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Abstract

Helicobacter pylori infection continues to represent one of the most prevalent chronic bacterial infections
on a global scale and constitutes a principal etiological factor for gastritis, peptic ulcer disease, and
gastric malignancies. The present investigation sought to delineate the clinicopathological attributes of
H. pylori-related gastritis among individuals subjected to endoscopic assessment. A retrospective review
was performed on 82 histologically verified cases of H. pylori infection identified from gastric mucosal
biopsies collected over a 24-month interval (2023-2024) at private healthcare facilities situated in the
western region of Libya. Variables including demographic parameters, clinical manifestations,
endoscopic observations, and histopathological severity were evaluated employing standardized
histopathological criteria. The investigation encompassed 82 participants with a mean chronological age
of 39.3 £ 18.0 years (spanning 13-77 years). Female subjects constituted the majority (62.2% versus
37.8%). The preponderance of cases (78.0%) exhibited chronic active gastritis, with moderate severity
representing the most frequent finding (46.3%), followed by severe (29.3%) and mild (13.4%)
presentations, while 11.0% demonstrated unspecified or chronic non-active gastritis. Epigastric
discomfort emerged as the principal presenting manifestation (63.4%). Concomitant pathological
discoveries encompassed duodenitis (12.2%), ulcerative or erosive lesions (6.1%), and intestinal
metaplasia (3.7%). These findings indicate a substantial prevalence of active H. pylori infection across
diverse age demographics, with a marked female preponderance. The considerable proportion of
moderate to severe active gastritis emphasizes the necessity of timely diagnostic evaluation and
eradication therapy to avert progression toward more severe sequelae, including gastric carcinoma.
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Introduction

Helicobacter pylori constitutes a spiral-shaped, gram-negative microorganism that establishes colonization
within the gastric mucosa of roughly half of the global human population [1]. Initially cultivated by Marshall
and Warren in 1982 [2], this pathogen has been conclusively associated with chronic active gastritis, peptic
ulcer disease, gastric adenocarcinoma, and mucosa-associated lymphoid tissue (MALT) lymphoma [3]. The
distinctive capacity of this bacterium to endure within the acidic gastric milieu through urease synthesis,
combined with its flagellar motility, facilitates persistent colonization and sustained inflammatory responses
[4]. The infection encourages cellular and humoral immune responses in most patients. Specific serum
antibody measurements are used as a non-invasive method to detect infection of H. pylori [5].
Notwithstanding progress in diagnostic methodologies and therapeutic eradication regimens, H. pylori
infection continues to pose a considerable public health challenge, especially in developing nations where
prevalence estimates may surpass 80% [6]. The clinical spectrum of H. pylori infection extends from
asymptomatic carriage to grave complications, including gastric malignancy, following the extensively
documented Correa cascade of intestinal metaplasia and dysplasia [7]. Comprehension of regional
epidemiological distributions and clinicopathological features is imperative for the formulation of targeted
screening and therapeutic protocols [8].

This retrospective investigation aims to examine the demographic characteristics, clinical presentations,
endoscopic findings, and histopathological severity of H. pylori-associated gastritis in patients presenting to
our healthcare facility throughout a two-year observation period.

Methods

Study Design and Population

This retrospective observational investigation analyzed histopathological records from individuals who
underwent upper gastrointestinal endoscopy with gastric mucosal sampling between January 2023 and
December 2024 at private healthcare facilities in the western region. Cases with histopathological
confirmation of H. pylori infection were incorporated into the analytical dataset.
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Data Collection

Information was extracted from pathology reports, comprising demographic variables (age and sex), clinical
manifestations and symptomatology, endoscopic observations, specimen classification and anatomical
location, as well as histopathological diagnosis and severity stratification.

Histopathological Evaluation

Gastric mucosal specimens were processed utilizing conventional histological methodologies and stained
with Hematoxylin and Eosin (H&E). The presence of H. Pylori organisms was verified through characteristic
morphological features and tissue reaction patterns. Inflammatory changes were graded according to the
Updated Sydney System as mild, moderate, or severe based upon the density of inflammatory infiltrate and
activity [9].

