routine practice and is rather
mostly focused on research settings.” This is due to
the known impact of low histologic reproducibility of
GA within a model that requires the integrated evalu-
ation of both GA and IM, which ultimately results in
a complex process with limited reliability. In fact,
there is only moderate concordance in the assessment
of GA among pathologists, which also depends on
biopsy orientation, being more reproducible in the
body than in the antrum/incisura.

The second major attempt to stratify patients was
the introduction of the OLGIM system (Operative Link
on Gastric Intestinal Metaplasia assessment) in 2010.

The OLGIMA system for gastric cancer risk assessment 913

In this system, patients classified as stage III or IV are
considered to be at higher risk for GC.'° Unlike the
OLGA system, the OLGIM proposal focuses solely on
the severity of IM, following the visual analogue scale
recommended by the Updated Sydney consensus. By
excluding GA — which has lower histological repro-
ducibility — and eliminating the need to average dif-
ferent conditions, this system improves interobserver
agreement by concentrating exclusively on IM.'!
Although the OLGIM system is simpler than the
OLGA system, some patients classified as OLGIM stage
O-IT may be missed as high risk for GC due to the
exclusive focus on IM, leaving aside the severity of
GA and pseudopyloric metaplasia in the oxyntic
mucosa. '

Both the OLGA and OLGIM systems overlook the
severity of GA as recommended by the Sydney con-
sensus. Nevertheless, some guidelines, including the
American, Italian, and MAPS I-II-III recommenda-
tions, advocate for considering patients with
advanced GA — defined as moderate to marked sever-
ity involving both the antrum and corpus - as
high-risk individuals.''3~1°

This study proposes OLGIMA (Operative Link on
Gastric Intestinal Metaplasia and Glandular Atrophy
assessment), as a novel and feasible histological GC
risk stratification system, based not only on IM sever-
ity, but also on that of GA. Therefore, we aimed at
demonstrating the no-inferiority of the OLGIMA sys-
tem compared with OLGIM in identifying patients at
high risk for GC.

Materials and Methods

STUDY DESIGN AND PATIENTS

This observational, cross-sectional, and multicentre
research was conducted across 28 Spanish hospitals
from April 2021 to July 2023. Data for upper gastro-
intestinal (UGI) endoscopies were collected from the
EpiGASTRIC/EDGAR registry (NCT05551416; first
posted: September 22, 2022). This registry prospec-
tively recorded consecutive diagnostic UGI endos-
copies performed on patients aged 18 and older for
any indication. Patients under surveillance for other
conditions or those with a history of previous gastric
surgery were excluded. At each UGI endoscopy, gas-
tric biopsies were taken according to the Updated
Sydney consensus. Patients diagnosed with dysplasia,
adenocarcinoma, or any other malignancy were
excluded from the study, as were those with sus-
pected autoimmune chronic atrophic gastritis, or
lacking histological data. Informed consent for the
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procedure and study participation was obtained from
all patients, and the study protocol received approval
from the Ethics Committee of each participating hos-
pital (Ref. HCB/2021/0482, in April 2021).

PROCEDURES

Gastric biopsies were collected in accordance with the
Updated Sydney consensus and submitted in two sep-
arate vials for histological assessment. One vial con-
tained antral lesser and greater curvature biopsies,
and an additional biopsy from the middle part of the
incisura. Another vial included biopsies from the
lesser and greater curvature of the middle part of the
corpus. The histological severity for both GA and IM
was recorded based on the Sydney recommendation
and graded into four categories: O = absent; 1 = mild;
2 = moderate; 3 = marked separately for both the
antrum (including incisura) and corpus (Figure 1).
The rapid urease test, and immunohistochemistry for
Helicobacter pylori (Hp) infection were performed in
accordance with the routine practices of the respec-
tive hospitals.

PATIENTS AT HIGHER RISK OF GC

The high-risk criteria were established according to
the severity and distribution of both IM and GA based
on the Sydney consensus. Regarding IM, high-risk
patients were those with OLGIM Stages III and IV.
Regarding GA, high-risk patients were those with
advanced GA, defined as the presence of extensive GA
involving both the antrum and corpus, with a sever-
ity ranging from moderate to marked in both topo-
graphical areas. The total number of patients at
higher risk for GC (patients with OLGIM stage III-IV
and patients with advanced GA) was used as the gold
standard. As this study was based on the Sydney rec-
ommendations of histological report, we did not
include information about the compartmental aver-
age scores, and the OLGA stage was not assessed.

