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Expression of CagA in polarized epithelial cells elicits forced
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WEFE R O EE (L) : Infection with Helicobacter pylori cagd-positive strains is
associated with gastric carcinoma. CagA-deregulated SHP2 elicits sustained Erk-MAPK
activation. CagA also interacts and inhibits PAR1, resulting in induction of junctional
and polarity defects. Inpolarized epithelial cells, CagA—driven Erk-MAPK signal prevents
p21 expression by activating RhoA, thereby inducing forced mitogenesis.
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