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ABSTRACT

Aims: While Helicobacter pylori (HP) is a well-known pathogen in gastroduodenal diseases, its potential role in acute pancreatitis
remains unclear. This study aimed to investigate the association between HP infection and disease severity in patients with acute
pancreatitis.

Methods: In this retrospective cohort study, 143 adult patients diagnosed with acute pancreatitis between January 2014 and
October 2024 were analyzed. HP status was determined via histopathological examination of gastric biopsy specimens. Patients
were stratified as HP-positive or HP-negative. Clinical severity was evaluated using the Ranson score and BISAP score. Radiologic
severity was assessed using the Computed Tomography Severity Index (CTSI) and the revised Atlanta classification. Laboratory
parameters, intensive care unit (ICU) admission, and length of hospital stay were also compared between groups.

Results: Of the 143 patients, 55 (38.5%) were HP-positive and 88 (61.5%) were HP-negative. No statistically significant
differences were observed between the two groups in terms of Atlanta classification subtypes (p=0.256), clinical severity scores,
or key laboratory values. HP positivity was not associated with ICU admission or longer hospitalization. However, in subgroup
analyses, HP-positive patients with biliary pancreatitis demonstrated higher clinical severity scores (Ranson and BISAP), while
no differences were observed in non-biliary cases.

Conclusion: HP infection was not significantly associated with the overall clinical or radiological severity of acute pancreatitis.
However, exploratory subgroup analyses suggested higher clinical severity scores in patients with biliary pancreatitis, which
should be interpreted cautiously. These findings indicate that the relationship between HP infection and acute pancreatitis
severity may vary depending on etiology and requires further investigation.
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INTRODUCTION

Acute pancreatitis is an inflammatory disorder of the pancreas
characterized by sudden onset of abdominal pain, elevated
pancreatic enzymes, and a variable clinical course ranging
from mild, self-limiting inflammation to severe necrotizing
disease with systemic complications and organ failure.! Acute
pancreatitis has a multifactorial etiology, with gallstones
(20-70%), alcohol use (up to 30%), and hypertriglyceridemia
(approximately 9%) being the most common causes, while
less frequent etiologies include drug-induced, autoimmune,
and genetic forms of the disease.” Helicobacter pylori (HP) is
a gram-negative, microaerophilic bacterium that colonizes
the gastric mucosa and is well known for its association
with chronic gastritis, peptic ulcer disease, and gastric
malignancies.” In recent years, HP has also been implicated
in several extragastric conditions, including cardiovascular
diseases, metabolic syndrome, and autoimmune disorders.*
Recent studies have suggested that HP infection may exert
systemic effects beyond the stomach, contributing to extra-
gastric inflammatory responses through mechanisms such
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as extracellular vesicle release and potential direct effects
on pancreatic tissue.”® These findings support a possible
link between HP and pancreatic inflammation, although its
clinical relevance remains unclear.

Several  pathophysiological ~—mechanisms have been
proposed to explain a potential link between HP infection
and pancreatic inflammation. These include bacterial
translocation, immune-mediated injury, molecular mimicry,
and alterations in the gut-pancreas axis.*’ Recent studies
have demonstrated that HP infection can significantly
influence gut microbial composition, leading to dysbiosis and
altered systemic immune responses, which may contribute
to systemic inflammatory amplification.'”!" Some studies
have demonstrated an increased prevalence of HP infection
in patients with chronic or acute pancreatitis, suggesting a
possible role in pancreatic inflammation.'>"* However, other
studies failed to show a significant association, and current
evidence remains inconclusive.
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Despite these conflicting findings, the role of HP infection
in acute pancreatitis severity remains poorly defined.
Previous studies have often relied on serological tests, had
heterogeneous patient populations, or did not systematically
apply validated severity indices. Therefore, the present study
aimed to specifically investigate whether histologically
confirmed HP infection is associated with the clinical and
radiological severity of acute pancreatitis. By employing both
clinical (Ranson, BISAP) and radiological (CTSI, revised
Atlanta classification) scoring systems, we sought to provide
a more robust evaluation and address gaps in the existing
literature.

METHODS
Ethics

This study was approved by the Ankara Training and Research
Hospital Ethics Committee (Date: 09.10.2024, Decision No:
258/2024). The requirement for informed consent was waived
by the ethics committee due to the retrospective nature of the
study. All procedures were performed in accordance with the
ethical standards of the institutional and/or national research
committee and with the Declaration of Helsinki.

