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Executive Summary RACR platform provides simplified and controlled RACR-ICIL cells exhibit potent anti-tumor
Umoja BioPharma is a multi-platform immune-oncology company focused on “off the shelf” curative cell therapies for hematologic manufactu ring of synthetic Ce"s activity driven by TagC AR & Tum OI'Tag adapters

and solid tumors.
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indicating robust TagCAR function. C) Images of MDA breast
cancer cells (red) coated in tumortag adapter Fluorescein-Folate
UBTT170 (green) being targeted by TagCAR RACR-iCILs.

C o ki o RACR-differentiation and expansion from
ommon gamma chain cytokines are essentia iPSC-derived progenitor cells

fO r Iy m p h O i d Ce I I g rOWt h A) Experimental Outline B) Progenitors present at 4 weeks of culture

This data demonstrates the ability of RACR-iCILs to kill tumor
cells via both innate- and TagCAR-mediated targeting.
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