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Figure S1. H. pylori induces IL-33 expression in gastric epithelial cells. Three gastric epithelial cell lines,
including AGS, SCM-1, and TSGH9201 cells were respectively infected with H. pylori at an MOI of 100 for 9
h. The protein expression levels of full-length and processed IL-33 were determined by western blot. $-actin

was used as an internal control. The expression levels of processed IL-33 were quantified by the signal
intensity and indicated at the bottom of each lane.
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Figure S2. H. pylori induces IL-33 and mST-2 mRNA expression in gastric epithelial cells. AGS cells were
infected with H. pylori for the indicated times (0-24 h). mRNA levels of IL-33 and mST-2 were analyzed by
using quantitative real-time PCR. Results were expressed as mean + standard deviations. *, P < 0.05 as
compared to each H. pylori uninfected group.