Study Design and Patient Selection

This retrospective cohort study was conducted at the
Gastroenterology Department of Ankara Training and
Research Hospital between January 2014 and October 2024.
This study was conducted retrospectively by reviewing existing
medical records, and no additional interventions were applied
to the patients. Adult patients (=18 years) who were diagnosed
with acute pancreatitis and had undergone HP testing were
included. The diagnosis of acute pancreatitis was established
based on at least two of the following criteria: characteristic
abdominal pain, elevated serum amylase and/or lipase levels
(=3 times the upper limit of normal), or radiologic findings
consistent with pancreatitis. Patients with a history of chronic
pancreatitis, active or previous gastrointestinal infections
other than HP, or incomplete clinical records were excluded. A
total of 160 patients with a diagnosis of acute pancreatitis were
initially screened. After excluding 17 patients (7 with missing
biopsy data, 6 with incomplete records, and 4 younger than 18
years), 143 patients were included in the final analysis (88 HP-
negative and 55 HP-positive). Patient selection and exclusions
are summarized in Figure 1 (flow diagram). HP status was
determined by histopathological examination of gastric
mucosal biopsies obtained during upper gastrointestinal
endoscopy. Histopathological evaluation was performed using
routine hematoxylin-eosin (H&E) staining, and the presence
of HP was determined by experienced pathologists based on
characteristic morphological features. No additional special
staining methods or immunohistochemical analyses were
performed. However, quantitative assessment of bacterial load
or grading of colonization density was not performed in this
study. In all included patients, gastric biopsies for HP testing
were obtained contemporaneously during hospitalization
for the index episode of acute pancreatitis. Patients were
categorized into HP-positive and HP-negative groups based on
the biopsy results. This retrospective design reflects real-world
clinical practice and provides insight into hospitalized patients
with acute pancreatitis. Upper gastrointestinal endoscopy was
performed based on specific clinical indications rather than
as a routine procedure in all patients with acute pancreatitis.
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These indications included evaluation of suspected upper
gastrointestinal pathology (such as dyspepsia, anemia, or
gastrointestinal bleeding), assessment prior to endoscopic
retrograde cholangiopancreatography (ERCP) in selected
biliary cases, and persistent or unexplained abdominal
symptoms not fully attributable to pancreatitis.

(n = 160)

I

Excluded (n = 17)
* Missing biopsy data (n = 7)

‘ Patients assessed for eligibility (study period)

* Incomplete records (n = 6)
« Age < 18 years (n = 4)

I

‘ Included in analysis (n = 143) ’

HP-negative (n = 88; 61.5%) ’

HP-positive (n = 55; 38.5%) ’

Figure 1. Flowchart of study population selection

Accordingly, the study population consisted of patients
who underwent clinically indicated endoscopic evaluation
during hospitalization. For subgroup analyses, patients were
categorized according to pancreatitis etiology as biliary or
non-biliary. The non-biliary group included alcohol-related,
hyperlipidemia-associated, post-ERCP, and other less
common etiologies.

Clinical and Laboratory Parameters

Demographic characteristics such as age and gender were
recorded. Comorbidity burden was assessed using the
Charlson Comorbidity Index (CCI). The clinical severity of
pancreatitis was assessed using both the Ranson criteria and
the BISAP score. Systemic inflammatory response syndrome
(SIRS) was evaluated based on heart rate, respiratory rate, body
temperature,andleukocyte count. The Computed Tomography
Severity Index (CTSI) was used to assess morphologic severity
based on contrast-enhanced abdominal CT scans. This
scoring system evaluates the presence of pancreatic edema,
necrosis, and peripancreatic fluid collections. Additionally,
all patients were classified according to the revised Atlanta
classification into morphologic subtypes (normal, edematous,
necrotizing) and clinical severity categories (mild, moderate,
severe). The final severity classification was determined
retrospectively using clinical and radiological findings
documented throughout the hospitalization period, including
the development oflocal complications and organ failure when
present. Clinical outcomes such as length of hospital stay, need
for intensive care unit (ICU) admission, and pancreatitis-
related complications were documented. Laboratory
parameters included serum amylase, lipase, glucose, white
blood cell count, hemoglobin, platelet count, C-reactive
protein (CRP), erythrocyte sedimentation rate (ESR), urea,
creatinine, lactate dehydrogenase (LDH), total bilirubin, liver
function tests, and triglyceride levels. Inflammatory status
was assessed using serum CRP, erythrocyte sedimentation
rate (ESR), white blood cell count, and the presence of SIRS.