OLGIMA STAGING

The OLGIMA staging or severity is based on the max-
imum severity score (0-3) of either GA or IM, across
all biopsy sites (antrum including incisura and

Antrum (% incisura)
Intestinal metaplasia

Glandular atroph

Moderate

S L

Figure 1. Histological severity assessment of GA and IM to obtain the OLGIMA score, based on the Sydney recommendations. Left panel:
gastric mucosa from the antrum =+ incisura is scored for both intestinal metaplasia as mild (A), moderated (B), marked (C), and for glandular
atrophy as mild (D), moderated (E), marked (F). Right panel: gastric mucosa from the corpus is scored for both intestinal metaplasia as mild
(G), moderated (H), marked (I), and for glandular atrophy as mild (J), moderated (K), marked (L). The OLGIMA stage results from the highest
score of either intestinal metaplasia and/or atrophy from both locations, antrum/incisura and corpus.
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corpus), in line with the Updated Sydney System. The
severity of GA and IM was documented separately for
both the antrum (including incisura) and corpus and
was categorized into four levels: absence (score 0),
mild (score 1), moderate (score 2), and marked (score
3). The OLGIMA staging or severity was defined as
the highest score for either of them in both topo-
graphical areas (Figures 1 and 2A). After that, stag-
ing was done according to the same approach used
by the OLGA and OLGIM systems (Figure 2B).5!

STATISTICAL ANALYSIS

A descriptive analysis was conducted using SPSS ver-
sion 27 (IBM Corp, Armonk, NY, USA). Absolute and
relative frequencies were calculated for categorical
variables. For quantitative variables, mean and stan-
dard deviation were computed if they had a normal
distribution, while median and interquartile ranges
were used otherwise. The diagnostic yield of OLGIM
and OLGIMA, in terms of sensitivity, specificity, posi-
tive predictive value (PPV), negative predictive value
(NPV), and accuracy, was calculated using the total
number of patients at higher risk as the gold standard.
The concordance for detecting patients at higher risk
of the new OLGIMA proposal and the previous OLGIM

The OLGIMA system for gastric cancer risk assessment 915

was estimated using Cohen’s Kappa coefficient. The
one-sample proportion test was employed to evaluate
the ability of each strategy to detect patients at high
risk. Moreover, the ROC curve for OLGIM and
OLGIMA was plotted.

Results

A total of 1149 first diagnostic UGI endoscopies with
gastric protocolized biopsies were recorded during this
period. Thirty cases with dysplasia, 12 cases with
cancer, and 67 cases with histological suspicion of
chronic atrophic autoimmune gastritis were excluded.
In addition, 42 cases were also excluded due to lack
of information about the severity of GA or IM. A total
of 998 patients were finally included in this study
(Figure S1).

PATIENT'S CHARACTERISTICS

Patient’s median age was 57 years old (IQR 46-67),
and 64% were women. Hp infection was identified in
34.4% (344) patients, being active in 18.5%, and
with a medical record of Hp eradication in 15.9%
(159) cases. 19.2% (192) patients had GA, being lim-
ited to the antrum/incisura in 113 (11.3%), and

(A)

Histological report

Glandular atrophy

Intestinal metaplasia

Glandular atrophy

Intestinal metaplasia

0=Absence 0=Absence 0=Absence 0=Absence
1=Mild 1=Mild 1=Mild 1=Mild
3=Marked The highest score 3=Marked 3=Marked The highest score 3=Marked
|—~ OLGIMA staging ’—,
(B) OLGIMA CORPUS
(the highest score for glandular atrophy
and/or intestinal metaplasia) 0=Absence 1=Mild 2=Moderate | 3=Marked

0=Absence Stage 0 Stage | Stage ll Stagell
ANTRUM 1=Mild Stage | Stage | Stage ll Stage lll
(*incisura) 2=Moderate Stage Il Stage Il Stage Ill Stage IV
3=Marked Stage Il Stage lll Stage IV Stage IV

