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Diversity of Helicobacter pylori clinical isolates by the method of polymerase chain reaction-restriction
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[Abstract] Aims The diversity of the urease gene and biological activity of the Helicobacter pylori(H.
pylori) clinical isolators were investigated. Methods Polymerase chain reaction—restriction fragment length
polymorphism (PCR—-RFLP) of urease gene and rapid urease activity test were used to differential the different
clinical isolates. Results In accordance with the PCR—RFLP of urease gene and urease activity, the H.pylori
clinical isolates were divided into 4 types. There was only one fragment (1.7 kb) by PCR—RFLP for the type [
isolates with stronger urease activity in the patients with gastric ulcer. There were two fragments(1.3, 0.4 kb) by
PCR-RFLP for the type II isolates with the weakest urease activity in the patients with duodenal ulcer. Two
fragments (0.4, 0.17 kb) with or without one fragment(0.23 or 0.37 kb) were got by PCR—RFLP for the type Il
isolates with strongest urease activity in the patients with gastritis. Two fragments (1.5, 0.2kb) were got by
PCR-RFLP for the type IV isolates with the weaker urease activity in the patients with gastric and duodenal
ulcer. Conclusion The diversity of urease activity and relationship to different disease was due to the differ—
ence of urease gene for the H.pylori clinical isolators.

[Key words] Helicobacter pylori; Urease; Polymerase chain reaction—restriction fragment length poly—
morphism (PCR-RFLP)
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