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Analyses for the unique machinery of cell division in Helicobacter pylori and
pathogenesis of its associated disorders
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The machinery of cell division in H. pylori is little known. We investigated

the function of Min proteins and FtsZ, and provided new insights as follows; 1. All Min proteins
(C, D and E) regulated the cell elongation, 2. MinC and D regulated the division site in cells, 3.
MinC regulated the Z-ring polymerization and contributed to the FtsZ stability, 4.MinD involved in
nucleic occlusion system, and 5. MinE involved in the coccoid conversion at the stationary phase.
We obtained prophage-cured derivative strains from NY43 strain infected with prophage KHP30. The
comparative analyses with NY43 and its prophage-cured strains provided new insights as follows; 1.
Prophage induced the genetic mutations in cagA, leading to CagA disruption, 2. Prophage influenced
the morphology and motility, 3. The prophage-cured derivatives could re-infect with phage,
indicating that the repeated/patterned phenomena would be involved in the development of H. pylori
evolution with biological polymorphisms.
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