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Background
Effective solid tumor cell therapy requires new ;’rro’regies to improve T-cell Figure 3: LYL119 eliminates xenograft tumor and prolongs animal Figure 5: LYL119 exhibits decreased NR4A motif accessibility and LYL119 exhibits an improved phenotype in an in vivo xenograft tumor
activation, persistence, and durable function'2. Lyell has developed survival in vivo at low CAR T-cell dose reduced chromatin accessibility near exhaustion-related genes model compared to control (Figure 7)
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