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Invariant NKT (iNKT) cells are generally known to recognize glycolipid
presented by CD1d. iNKT cell recognition of CD1d-negative tumor cells is unknown, and direct
cytotoxicity of iNKT cells toward CD1ld-negative tumor cells remains controversial. Here we
demonstrated that activated iNKT cells recognize leukemia cells in a CD1ld-independent manner,
however, still in a TCR-mediated way. We also showed that iNKT cell in vivo cytotoxicity for
CD1d-negative leukemia cells in NOG mice. Therefore, adoptive INKT cell therapy can be effective for

leukemia independently of CD1d.
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