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_ Figure 1. T-bet is highly expressed in CLL cell lines but is low in E4-TCL1 transgenic mice and PB CLL B cells Figure 3. T-bet high CLL B cells from LN exhibit enlarged, granular blast-like morphology, G2-phase enrichment
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of CLL B cells Figure 4. T-bet expression is induced in proliferating CLL B cells in vitro and synergistically by TLR9 and IFN-y stimulation
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Future studies will explore the relationship between T-bet and cellular proliferation, the mechanisms underlying its induction, and its potential as a therapeutic target.
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