Figure 2. Flow diagram of the OLGIMA (operative link on gastric intestinal metaplasia and glandular atrophy assessment) staging system.
(A) For both antrum including incisura and orpus, assessment of glandular atrophy and intestinal metaplasia is performed, according to the

Upstaged Sydney consensus. The highest score will be used from both locations to obtain the OLGIMA stage. (B) The gastric cancer risk

assessment according to the OLGIMA system is staged from O to IV. *In our study, a biopsy from the incisura was taken in all patients and

included in the antrum vial.
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Table 1. Demographics and patient characteristics

Table 1. (Continued)

Characteristics N (total 998) % Characteristics N (total 998) %
Age, median (IQR) 57 46-67 Marked 15 15
Sex Corpus
Women 634 63.5 Absence 953 95.5
Hp status Presence 45 4.5
Negative 654 65.5 Mild 29 2.9
Eradicated 159 15.9 Moderate 13 13
Positive 185 18.5 Marked 3 0.3
Glandular atrophy severity IM distribution
Antrum (including incisura) Absence 839 84.1
Absence 806 80.8 Presence
Presence 192 19.2 Limited to the antrum/incisura 114 11.4
Mild 137 13.7 Extensive 45 4.5
Moderate 50 5.0 Non-advanced 32 3.2
Marked 5 0.5 Advanced 13 13
Corpus IM severity and distribution (OLGIM)
Absence 919 92.1 OLGIM 0 839 84.1
Presence 79 7.9 OLGIM | 99 2.9
Mild 49 49 OLGIM 1I 33 3.3
Moderate 23 2.3 OLGIM 11l 24 2.4
Marked 7 0.7 OLGIM IV 3 0.3
Glandular atrophy distribution Hp, Helicobacter pylori; IM, intestinal metaplasia; IQR, interquar-
tile range; OLGIM, operative link on gastric intestinal metaplasia
Absence 806 80.8 assessment.
Presence
Limited to the antrum/incisura 3 3 extensive in 7.9% (79) cases. IM was identified in
Extensive 79 79 15.9% (159) patients; in 11.4% (114), it was limited
to the antrum/incisura, and extensive in 4.5% (45)
Non-advanced 57 5.7
cases (Table 1).
Advanced 22 2.2
IM severity PATIENTS AT HIGH-RISK FOR GC
Antrum (including incisura) The OLGIM system detected 27 (2.7%) patients at
Absence 839 84.1 stages III-IV. Advanced GA was detected in 22
(2.2%) patients (Table 1). By considering both IM
Presence 159 15.9 and GA at stage III-1V, 39 (3.9%) high-risk patients
Mild 101 10.1 were detected: 17 (1.7%) with OLGIM stage III-1V,
12 (1.2%) with advanced GA, and 10 (1%) meeting
Moderate 43 4.3 both criteria of OLGIM stage III-IV and advanced GA
Continued (Table 2).
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Table 2. Glandular atrophy and intestinal metaplasia at high risk for GC

The OLGIMA system for gastric cancer risk assessment 917

Glandular atrophy

Presence
GC high-risk patients, 77 (%) Extensive
Intestinal metaplasia Absence Limited Non-advanced Advanced Total
OLGIM 0 743 (74.3) 58 (5.8) 34 (3.4) 4(0.4) 839 (83.9)
OLGIM | 48 (4.8) 323.2) 15 (1.5) 4 (0.4) 99 (9.9)
OLGIM I 8 (0.8) 14 (1.4) 7 (0.7) 4 (0.4) 33 (3.3)
OLGIM 1l 7 (0.7) 7 (0.7) 1(0.1) 9 (0.9) 24 (2.4)
OLGIM IV 0 2 (0.2) 0 1(0.1) 3(0.3)
Total 806 (80.6) 113 (11.3) 57 (56.7) 22 (2.2) 998 (100)

Thirty-nine patients were identified as being at high-risk for GC: 17 with OLGIM IlI-V, 12 with extensive advanced GA, and 10 meeting
both criteria of OLGIM IlI-IV and extensive advanced GA.
GA, glandular atrophy; GC, gastric cancer; OLGIM, operative link on gastric intestinal metaplasia assessment.

