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W R R OMEEL (FE30) : Certain chromosomal translocations have been found in 1lymphomas
and lung cancers and their translocations are known to promote tumor formation. We found
that translocated genes have both abilities to activate oncogenic factors and to
inactivate tumor suppressors. Moreover, we found that pathologically activated genes by
translocations inhibit an important tumor suppressor through its direct phosphorylations
and that these phosphorylations inactivate the tumor-suppressive function through

enhancement of cytoplasmic retention of the tumor suppressor.
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