Statistical Analysis

Descriptive statistical measures were computed for all variables. Categorical variables were expressed as
frequencies and percentages, whereas continuous variables were presented as mean *+ standard deviation
or median with range. Data analysis was conducted utilizing Python statistical packages.

Results

Demographic Characteristics

A total of 82 histologically confirmed cases of H. pylori infection were identified during the study interval.
The demographic distribution is summarized in Table 1. The age distribution demonstrated a mean age of
39.3 years with modest rightward skewness. The majority of participants (36.6%) were categorized within
the middle-aged group (30-49 years), followed by young adults (26.8%). Notably, 7.3% of cases occurred in
pediatric subjects (<18 years), with the youngest participant being 13 years of age.

Table 1: Demographic and Clinical Characteristics of H. pylori Cases

Parameter Value
Total Cases 82 (100%)
Study Period 2023-2024
Mean Age (years) 39.3+18.0

Age Range (years) 13-77
Female Patients S1 (62.2%)

Male Patients 31 (37.8%)
Pediatric Cases (<18y) 6 (7.3%)
Adult Cases (218y) 76 (92.7%)
34 (
48 (

Cases in 2023 41.5%)
Cases in 2024 58.5%)

Gender Distribution

Female participants substantially outnumbered male subjects, comprising 62.2% (n=51) of all cases
compared to 37.8% (n=31) males. This female predominance was consistent across both study years and
the majority of severity grades.

Histopathological Severity

The distribution of gastritis severity revealed that moderate chronic active gastritis represented the most
prevalent presentation, accounting for 46.3% (n=38) of cases, followed by severe chronic active gastritis at
29.3% (n=24), mild chronic gastritis at 13.4% (n=11), and unspecified or chronic non-active gastritis at
11.0% (n=9).

A notable 78.0% of cases demonstrated active inflammatory changes, characterized by neutrophilic
infiltration of the gastric mucosa, indicating ongoing mucosal injury and bacterial activity [9].

Clinical Presentations
Epigastric or abdominal discomfort constituted the predominant presenting complaint, documented in

63.4% (n=52) of cases. Additional clinical manifestations are included in Table 2.

Table 2: Clinical Presentations of H. pylori Cases

Symptom Cases (%)
Epigastric/Abdominal Pain 52 (63.4%)
Anemia S (6.1%)
Vomiting S (6.1%)
GI Bleeding/Melena 3 (3.7%)
Weight Loss 1 (1.2%)
Dysphagia 1 (1.2%)
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Endoscopic Findings

Endoscopic examination revealed diverse mucosal abnormalities, with generalized gastritis representing the
most prevalent observation at 54.9% (n=45), followed by mucosal congestion or erythema in 22.0% (n=18)
of cases, ulcerative lesions in 6.1% (n=5), erosive gastritis in 4.9% (n=4), and gastric polyps in 2.4% (n=2).

Associated Pathological Findings

Concurrent pathological discoveries in H. pylori-positive individuals encompassed duodenitis in 12.2%
(n=10), frequently with preserved villous architecture, ulceration or erosion in 6.1% (n=5), intestinal
metaplasia (a premalignant alteration [6]) in 3.7% (n=3), gastric polyps in 3.7% (n=3), and reactive lymphoid
hyperplasia in 1.2% (n=1).

Temporal Trends

The quantity of diagnosed cases increased from 34 cases in 2023 to 48 cases in 2024, representing a 41.2%
increment. This elevation may reflect heightened awareness, enhanced diagnostic rates, or a genuine
increase in prevalence.

Discussion

This retrospective evaluation of 82 histologically confirmed cases of H. pylori infection yields valuable
insights into the regional epidemiology and clinicopathological spectrum of H. pyloriinfection. The mean age
of 39.3 years corresponds with global patterns demonstrating peak H. pylori prevalence among middle-aged
adults [10]. However, the substantial proportion of cases (36.6%) within the 30-49 age category suggests
active transmission or acquisition during early adulthood. The presence of H. pylori in 7.3% of pediatric
patients is concerning, as childhood infection is associated with an elevated risk of complications and
suggests intrafamilial transmission [11]. Weyermann et al. [11] demonstrated that infected mothers, fathers,
and siblings independently contribute to childhood acquisition, supporting family-based screening
approaches. The female predominance (62.2%) observed in this investigation diverges from certain reports
demonstrating equivalent or male-predominant distributions [10]. This may reflect disparities in healthcare-
seeking behavior, as women tend to pursue medical evaluation for dyspeptic symptoms more readily than
men, or could represent genuine biological differences in susceptibility or exposure patterns within our
population.