Table 3. OLGIMA staging versus OLGIM system and glandular atrophy severity

OLGIMA, 17 (%)

Intestinal metaplasia 0 I I I v Total
OLGIM 0 743 (74.3) 75 (7.5) 17 (1.7) 3(0.3) 1(0.1) 839 (84)
OLGIM | 0 86 (8.6) 9 (0.9) 3(0.3) 1.1 929 (10)
OLGIM 1l 0 0 29 (2.9) 4(0.4) 0 33 (3.3)
OLGIM 11l 0 0 0 17 (1.7) 7 (0.7) 24 (2.4)
OLGIM IV 0 0 0 0 3(0.3) 3(0.3)
Total 743 (74.3) 161 (16.2) 55 (5.5) 27 2.7) 12 (1.2) 998 (100)
Glandular atrophy
Absence 743 (74.3) 48 (4.8) 8 (0.8) 7 (0.7) 0 806 (80.6)
Limited 0 77 (7.7) 27 2.7) 7 (0.7) 2 (0.2) 113 (11.3)
Extensive
Non-advanced 0 36 (3.6) 20 (2) 0 10.1) 57 (5.7)
Advanced 0 0 0 13 (1.3) 9 (0.9) 22 2.2)
Total 743 (74.3) 161 (16.1) 55 (5.5) 27 (2.7) 12 (1.2) 998 (100)

Applying the OLGIMA approach, all 39 (3.9%) patients at high risk for GC were categorized at stages Ill and 1V, including 27 patients at
OLGIM IlI-1V and 22 patients with extensive advanced GA.
GA, glandular atrophy; GC, gastric cancer; OLGIM, operative link on gastric intestinal metaplasia assessment; OLGIMA, operative link on
gastric intestinal metaplasia and glandular atrophy assessment.

OLGIMA VERSUS OLGIM STRATEGY

According to the OLGIMA approach, 39 (3.9%)
patients were classified at stages III and IV, thus at

© 2025 The Author(s). Histopathology published by John Wiley & Sons Ltd., Histopathology, 88, 911-921.

high risk for GC. It included all OLGIM III-IV patients
plus those with OLGIM O-II and advanced GA
(Table 3, Figure 3). The sensitivity, specificity, PPV,
NPV, and accuracy for OLGIM were 69.2%, 100%,
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Figure 3. Patients upstaged with the OLGIMA system. One case without intestinal metaplasia in antral (A) or corporal biopsies (B), was ini-
tially classified as OLGIM 0. Notice the mild atrophy in the antrum (A) and severe atrophy in the corpus (B), thus, finally upstaged to
OLGIMA III. Another case with mild intestinal metaplasia in both antrum (C) and corpus (D), classified as OLGIM II, had marked atrophy in
both sites, and was upstaged to OLGIMA 1V.

Table 4. Diagnostic yield and concordance of OLGIM and OLGIMA

Sensibility Specificity PPV NPV Accuracy K
OLGIM 69.2 (66.4-72.1) 100 (100) 100 (100) 98.8 (98.1-99.5) 98.8 (98.1-99.5) 0.81
OLGIMA 100 (100) 100 (100) 100 (100) 100 (100) 100 (100) 1

The gold standard is the total number of patients identified as being at higher risk, including those with OLGIM IlI-IV and patients with
advanced glandular atrophy.

K, Cohen's kappa coefficient; NPV, negative predictive value; OLGIM, operative link on gastric intestinal metaplasia assessment; OLGIMA,
operative link on gastric intestinal metaplasia and glandular atrophy assessment; PPV, positive predictive value.

ROC Curve for OLGIM and OLGIMA 100%, 98.8% and 98.8%, while for OLGIMA, they

il were 100%, 100%, 100%, 100% and 100%, respec-

tively. The concordance of OLGIMA in detecting

patients at higher risk was perfect (x = 1), whereas it

§0'8_ was 0.81 for OLGIM (Table 4, Figure 4). The propor-

3 tion of patients detected by OLGIM was significantly

§06¢ lower, being 27/39 (69%) compared with OLGIMA,

§ which detected all high-risk patients (100%)
2 04| (P < 0.01).
E o2} i i

Discussion
g = e The results of this multicentre study support the clini-
0.0 02 0.4 0.6 08 10 cal utility of the OLGIMA classification system for his-

helselRositiveRatS I=Specicity) tological GC risk assessment. OLGIMA demonstrated a

greater sensitivity than OLGIM by identifying all

Fi 4. ROC for OLGIM and OLGIMA in detecting high-risk . ‘o . .
gure curve for an i cetecting Righ-risk OLGIM stage III-IV patients and additional high-risk

patients.
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patients staged as OLGIM O-II but with advanced GA.
In all cases, the final OLGIMA stage was equal to or
higher than the corresponding OLGIM stage. Thus, it
reinforces its association with GC risk and highlights
its complementary value in minimizing missed
diagnoses.

