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Figure 1. Best overall responses and case studies Figure 2. Treatment schedule
e Effective therapeutic options for patients with refractory unresectable & P & e The waterfall plot of patients in the alloSHRINK study shows the relative change of target
metastatic colorectal cancer (MCRC) are limited. A. Patient 15 03 09 02 10 06 04 12 11 07 16 05 14 01 08 lesions from baseline by RECIST 1.1 criteria (Figure 1A).
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o There was little evidence of change in the Luminex profile after each CYAD-101 infusion for

(1x108, 3x108, 1x10° cells/infusion) infused after FOLFOX preconditioning.
patient 15 (PD).

Previously reported data for primary and secondary safety and clinical activity
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o 2 patients with partial response (PR) including 1 KRAS mutated patient, ' ' ' ' « ' ' 5 o ' ' 5 u ' ' o  There was high variability in the baseline Luminex profile among patients, with a higher
contribution of stimulatory cytokines compared to healthy donors (driven predominantly by

o 9 patients with stable disease (SD) including 7 SD >3 months,
higher concentrations of IL-7; Figure 4). While the two PR patients both showed a high
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o AbsenceofGwvHD, B g T T e baseline Luminex score, the high degree of variability among patients means that greater
o No treatment-related adverse events = Grade 3, SO S ESSSPIIIP PG PP OGS SSRGS TIPS IS I FE S numbers of patients are required to determine if this is of validity (Figure 4).
o The dose of 1x10° CYAD-101 cells/infusion was defined as the T R R R AR g e g e pp o The time-course Luminex score showed variability across CYAD-101 dose levels

(Figure 3). Patient 08 (PR; DL: 1x10° cells/infusion ) stood out with clear peaks after the

recommended dose for further development in a new cohort with
first and second CYAD-101 infusions (Figure 3C).

FOLFIRI (folinic acid, fluorouracil and irinotecan) as preconditioning.
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e TCR repertoire workflow

At the highest CYAD-101 dose level, six of nine patients have shown some
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