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INTRODUCTION Figure 5A: Interim Minimal Residual Disease

RES U LTS 95% (21/22) had calibrating rearrangement (Sensitivity 1x10-°)
« MCL is biologically and clinically heterogeneous, and incurable with standard chemotherapy
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* Noveltargeted agents can disrupt key survival pathways in lymphoma (Figure 1) Table 1: Patient Characteristics Figure 3: Change in Tumor Burden and Outcomes .
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