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Background Results
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Conclusions

« Utilizing these formulation variants, we generated arrays of diverse ROR1-targeted CAR
T-cell products, which we profiled phenotypically and functionally

« Based on these metrics, we compared Stim-R—generated CAR T cells to CAR T cells
generated using a conventional stimulation reagent to identify lead formulations showing
superior in vitro function (Figure 2)
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« Optimizing signal presentation during T-cell activation using Stim-R
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