Statistical Analysis

All data analyses were performed using IBM SPSS Statistics
(version 28.0, IBM Corp., Armonk, NY, USA). Normality of
continuous variables was evaluated using the Kolmogorov-
Smirnov test. Variables with normal distribution are reported
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as meantstandard deviation, whereas those not normally
distributed are described using median values along with
interquartile ranges (IQR: 25" to 75" percentile). Categorical
variables were expressed as counts and percentages, and
compared using the chi-square test or Fisher’s exact test, as
appropriate. Categorical data were summarized as frequencies
and percentages. For comparisons between two groups
(HP positive and HP negative), the independent samples
t-test was employed for continuous variables with normal
distribution, while the Mann-Whitney U test was used
for those not following a normal distribution. Categorical
variables were compared using either the Chi-square test
or Fisher’s exact test, based on the expected cell counts.
Specifically, the association between HP status and acute
pancreatitis severity was assessed using Chi-square or Fisher’s
exact tests for categorical severity classifications (revised
Atlanta criteria), and Mann-Whitney U tests for continuous
severity scores (CTSI, BISAP, Ranson). Subgroup analyses
according to pancreatitis etiology (biliary vs. non-biliary)
were performed to explore potential confounding effects. In
addition, exploratory multivariate logistic regression analysis
was considered to adjust for potential confounders such as
age, gender, comorbidity burden, and etiology. However,
due to the limited number of moderate and severe cases,
inclusion of multiple variables in the regression model was
not statistically feasible. Therefore, the analysis was restricted
to univariate and subgroup comparisons, and this limitation
was acknowledged when interpreting the findings. A p-value
of <0.05 was considered statistically significant. As this was a
retrospective study based on an available dataset, an a priori
power analysis was not performed. However, the sample size
was determined by the number of eligible patients within the
study period. The potential limitation related to statistical
power has been acknowledged in the discussion section.

Missing data were handled using available-case analysis,
meaning that patients were not excluded from the study
due to missing laboratory or imaging values. Analyses
were performed using the maximum number of available
observations for each variable. The overall proportion of
missing data was low (<5% for all variables), and no variable
exceeded 10% missingness. Sensitivity analysis comparing
complete-case versus available-case results showed no
material differences in statistical significance. Therefore,
multiple imputation was not deemed necessary. Percentages
were calculated using available denominators, and totals may
not always equal 100% due to rounding.

RESULTS

A total of 143 patients diagnosed with acute pancreatitis were
included in the analysis. Among these, 88 (61.5%) were HP
negativeand 55 (38.5%) were HP positive. In the present cohort,
the most common etiology was biliary origin, accounting
for 69.2% (n=99) of cases. Alcohol-related pancreatitis was
the second most frequent cause, observed in 17.5% (n=25) of
the patients. Hyperlipidemia was identified in 9.8% (n=14)
of cases. Additionally, pancreatitis following endoscopic
retrograde cholangiopancreatography (ERCP) was reported
in 0.7% (n=1), and other rare etiologies constituted 2.8% (n=4).

The demographic and clinical characteristics of the study
population are presented in Table 1. There were no statistically
significant differences between HP-positive and HP-negative
groups in terms of age (p=0.904), gender distribution
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(p=0.420), length of hospital stay (p=0.120), CTSI (p=0.773),
Ranson score (p=0.333), BISAP score (p=0.120), or ICU
admission rate (p=0.414). The CCI tended to be lower in the
HP-positive group but did not reach statistical significance
(p=0.069). The frequency of pleural effusion and fever also did
not differ significantly between groups (p=0.806 and p=0.060,
respectively).

There were no statistically significant differences between
HP groups in terms of CRP (p=0.132), ESR (p=0.175), white
blood cell count (p=0.463), hemoglobin (p=0.330), platelet
count (p=0.510), glucose (p=0.367), urea (p=0.947), creatinine
(p=0.355), amylase (p=0.818), LDH (p=0.788), AST (p=0.847),
ALT (p=0.947), total bilirubin (p=0.853), or triglyceride levels
(p=0.381). These parameters were used as markers of systemic
inflammation.

