Oncogenic deregulation of BCL11B In lineage ambiguous leukemia
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ABSTRACT RESULTS

Acute leukemias of ambiguous lineage (ALAL) pose significant diagnostic and therapeutic 1. Gene expression profiling of 2,573 acute leukemia samples identified a new biological subgroup 3. Analysis of 3D genome structure demonstrated that BCL11B SVs result in enhancer hijacking or de novo enhancer formation
challenges due to lack of clarity surrounding their cellular origins and driving genomic
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