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using the binding and translocation domains of pseudomonas
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Pseudomonas exotoxin A (PE) is a polypeptide chain with three
functioal domains.these are receptor-binding ,transloction, and
ADP-ribosylation domains, which reside on structural domain la,
domain I, and domain I11,respectively.In this study,we have

used the binding and transloction domains of PE as a protein
delivery vehicle to target p21WAF/Cip1 ,an inhibitor of cyclin/
cdk complex,into HL-60 cells this recombinant protein,
designated as PE(DIII)-p21,was expressed in E.Coli. When HL-60



cells were administered with PE(DIII)-p21, they were undergone
differentiation,which wasconfirmed by the induction of cell
surface marker CD11b. PE(DIII)-p21 treatment also result in
growth arrest as shown by H3-thymidine incorporation experiment.
In addition,when PE(DII1)-p21 was incubated with HL-60 cells,
the protein was degraded intoPE(I1)-p21 and p21 fragments,
supporting that PE(DIII)-p21 did enter the cells.