The distribution of Atlanta classification subtypes in the
study population is presented in Figure 2. In the morphologic
categorization, 18.2% of HP-negative patients were classified
as normal, 71.6% as edematous, and 10.2% as necrotizing.
Among HP-positive patients, 10.9% were classified as normal,
83.6% as edematous, and 5.5% as necrotizing. Regarding
clinical severity, HP-negative patients were classified as
normal (18.2%), mild (43.2%), moderate (38.6%), and severe
(0%), while HP-positive patients were classified as normal
(10.9%), mild (52.7%), moderate (34.5%), and severe (1.8%).
No statistically significant association was observed between
HP status and Atlanta morphologic classification (p=0.256).
Similarly, no significant association was found between HP
status and the Atlanta Clinical Severity Index (p=0.311).
As summarized in Table 2, the distribution of clinical
severity according to the revised Atlanta classification (mild,
moderately severe, severe) was comparable between HP-
positive and HP-negative groups. Similarly, median CTSI,
BISAP, and Ranson scores did not differ significantly between
the two groups (Table 3).

Subgroup analyses according to pancreatitis etiology
(biliary vs. non-biliary) were performed to explore potential
confounding effects. The results are presented in Table 4.
In the biliary pancreatitis subgroup, HP-positive patients
demonstrated significantly higher clinical severity scores
(Ranson and BISAP) compared to HP-negative patients.
However, no significant difference was observed
radiological severity (CTSI). In contrast, no statistically
significant differences were observed between HP-positive
and HP-negative patients in the non-biliary subgroup (all
p>0.05). These findings should be interpreted cautiously due
to subgroup sample size.

in

DISCUSSION

The current study investigated whether HP infection has
any clinical relevance in the context of acute pancreatitis,
specifically in relation to disease severity and radiologic
classification. Although HP has been implicated in several
extra-gastric inflammatory conditions, clinical studies
evaluating its association with acute pancreatitis have
yielded inconsistent results.'"""* The theoretical basis for HP’s
involvement in pancreatic disease lies in its capacity to trigger
systemic inflammation, alter gut microbiota composition, and
modulate immune responses. Animal models have suggested
that HP infection may influence pancreatic injury through
cytokine-mediated cross-talk or via bacterial translocation
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Table 1. Demographic, clinical, and laboratory features of acute pancreatitis patients stratified by HP status

Parameters Study population (n=143) HP negative group (n=88) HP positive group (n=55) p-value
Age (years) 56.59+15.95 56.72+17.02 56.38+14.22 0.904
Gender (F) n (%) 59 (41.3%) 34 (38.6%) 25 (45.5%) 0.420
Length of hospital stay (days) 7 (4-11) 7 (4-13) 6 (3-10) 0.120
CTSI 2(2-3) 2(1-3) 2(2-3) 0.773
CCI 2 (1-4) 2.5(1-4) 2 (0-4) 0.069
Ranson score 1(0-2) 1(0-2) 1(0-2) 0.333
BISAP score 1(0-2) 1(0-2) 0(0-1) 0.120
Pleural effusion n (%) 17 (11.9%) 10 (11.4%) 7 (12.7%) 0.806
Fever n (%) 74 (51.7%) 51 (58.0%) 23 (41.8%) 0.060
ICU admission rate n (%) 17 (11.9%) 12 (13.6%) 5(9.1%) 0.414
ESR (mm/h) 23 (11.8-40) 25.5 (13-39.8) 20 (8.8-40.5) 0.175
CRP (mg/L) 125 (40-252.3) 140 (50-243) 84 (26-249) 0.132
White blood cell count (10°/uL) 12169.65+5032.12 12414.77+4355.33 11777.45+5981.00 0.463
Hemoglobin (gr/dl) 12.88+4.24 12.61+4.64 13.32+3.50 0.330
Platelet count (10°/uL) 244811.19+86639.77 248602.27+97688.76 238745.45+65599.58 0.510
Glucose (mg/dl) 146.20+68.94 150.33+70.23 139.60+66.93 0.367
Urea (mg/dL) 30.43+12.38 30.49+11.07 30.35+14.34 0.947
Serum creatinine (mg/dl) 0.84 (0.65-0.98) 0.82 (0.65-0.96) 0.89 (0.61-1.01) 0.355
Amylase 678 (313-1684) 738 (371.8-1545.5) 593 (238-2211) 0.818
LDH 306.56+152.84 309.30+£162.15 302.18+137.96 0.788
AST (U/L) 43 (18-110) 36 (22-98.5) 47 (16-153) 0.847
ALT (U/L) 38 (17-116) 36 (17.3-89.8) 38 (17-183) 0.947
Total bilirubin (mg/dl) 0.82 (0.39-1.53) 0.81 (0.38-1.47) 0.83 (0.39-1.81) 0.853
Triglycerides (mg/dl) 117 (85-166) 121 (82.3-177) 113 (87-156) 0.381

