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BACKGROUND/AIMS
Platelets act as reactive immune cells in inflammatory conditions. Mean platelet volume (MPV) and platelet distribution width (PDW) is
an indicator of platelet activity and function. We aimed to investigate the effect of helicobacter pylori eradication on platelet markers in
patients who were infected by H. Pylori and eradicated.
MATERIAL and METHODS
Fifty-two patients with H. Pylori positivity confirmed by esophagogastroduodenoscopy and biopsy were included in the study. Platelet
parameters (platelet count, MPV-mean platelet volume, PDW-platelet distribution range, MPV-mean platelet volume) of the patients
were evaluated before and after treatment.
RESULTS
The mean age of the patients was 11.8±4.4. The mean height was 138.6±25.7 cm and the mean weight was 36.4±17.3 kg. The number
of platelets was 297673±60409 before treatment and 288514±74108 after treatment (p=0.48). PDW was 15.9±0.66 before treatment and
15±0.32 after treatment (p=0.050). MPV was 9.39±1.41 before treatment and 9.67±1.21 after treatment (p=0.12). The severity of Helicobacter
pylori infection was not correlated with platelet count, MPV, PDW.
CONCLUSION
The results from this study demonstrate that eradication of H. Pylori infection has an impact on the platelet indices.
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INTRODUCTION
Helicobacter Pylori (H. Pylori), which is primarily colonized in the human gastric mucosa, is a gram-negative, spiral-shaped,
bacterium with flagella (1, 2). H.Pylori is reported to be the most common infectious agent in the world (3). According to
meta-analyses, the global prevalence of H. pylori was reported to be 33% and 44.3% (4, 5). The rate is reported to be 80%
in developing countries and 10% in developed countries (4,5). As a primary colonization site, H. pylori increases toxic mucosal pH by displaying toxic effects on gastric epithelium and disrupting gastric epithelial functions and mucus secretion
that generally protects gastric epithelium.
It is possible that H. pylori infection may be completely asymptomatic. Chronic gastritis, duodenal ulcers, gastric ulcers,
gastric cancers, and MALT (mucosa-associated lymphoid tissue) lymphomas have been previously associated with
H.Pylori infection (6). Without peptic ulcer disease, H. pylori-associated gastritis rarely presents as a symptom during
childhood but may lead to more serious complications in the future. Detection of H.Pylori in biopsy specimens taken
from the antrum and corpus (with Sydney score) is currently the gold standard for diagnosis in patients undergoing
upper gastrointestinal endoscopic evaluation for organic causes of abdominal pain. In the case of a positive finding,
eradication success should be evaluated by urea breath test (C13) or stool test following standard eradication therapy
(at least 15 days after discontinuation of proton pump inhibitor-PPI and at least 1 month after discontinuation of antibiotic therapy) (6).
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H.pylori has been shown to trigger a local and systemic immune
response. It is also known to play a role in the etiopathogenesis
of some diseases with extra-gastric location. These include iron
deficiency anemia, coronary heart disease, immune thrombocytopenic purpura (ITP), dermatological diseases (Acne rosacea,
prurigo pigmentosa, prurigo chronica multiformis, chronic idiopathic urticaria), neurodegenerative diseases and autoimmune
diseases (7).
Platelets play a primary role in hemostasis and coagulation. Inflammation is known to be an important stimulus for platelets.
The presence of inflammation causes the release of cytokines
and chemokines from the platelet membrane. MPV and PDW
are both indicators of platelet function and activation. In the
presence of thrombopoietic stress, an increase in MPV occurs
through stimulation of the megakaryocytic series. It has been
stated before that MPV is a useful indicator in evaluation of
platelet function and activation and may help in early diagnosis of some diseases through changes in platelet structure and
number. (8). It is a well known fact that platelet count increases
with H. pylori treatment in chronic ITP patients (9). Based on this
information, we planned to investigate the effect of treatment
on platelet markers in patients with H.Pylori detected in esophagogastroduodenoscopy due to treatment- resistant dyspepticcomplaints.
