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Acute lymphoblastic leukemia (ALL) with 11g23 translocation is associated with an
extremely poor prognosis despite intensive chemotherapy and hematopoietic stem cell
transplantation (SCT). In recent years, it has been postulated that NK cells can play
a role in reducing disease recurrence through GVL(graft-versus leukemia) effect. ALL
cells with 11923 translocation are sensitive to killing by KIR (major NK receptors) ligand
incompatible cord blood-NK cells, and therefore the GVL effect against this leukemia could
be considerably expected if the KIR ligand incompatible donor is selected for CBT.
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