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Reprogramming of hematological malignancies
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The current research aimed on identifying the mechanism of transformation of low grade
hematological malignhancies into a highly aggressive tumor, and to develop novel
therapeutics for these types of tumors through reprogramming technology. In order to
understand the mechanism of transformation in hematological malignancies, we also focused
on a rare subtype of lymphoma called plasmablastic lymphoma, and identified that the
aberrant expression of Xbpl(s) led to the transformation into plasmablastic appearance,
and that inhibition of Xbpl(s) through a proteasome inhibitor bortezomib harbored a
potential for treatment for this type of lymphoma.
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Identification of loss of p16 expression and
upregulation of MDR-1 as genetic events
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