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Helicobacter-negative chronic active gastritis is a histopathologic entity Using the Miraca Life Sciences database, we extracted histopathologic here were 596,480 unique patients with gastric biopsies (median age 57 years;  Although H. pylori DNA has been demonstrated in a small
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The most commonly offered hypotheses to explain this finding include: 1) We then selected two groups: patients from ZIP codes where the mean tissue 61.9;61.9% female). ® >ampling error, recent use of antibIolics, and suppression of the
sampling error, presuming that organisms would be found if searched for prevalence of H. pylori infection was < 6% (“low-prevalence zone”) and those The results are depicted in Figure 2 infection caused by the use of proton-pump inhibitors have been
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Figure 1 — This biopsy specimen shows the characteristic features of H. pylori ncreased steadily at much lower levels in each decade (solid blue line)

chronic active gastritis; however, no organisms could be visualized in either this In contrast, the prevalence of Helicobacter-negative-gastritis was very low in both




