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* Loss of CD58 did not impact the in vitro efficacy of NKX019
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* In vitro efficacy of TX019 was dependent on the presence of CD58 in target cells
* In vivo efficacy of NKX019 was not significantly affected by CD58 loss in target cells
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** In vivo efficacy of TX019 was more dependent on the presence CD58 on the target cells,
compared to that of NKX019

L/

* NKX019 may have an advantage over CD19 CAR-T in treatment of CD19-positive
indications with CD58 loss/mutation(s)

Figure 1: Characterization of Nalm6/CD19KO and Nalm6/CD58KO clones.

A. Cell-surface expression of CD19 and CD58 was absent in CD19KO and
CD58KO clones, respectively.

B. Binding to CD2-Fc was abolished in CD58KO cells, but not in WT and
CD19KO cells that express CD58. WT, CD19KO, and CD58KO cells were
incubated with normal mouse IgG or CD58 blocking Ab 1C3, prior to
incubation with CD2-Fc-biotin or 1gG-Fc-biotin. The presence of bound
CD2-Fc-biotin was detected by staining with PE-anti-biotin.
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