Although the OLGA system is a reliable indicator of
the GC risk of an individual patient, it is not an easy
system to implement in routine, as it combines both
the atrophy score and its topography. The atrophy
score is calculated at each mucosal compartment as an
average score of any histological subtype of atrophy,
including IM. The changes observed in antral versus
oxyntic mucosa result in five gastritis stages (0-IV)
with different GC risk. Unlike the OLGA system, the
OLGIMA system offers a simplified approach consider-
ing the most severe finding between GA and IM. This is
a conceptual difference from the OLGA system, which
averages atrophy scores between compartments. In
contrast, OLGIMA uses the most severe histological
finding — either GA or IM — as the basis for staging,
regardless of its location. This approach enhances sen-
sitivity, allowing the system to rescue patients who
might otherwise be misclassified as low-risk under
OLGA criteria due to the dilutional effect of averaging.
The OLGIMA retains the OLGIM simplicity, enhancing
the clinical relevance and reproducibility of pathology
reports without modifying established diagnostic proto-
cols, and clinicians can easily determine the OLGIMA
stage using routinely reported histological data based
on the Sydney consensus. The OLGIMA system does
not require additional diagnostic efforts or novel stain-
ing techniques. It simply reframes existing histological
information, offering a standard staging language that
can guide surveillance recommendations. This stream-
lining of risk assessment enhances sensitivity without
sacrificing reproducibility or clinical practicality.

IM is a marker of GA and is by far the most reliable
histological marker for CAG, being considered a more
advanced step in the gastric carcinogenesis process.
Previous studies have demonstrated that the OLGIM
system, focusing exclusively on IM, exhibits superior
agreement among pathologists than OLGA. In con-
trast, GA has historically been less reproducible due
to difficulties in grading, particularly for low-grade
GA, or when biopsy orientation is suboptimal and
only superficial foveolar epithelium is visible. Despite
the clinical value of IM, histological evaluation in
routine practice can be limited by factors such as
biopsy quality (targeted vs. random), orientation, and
depth. In our study, the known challenges in GA
assessment did not limit the classification process,
underscoring the potential shortcoming of relying

The OLGIMA system for gastric cancer risk assessment 919

solely on OLGIM in clinical practice. The presence of
IM, even if mild, should alert the pathologist to the
possible presence of moderate to marked GA. Indeed,
our results show that OLGIMA successfully identified
all high-risk patients classified as OLGIM stage III-1V,
as well as additional patients staged as OLGIM O-II
who had advanced GA.

In addition to validating the OLGIMA staging sys-
tem, this study provides relevant data on the preva-
lence of the primary trigger for CAG and GC, Hp
infection in a real-world Spanish population. This
infection is involved in nearly 90% of GC -cases,
encompassing both intestinal and diffuse types.'®
Consequently, Hp eradication is recommended as a
crucial element in strategies for both primary and
secondary GC prevention.'”'® In the Spanish popula-
tion, the overall Hp infection prevalence is estimated
to be around 55%.'° However, many patients
undergo primary care testing and treatment,
experiencing symptom improvement and avoiding
UGI endoscopy.”” In our study, among 998 patients
undergoing a diagnostic UGI endoscopy for any indi-
cation, the Hp prevalence was 34.4%. It is important
to note that even after successful Hp eradication, cer-
tain individuals with CAG remain at a heightened
risk for GC.?"?? Therefore, implementing reliable his-
tological risk stratification systems becomes essential
in guiding long-term surveillance strategies and
ensuring appropriate follow-up for patients who
remain at risk even after H. pylori eradication.

