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Cross talk between the innate immune response and trans—
differentiation/carcinogenesis in the gastric epithelium
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Helicobacter pylori (H. pylori) infection induced Cdx2 expression via the activation of
NF-xB in gastric epithelial cells. On the other hand, knocking down NOD1 enhanced this
induction whereas pre-stimulation with NOD1 ligand and over-expression of TRAF3 had
a suppressive role on this induction. /n vivo studies with H. pylori infected mice revealed
that the absence of NOD1 leads to enhanced formation of intestinal metaplasia and
induction of Cdx2.
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