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Although autophagy expression in H. pylori-infected cells is responsible for

oncogenic CagA degradation and suppresses tumorigenesis, CD44v9-expressing cancer stem-like cells
do not evoke autophagy and intracellular CagA accumulates. LAMP1-dependent autophagosome formation
is also essential for CagA degrading autophagy, and we showed that CAPZAl would bind to LRP1-ICD in
the nucleus and inhibit LAMP1 expression, and when CAPZAl is loaded on CAPZAl overexpressing cells,
CD44v9 expression was enhanced. In order to target CD44v9 and a large amount of CAPZAl translocated
to the nucleus, it was possible to release from intracellular foreign body degradation by combining
TAT with human Syncytin 1-derived membrane-penetrating peptide S19. A large amount of protein was
purified by fusing the created anti-CD44v9 single-chain antibody and a human-derived
membrane-penetrating peptide, and CD44v9-positive cell selective cellular uptake was confirmed.
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