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Acute Myeloid Leukemia (AML) is a haematological malignancy e TIM-3.CAR N _—
characterized by high relapse rates, due to the persistence of N @ DC CD33.CAR/TIM3.CCR — e
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target to be paired with the conventional CD33 for the design of effector functions were strongly reduced against KASUMI-3 monocytes and NKs. Moreover, Dual CAR CIKs showed no
two Dual CARs prototypes, composed by a second-generation cells (CD33* TIM-3*). Since KASUMI-3 cell line overexpresses killing activity against CIK cells, demonstrating the absence
CAR and a Chimeric-Costimulatory-Receptor (CCR). TIM-3 and Gal9 as compared to other AML cell lines, the data of fratricide (G).
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Results Conclusions and future perspectives
1) Relying on previous validation of single TIM3.CAR and * We successfully developed Dual CD33-TIM3 CAR CIKs with
CD33.CAR, we have developed two Dual CARs molecules: specific and potent anti-leukemic activity against AML cell
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For each construct, the expression of CAR and CCR reached up to - o * We assessed the safety profile of Dual CAR CIKs, and we are
60% at the end of CIK cells culture (B). 2 : investigating the mechanism behind the differential
recognition of healthy and leukemic TIM-3.
 We are going to test the efficacy and safety of both Dual
B CAR CIKs in vivo, using NSG-PDX and humanized mice.
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