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Detection serum Anti-Helicobacter pylori 1gG Levels in
Celiac Disease Patients

Abstract

The current study included 81 samples including 59 of patients with celiac
disease who were diagnosed by a specialist, and 22 samples used as a control
group. Samples collected form the Specialized Center of Endocrinology and
Diabetes and Al-Kindi General Hospital (Rusafa-Baghdad Health
Department), as well as Digestive System Hospital (Baghdad Medical City
Department), and for the period from November 18, 2019 to January 13, 2020.
Patients were selected randomly from those who were aged from 5-54 years
and for both genders. Using the ELISA technique, the Anti Tissue (IgA) and
Anti Gliadin (IgA) tests carried out to conform the diagnosis of celiac
disease. The chromatographic rapid test was performed to detect the
presence of H.pylori. Then, the Anti H.pylori IgG test was used to measure
Antibody levels in celiac patients and the control group. There were
significant differences in the levels of Anti-H.pylori IgG between the study
groups (P = 0.001) and a statistically significant negative correlation between
Celiac disease and Anti Hp IgG was found (Spearman = -0.583, p< 0.000),
and a weak significance negative correlation between H.pylori infection and
AT (IgA) was (Spearman = -0.387, p<0.000).

Key words: - Celiac disease, Helicobacter pylori, 1gG, Anti Tissue (IgA), Anti
Gliadin (IgA)
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