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Abstract

Gastric intestinal metaplasia (IM), as precancer-
ous lesion of the stomach, is closely associated
with the development of gastric cancer. Whether
gastric IM can be reversed is still in controversy.
Epidemiological evidence showed that IM was
reversible after long-term following up, but
the reversed degree was low. Besides H pylori
infection, deficiency of vitamin C in the gastric
mucosa, shortage of gastric acid and/or bile re-
flux can cause this precancerous condition. The
pathogenesis of gastric IM, in which H pylori
virulence factors, intestine-specific transcrip-
tion factors, and microsatellite instability are
involved, is being investigated at the present
time, but it can’t be affirmed that IM is a kind of
phenotype alteration in gastric epithelial cells
induced by stem cell mutation. It is fairly dif-
ficult to make diagnosis for IM unless careful
endoscopic evaluation is performed and proper
biopsy sites are selected. Eradication of H pylori
alone may not be enough to reverse IM, and its
combination with other chemopreventive agents
and/or Chinese medicine may be an effective
strategy.
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