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TR R OB E (3£30) : In the present study, I first developed a model of refractory leukemic
cells with rearrangement of chromosome 11q23 as previously described, and characterized
this model cells. On the basis of characterization, comprehensive analysis of total RNA
derived these cells revealed interesting deviation of at least three kinds of micro RNA
expression. This finding was confirmed by other experiments. To examine the possibility
of clinical benefit on this finding, I am investigating a novel vector transducing micro RNA
expression, and also going to analyze therapeutic effect using this vector.
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