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Deciphering leukemia development and maintenance from the perspective of
functions of fusion genes
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Acute I¥mphocytic leukemia harboring abnormalities in MEF2D or CRLF2 genes
is associated with poor clinical outcomes. (1) In the type with an abnormality (fusion gene) in the
MEF2D gene, we found that (&) this abnormal gene induces pre-B cell receptor on the cell surface,
which plays essential roles for the growth and maintenance of leukemia. (b) Therefore, drugs
weakening its expression have therapeutic efficacy. (2) In the type with an abnormality in the CRLF2
gene, this gene activates an enzyme called JAK, but the therapeutic effect of inhibitors of JAK

itself is low. Here, we clarified a part of the reason and identified drugs exploitable as a
countermeasure.
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