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Abstract

Background: Helicobacter pylori iceA gene has been reported to be a genetic marker for the
development of peptic ulcer in western populations. The aim of this study was to investigate the
prevalence of iceA genotypes and their relationship with peptic ulcer in Iran.

Materials and Methods: This observational study was carried out on 75 patients. Biopsy
specimens were evaluated for the presence of Helicobacter pylori through rapid urease test. GImM
gene and iceAl and iceA2 genotypes allelic verification and variation culture were determined via
PCR.

Results: In this study, iceA; and iceA, alleles'were identified in peptic ulcer disease (PUD)
patients. IceA; genotype (64%) was more prevalent than iceA, (21.3%). IceA; strains were more
observable in patients with PUD. No significant relationships were seen between iceA genotypes and
the clinical outcomes following infection (p=0:71).

Conclusion: This study revealed a significant two-tailed correlation between iceA genotypes
and PUD occurrence. The results indicate that iceA; gene can be used as a reliable marker in
predicting the clinical outcomes of Helicobacter pylori infection. Therefore, further in-vitro and in-
vivo investigations are needed for reaching general consensus in this regard.
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