Data are shown as mean+SD, median (IQR), or n (%). Percentages are based on available-case denominators. Totals may not equal 100% due to rounding. No statistically significant differences were observed
between HP-positive and HP-negative groups. HP: Helicobacter pylori, F: Female, CTSI: Computed Tomography Severity Index, CCI: Charlson Comorbidity Index, BISAP: Bedside Index for Severity in

Acute Pancreatitis, ICU: Intensive care unit, SIRS: systemic inflammatory response syndrome, ESR: Erythrocyte sedimentation rate, CRP: C-reactive protein, LDH: Lactate dehydrogenase, AST: aspartate
aminotransferase, ALT: alanine aminotransferase, SD: Standard deviation, IQR: Interquartile range

Atlanta Classification

A. Morphologic Classification B. Clinical Severity
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Figure 2. Distribution of revised Atlanta classification subtypes according to
HP status (HP-positive vs. HP-negative)

HP: Helicobacter pylori

Table 2. Distribution of acute pancreatitis severity according to revised

Atlanta classification by HP status

HP-positive ~HP-negative

Revised Atlanta severity (n=55) (n=88) p-value
Mild 29 (52.7%) 38 (43.2%)
Moderately severe 19 (34.5%) 34 (38.6%)

Severe 1(1.8%) 0 (0%)

Normal* 6 (10.9%) 16 (18.2%)

Total 55 (100%) 88 (100%) 0.311

*The “normal” category was used as a descriptive designation for patients without radiologically
detectable pancreatic abnormalities (CTSI=0). It does not represent an additional clinical severity

category within the revised Atlanta classification. Data are presented as n (%). p-value calculated
by chi-square test (Fisher’s exact when applicable). No statistically significant differences were
observed between HP-positive and HP-negative groups. HP: Helicobacter pylori
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Table 3. Severity scores in HP-positive vs HP-negative patients

HP-negative HP-positive

Severity score [median (IQR)] [median (IQR)] p-value
CTSI 2(1-3) 2 (2-3) 0.773
BISAP 1(0-2) 0(0-1) 0.120
Ranson 1(0-2) 1(0-2) 0.333

Data are presented as median (interquartile range). p-values calculated by Mann-Whitney U test.

HP: Helicobacter pylori, IQR: Interquartile range, CTSI: Computed Tomography Severity Index,
BISAP: Bedside Index for Severity in Acute Pancreatitis

from the upper gastrointestinal tract to the pancreatic
microenvironment.**'>!® In addition, HP is known to
upregulate pro-inflammatory cytokines such as TNF-a, IL-6,
and IL-8, which have also been implicated in the progression
of severe acute pancreatitis.”” ' However, the clinical evidence
supporting such interactions remains weak. A case-control
study by Khan et al.* examined the potential association
between HP infection and alcoholic acute pancreatitis by
comparing 50 patients with first-episode alcoholic pancreatitis
to 50 alcohol-matched controls without pancreatitis. The
seroprevalence of HP infection did not significantly differ
between the two groups, suggesting no causal link with the
onset of pancreatitis. Our results indicate that HP infection
was not associated with overall clinical or radiologic severity
of acute pancreatitis. This suggests that the presence of HP
may represent an incidental finding rather than a definitive
contributing factor in disease progression.
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Table 4. Subgroup analysis of clinical and radiological severity according to pancreatitis etiology and HP status

Biliary HP-negative  Biliary HP-positive

Parameter (n=61) (n=38)
Ranson score 1(0-2) 2(1-3)
BISAP score 1(0-1) 2 (1-2)
CTSI 2(1-3) 2(2-3)

Non-biliary HP-negative  Non-biliary HP-positive

p-value (n=27) (n=17) p-value
0.004 1(0-2) 1(0-2) 0.812
<0.001 1(0-2) 1(0-1) 0.734
0.218 2 (1-3) 2(1-3) 0.911

