PRE-CLINICAL PROOF OF CONCEPT DEMONSTRATES ROBUST ACTIVITY OF UCART20X22 DUAL CAR T-CELLS
FOR THE TREATMENT OF B-CELL MALIGNANCIES
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Allogeneic Dual CAR T-cells UCART20x22 can be efficiently generated

UCARTZ20x22 exhibits potent in vitro cytolytic activity

UCART20x22 exhibits robust activity in vivo in a dose dependent manner
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activity as well as IFNy release against these panel of samples.

UCART20x22 displays strong activity against different target combinations

UCART20x22 effectively kills primary NHL cells with diverse CD20 and CD22 expression levels
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T-cell therapy in B-NHL, such a single antigen escape, and to enable the

development of an allogeneic CAR T-cell option for B-NHL patients.

UCART20x22 efficiently targets primary B-NHL cells. a. Graph showing percentage of blast cells present in B-NHL primary cells. b.
Flow cytometry data representing the level of CD20 and CD22 expression in samples from panel a. Intensity of expression in a positive
(Daudi, Da) and negative (MOLM-13, Mo) cell line is represented by the green and red dotted lines respectively. c. UCART20x22 cyto-
toxic activity against B-NHL cells. d. UCART20x22 IFNgamma release upon exposure to primary B-NHL samples.

In vivo tumor antigen model shows strong activity of UCART20x22 against tumors expressing different antigens. a. Schemat-
Ic showing experimental design with NSG mice injected subcutaneously with Raji cells (Burkitt Lymphoma). b. Kaplan-Meier curves
showing animal survival. c,d,e. Graph showing tumor control for CD20*CD22* cells, CD20*CD20- and CD20-CD22*. f. Biolumines-
cence imaging measured at different time points.
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