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Recently, it was reported that A pylori infection can cause iron deficiency. While iron
is absorbed only via the duodenal epithelium, it is lost with exfoliation of the alimentary
canal epithelial cells. Therefore, iron metabolism is mainly controlled in the duodenum.
The present study was designed to examine the effect of H. pylori infection on the iron
absorption, focusing on the duodenal iron transporter. In addition, hepcidin—25, which
is a hormone produced in the liver and plays a role as a central regulator of iron
homeostasis, was also examined. Our result suggested that iron absorption through the

duodenum might not be disrupted by only H. pylori infection.
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