Data are presented as median [interquartile range]. P-values correspond to comparisons between HP-positive and HP-negative groups within each etiology subgroup and were calculated using the Mann-

Whitney U test. HP: Helicobacter pylori, BISAP: Bedside Index for Severity in Acute Pancreatitis, CTSI: Computed Tomography Severity Index

One of the key strengths of this study lies in its well-defined
cohort, composed of patients with a confirmed diagnosis
of acute pancreatitis and systematically assessed HP status
based on histopathological examination of gastric biopsies.
Unlike studies relying solely on serology or antigen tests,
our diagnostic method reflects active infection, thereby
improving the validity of group stratification. Additionally,
the use of established clinical and radiologic severity indices
(Ranson, BISAP, CTSI, and Atlanta classification) allowed
for comprehensive assessment of disease burden across
multiple dimensions. The inclusion of detailed laboratory and
clinical data, combined with objective outcomes such as ICU
admission and hospital length of stay, further strengthens the
internal consistency and clinical relevance of our findings.
Moreover, our study is among the few to investigate not only
the presence of HP infection but also its potential correlation
with inflammatory indices and multi-dimensional severity
markers in acute pancreatitis. Importantly, the use of
histopathological examination of gastric biopsies ensured
accurate identification of active HP infection, reducing the
risk of misclassification inherent in serology-based studies.
Interestingly, exploratory subgroup analysis revealed higher
clinical severity scores among HP-positive patients in the
biliary pancreatitis group. However, this finding was not
observed in non-biliary cases and was not supported by
radiological severity indices. Given the relatively small
subgroup sizes and multiple comparisons, the possibility of
a type I error (false-positive finding) cannot be excluded.
Therefore, these findings should be considered hypothesis-
generating and require confirmation in larger prospective
studies.

The retrospective design, selected study population, and
absence of quantitative HP assessment should be considered
when interpreting these findings, as discussed in the
Limitations section.

Although our study did not demonstrate a significant
overall association, HP infection may theoretically influence
pancreaticinflammation throughalterationsin gutmicrobiota,
immune dysregulation, epithelial barrier disruption, and
activation of pro-inflammatory signaling pathways.>®*'
Increased expression of inflammatory mediators, including
IL-6 and TNF-a, has also been reported in association with
HP infection;”" however, the clinical relevance of these
mechanisms to acute pancreatitis severity remains uncertain.

Limitations

Several limitations should be acknowledged. First, the
retrospective design and relatively small sample size may
limit statistical power and the ability to control for potential
confounding factors. Second, HP testing was restricted
to patients who underwent clinically indicated upper
gastrointestinal endoscopy and gastric biopsy, introducing
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potential selection bias and limiting the generalizability
of the findings. Although baseline characteristics were
compared between included and excluded patients, residual
selection bias cannot be excluded. Therefore, these findings
may not be directly generalizable to the broader population
of patients with acute pancreatitis who do not undergo upper
gastrointestinal endoscopy.

Multivariate analysis was not feasible due to the small
number of severe cases. Another limitation of our study
is that potential confounders such as pancreatitis etiology
(e.g., gallstones, alcohol use) could not be fully adjusted for
in the analysis, which may have influenced the observed
associations. Third, the study population was drawn from a
single tertiary care center, which may limit the generalizability
of findings to broader or more diverse populations. Missing
data were minimal and addressed using available-case
analysis, with sensitivity checks confirming consistency
of results. Furthermore, due to the observational design,
causality cannot be inferred. While our findings suggest no
clear association between HP positivity and acute pancreatitis
severity, prospective longitudinal studies are required to
determine whether HP plays any modulatory or predisposing
role in pancreatic inflammation, particularly in idiopathic or
recurrent cases.

CONCLUSION

As a result, HP infection was not significantly associated
with the overall clinical or radiological severity of acute
pancreatitis. However, subgroup findings suggest that this
relationship may vary depending on pancreatitis etiology,
particularly in biliary cases. These findings should be
interpreted cautiously and require confirmation in larger
prospective studies. Although its biological plausibility in
pancreatic inflammation has been suggested, our findings
do not provide sufficient evidence to support a clinically
meaningful association. From a clinical perspective, the
present findings do not currently provide sufficient evidence
to support routine HP screening or eradication specifically
for patients with acute pancreatitis. Future prospective
multicenter studies are warranted to further explore potential
immunologic or microbiome-mediated links between HP and
pancreatic pathology.
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