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Introduction Results cont.
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there were common lymphoid progenitors (CD7+ CD5+), ILC progenitors (CD7+ CD5-), .
and others (CD5- CD7-). Of the ILC progenitors, a subset expressed CD56, suggesting Conclusions
early differentiation into ILCs or NK cells.

TumorTag Platform:

Targeting cancer cells
 RACR-ICIL cells are designed to target and destroy
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TumorTag
 RACR-ICILs are innately highly cytotoxic, and

« RACR-iCILs can be selectively expanded,

tumor cells through a TagCAR, that engages with cells ‘oows R coss enriched, and CD56+ differentiation supported via exhibit potent targeted anti-tumor activity when
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