The predominance of moderate to severe active gastritis (75.6% combined) carries clinical significance. Active
inflammation, characterized by neutrophilic infiltration, signifies ongoing mucosal damage and is associated
with elevated risks of ulcer formation and malignant transformation [12]. Rugge and Genta [12]
demonstrated that the Sydney System grading of activity correlates with bacterial burden and risk of
complications. Our finding that nearly half of patients exhibited moderate inflammation suggests substantial
bacterial load and host immune response necessitating prompt intervention.

The elevated prevalence of epigastric discomfort (63.4%) as the presenting manifestation underscores the
symptomatic burden of H. pylori infection. However, the diversity of presentations, including anemia (6.1%),
which may reflect chronic occult blood loss, and vomiting (6.1%) highlights the protean manifestations of
this infection described in the literature [3]. The identification of intestinal metaplasia in 3.7% of cases is
particularly noteworthy. Intestinal metaplasia represents a critical step in the Correa cascade of gastric
carcinogenesis [7], and its presence mandates eradication therapy and surveillance according to current
guidelines [13]. The finding of reactive lymphoid hyperplasia in one case suggests MALT formation, which
can progress to lymphoma if left untreated [3].

The co-occurrence of duodenitis in 12.2% of cases substantiates the established pathophysiology of H. pylori
in duodenal ulcer disease described by Marshall and Warren [2]. Interestingly, the majority of duodenal
biopsies demonstrated normal villous architecture, suggesting that the inflammation was secondary to H.
pylorirather than celiac disease or other malabsorptive disorders.

The elevated proportion of active, moderate-to-severe gastritis identified in this cohort carries several
important clinical implications. First, the predominance of active inflammation underscores the urgency of
implementing aggressive eradication strategies to prevent progression along the Correa cascade toward
atrophy, intestinal metaplasia, and dysplasia [7]. Second, the detection of a 7.3% prevalence among pediatric
patients highlights the need for family-based screening and treatment programs to reduce intrafamilial
transmission, in line with recommendations by Weyermann et al. [11]. Third, the presence of intestinal
metaplasia and reactive lymphoid hyperplasia in a subset of patients emphasizes the necessity of
surveillance endoscopy to confirm resolution following therapy [13]. Finally, the observed female
predominance suggests that gender-specific approaches may be warranted in public health messaging and
screening initiatives, although further research is required to determine whether this reflects true biological
susceptibility or differences in healthcare-seeking behavior [10].

Limitations
This investigation possesses several limitations inherent to its retrospective design. The sample represents
patients who underwent endoscopy and may not reflect the true community prevalence of H. pylori infection
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[1]. Selection bias toward symptomatic patients likely overestimates the severity of disease in the general
population. Additionally, the absence of data on socioeconomic status, hygiene practices, and family history
limits the ability to identify risk factors described in the literature [11]. The two-year timeframe, while
providing contemporary data, may not capture long-term trends or seasonal variations.

Conclusion

This investigation demonstrates a substantial burden of Helicobacter pylori-associated gastritis, with
significant active inflammation observed across diverse age groups, consistent with global epidemiological
patterns. The female predominance, the elevated rate of moderate-to-severe active disease, and the presence
of premalignant changes in a subset of patients highlight the importance of systematic screening among
dyspeptic patients, particularly women and middle-aged adults. Prompt eradication therapy is essential to
halt the progression of mucosal damage and reduce the risk of gastric cancer. Surveillance protocols should
be implemented for patients with intestinal metaplasia or severe active inflammation, while family-based
approaches are warranted to address pediatric cases and potential transmission dynamics. Future
prospective investigations should focus on evaluating eradication success rates, recurrence patterns, and
the long-term impact of treatment on histological regression in this population, guided by the framework
established by the Updated Sydney System.
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