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Abstract;
This study aimed to investigate the correlation between blood group phenotypes (A, B, AB, O) and the prevalence of
Helicobacter pyloriinfection among individuals visiting medical laboratories in (namely Al-Zahra Laboratory in Qarah
Bully, Al-Shorouq Laboratory in Tripoli, and Al-Khoms Diagnostic Laboratory). The study adopted a descriptive-
analytical approach, involving a purposive sample of (183) participants, with data collected through direct laboratory
testing and a clinical-demographic questionnaire. The results showed that the overall prevalence rate of H.pylori was

(70.5%). Statistical analysis confirmed a significant relationship ( P=0.049 ) between blood group type and infection,
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where individuals with Blood Group (A) recorded the highest relative infection rate (75.8%), followed by Blood Group
(O) at (70.9%). Furthermore, the study revealed high community awareness regarding prevention, contrasted by a
therapeutic non-compliance rate (dose-skipping) of (41.5%). The study recommends integrating blood group
screening into the medical records of infected patients to establish risk profiles and intensifying clinical follow-up for
high-risk groups.

Keywords: Blood Groups, H.pylori, namely Al-Zahra Laboratory in Qarah Bully, Al-Shorouq Laboratory in Tripoli, and

Al-Khoms Diagnostic Laboratory, Genetic Predisposition, Epidemiological Prevalence.
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