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T-cell lineage transcription factor network in acute myeloid leukemia
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IL7-JAK BCL11B-high AML

BCL11B is a critical transcription factor for T-cell development. BCL11B
plays an oncogenic role in T-cell malignancies, but it is not clear about myeloid malignancies. We
investigated BCL11B expression in AML and analyzed its function using BCL11B inducible cell lines.
Among 66 AML samples, 16 samples were assigned to the BCL11B-high expression group. BCL11B-high AMLs

were associated with low WBC and decreased platelet count. In the myeloid cell line, forced BCL11B
expression invoked T-cell lineage genes. IL7RA was highly expressed, which was also confirmed in
clinical BCL11B-high samples. Western blot revealed that BCL11B expression induced JAK
phosphorylation in response to IL7 stimulation.

BCL11B is expressed in a subgroup of AML. BCL11B-high AML cells show increased IL7RA and activation
of JAK. Therefore IL7-JAK pathway may be a therapeutic target in BCL11B-high AML.
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