IFNY/IL21-JAK-STAT1 Signaling Axis Drives T-Cell-Mediated CLL Proliferation and Venetoclax Resistance
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Introduction 1. JAK/STAT1 signaling is activated in proliferative CLL cells 3. IFNy-STAT1 axis promotes proliferation and survival of 5. miR-150 regulates STAT1 in response to microenvironmental stimuli
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