Impact of loss of B-cell aplasia on clinical outcomes following talicabtagene autoleucel in patients with relapsed/refractory B-cell malignancies: SOh O?‘f
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RESULTS Figure 2. Swimmers plot showing Individual patient course after CAR T-cell infusion, ordered by time to B-cell recovery Figure 4. Progression-free and overall survival by B-cell status 6 months after
infusion (landmark analysis)
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in all 5 lymphoma patients

17/20 (85%) received systemic therapy after infusion, including 2 CAR T-cell reinfusions. C O N C L U S I O N S
1. Loss of B-cell aplasia following talicabtagene autoleucel infusion is associated with a
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