Gastric dysplasia is widely recognized as a direct
precursor to GC,' thus, patients with dysplasia were
excluded from our study. In contrast, the stratifica-
tion of cancer risk among patients with CAG remains
a challenge, as it requires identifying those with a
higher probability of progression. Focusing on the his-
tological landscape of CAG, our study also provides
insights into the prevalence of these histological con-
ditions that mediate this risk. Among the 998
patients included, the prevalence of GA and IM was
19.2% and 15.9%, respectively. These results are
consistent with prior meta-analyses, which estimated
pooled prevalence rates of 22.8% for GA and 21.7%
for IM in 2014,** and 21.7% and 11.3% in 2024.**
Our numbers fall within the expected range for a
low-risk European population and add valuable epide-
miological context.

Focusing on the more advanced forms of mucosal
damage, the prevalence of extensive GA and IM, for
low-intermediate risk countries has been reported at
7.3% and 7.7%, respectively, in the 2014 meta-
analysis.”?> In our cohort, we had similar prevalences
for GA (7.9%), but slightly lower for IM (4.5%),
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confirming that a relevant proportion of patients pre-
sent with extensive histological involvement. When
applying the OLGIMA and OLGIM systems, which con-
sider not only the extent but also the severity of condi-
tions, we identified 3.9% and 2.7% of patients,
respectively, as stage III-IV, the high-risk categories
that are candidates for endoscopic surveillance. These
findings confirm the value of histological staging for
selecting individuals who may benefit most from struc-
tured follow-up strategies. This reinforces the need for
accurate histological evaluation and reporting in rou-
tine clinical practice to support timely identification
and surveillance of premalignant gastric conditions.

The main strength of this study lies in its multicentre
design, including UGI endoscopies with protocolized
gastric biopsies, involving several community and
referral Spanish hospitals. This approach allows for the
collection of real-life data, reflecting daily clinical prac-
tices and offering insights into the prevalence of Hp
infection and CAG. Importantly, OLGIMA is built on
the Updated Sydney classification, which is already
widely used by pathologists around the world. It does
not require additional stains or special training and
may therefore serve as a practical second-layer strat-
egy, particularly valuable in settings where OLGIM is
already used or where subtyping IM is not systemati-
cally reported. OLGIMA offers an opportunity to rescue
additional patients, using a more systematic and stan-
dardized histological approach.

The primary limitation of our study stems from its
cross-sectional design, which precludes the acquisi-
tion of long-term data to assess the predictive ability
for GC risk. However, the ability of the OLGIMA sys-
tem for detecting high-risk patients was already vali-
dated by previous studies with the OLGIM system.
The new OLGIMA system complements the OLGIM
risk stratification system by upstaging those with
stage O-I and advanced GA. Another limitation is
that we did not include pseudopyloric metaplasia
(SPEM) in our risk model, although SPEM is a recog-
nized risk factor for GC. Nevertheless, the recognition
and quantification of the replacement of normal
oxyntic glands by pyloric or pseudopyloric-type
glands expressing spasmolytic polypeptide are better
recognized using TFFE2 immunostains and dedicated
training. Nevertheless, SPEM deserves further atten-
tion as it may represent an important histological
marker of risk. Future refinements of OLGIMA may
explore the integration of SPEM once its implementa-
tion in routine diagnosis becomes more feasible. A
third important limitation is that the exact assess-
ment of the severity of GA may not be possible for
biopsies that are not well oriented, which, in some

cases, would limit an accurate application of the
OLGIMA system. Despite this limitation regarding GA,
the final OLGIMA stage will never be inferior to the
OLGIM stage. To elucidate the potential utility of this
simple new scoring system, future studies should
undertake direct comparison with the OLGA system.
Moreover, the significance of upgrading patients
OLGIM O-II with advanced GA and the different types
of IM should be considered in future studies, which
should also include intra and inter-observer analysis
of the different scoring systems.

In conclusion, with this system, pathologists are
encouraged to report the severity of both IM and GA,
as routinely done following the Updated Sydney con-
sensus. The final staging, however, should be deter-
mined by the more advanced condition — either IM or
GA. Based on this rule, the OLGIMA staging system
encompasses all OLGIM III-IV cases, and has demon-
strated its usefulness in identifying patients at higher
risk, by upgrading OLGIM O-II patients with advanced
GA into a higher risk group (OLGIMA stage III-1V).
This approach addresses the limitations of the OLGA
and OLGIM systems by integrating GA and IM severity
as recommended by the Updated Sydney consensus,
enhancing risk stratification in clinical practice.
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