MATERIAL and METHODS
Ethics committee approval was received from Umraniye Research and Traning Hospital. Fifty-two patients who tested
positive for H.Pylori and had an esophagogastroduodenoscopy performed for treatment-resistant dyspepsia in a pediatric
gastroenterology clinic in two different centers were included
in the study. Platelet parameters included platelet count, MPVmean platelet volume, PDW-platelet distribution range, and
MPV-mean platelet volume of the patients and were evaluated before treatment. First-line eradication therapy (Amoxicillin
+ Clarithromycin + Lansoprazole) was given to patients whose
biopsies were positive for H. pylori. H. pylori eradication status
was evaluated by stool H. pylori antigen test one month after
the end of the treatment. The blood counts of the patients who
were successful in eradication treatment were repeated three
months after the end of the treatment and platelet parameters were re-evaluated subsequently. Patients who were not
successful during the first line eradication treatment and who
subsequently needed a secondary eradication treatment were
excluded from the study.
RESULTS
The mean age of the patients was 11.8±4.4 (30 girls, 22 boys).
The mean height was 138.6±25.7 cm and the mean weight was
Main Points:
•
•
•

Bone marrow can be affected by inflammatory conditions.
Changes in platelet parameters (platelet count, mean
platelet volume and platelet distribution width) in H.pylori infection is to be expected.
Platelet parameters can be used for the evaluation of H.
pylori infection eradication.
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36.4±17.3 kg. The number of platelets was 297673 ± 60409 before
treatment and 288514±74108 after treatment (p=0.48). PDW was
15.9±0.66 before treatment and 15±0.32 after treatment (p=0.050).
MPV was 9.39±1.41 before treatment and 9.67±1.21 after treatment (p=0.12). H. pylori infection severity was not correlated with
platelet count, MPV, PDW.
DISCUSSION
H. Pylori infection has an effect on platelet count and bone marrow. Studies have shown a decrease in platelet count after H.
Pylori eradication in non-ITP patients (10). Peripheral platelet
counts have been shown to increase rapidly in H. Pylori positive patients with bone marrow transplantation. It has also been
shown that H. Pylori infection increases IL-6 levels and this then
has a positive effect on bone marrow platelet production (11).
In the last decade, platelets have been reported to act as immune cells. Platelets increase cytokines IL-6 and TNFalpha release against H. Pylori IL-6 causes an increase in the number of
platelets, while TNFalpha has an adverse effect on the number
of platelets. This dual effect prevents an excessive decrease in
platelet number after H. Pylori eradication (12). In this study, a
decrease in the number of platelets was observed after eradication of H. Pylori but it was not statistically significant.
Mean platelet volume (MPV), a widely used platelet function
marker, is influenced by production, activation, and finally sequestration. which is a marker of platelet functionis influenced
by platelet activation, production and sequestration. MPV is
reported to have been involved in many diseases. As an important component of the immune system, MPV is known to associate with inflammatory conditions. Platelets with high MVP have
been proven to be more active and more susceptible to aggregation. Additionally, MPV is considered to be higher in H.pylori
positive patients than compared to H.pylori negative patients
(2, 13, 14). There was no significant difference found in the study.
PDW is a measure of platelet size variability. It shows heterogeneity in platelet morphology and increases with platelet activation. PDW is also considered to be a more specific indicator
of platelet reactivity than MPV (15). In this study, a significant
decrease in PDW was observed with eradication of H.pylori, indicating that platelet activation decreased.
The results from this study indicate that there is a relationship
between platelet indices and H. Pylori infection. The relationship between H. Pylori infection and MPV platelet count was
demonstrated in previous studies. However, this study provided
new information about the impact of H. Pylori infection on PDW,
which is another platelet function parameter. In the future, it is
possible that platelet parameters may be used to determine
eradication success of H.pylori infection.
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