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The aim of this study was to obtain a comprehensive understanding of the mechanism
s underlying Helicobacter pylori (Hp)-induced long-term colonization in stomach. We focused on three aspec
ts of the interplay between Hp and the host: the expression dynamics of HB, the reaction dynamics at Peyer
"s patches, and host responses. As a result, we identified candidates of bacterial factors involved in bac
terial association with Peyer®s patches. We also found that epigenetic silencing of miRNA-X plays a key ro
le in gastric disease progression in response to persistent Hp infection.
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FRAIBRETNVRERA L, BiEED
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L CHBEENMET L, B-2DNA DX F 1k
KU REPIE S D microRNA-X (miR-X)
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