ATOR-1144 is a tumor-directed CTLA-4 x GITR bispecific antibody that acts by depleting Tregs and activating effector T cells and NK cells
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Background GITR is expressed on TILs and tumor cells ATOR-1144 induces formation of cell complexes ATOR-1144 activates human T cells
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Figure 4. NK cells were cultured in plates with immobilized CTLA-4 in the presence of IL-2 and with or without Figure 5. (A) Human in vitro activated Tregs were incubated with antibodies for 6 h. Treg depletion was Contact information
ATOR-1144 and 1gG1 control for 48 h. (A) IFN-y and granzyme B release was measured in the supernatants by measured in an ADCC (FcyRllla) reporter assay (n=5). (B) CTLA-4* CHO cells were cultured together with NK cells Figure 6. Tumor cells were cultured overnight with NK cells at a 1:10 ratio in the presence of ATOR-1144 or
ELISA (n=8-10). (B) K562 cells were added, and after an additional 4-h culture period, specific lysis after at a 1:10 ratio in the presence of ATOR-1144, anti-CTLA-4 antibody or isotype control. Specific lysis was isotype control. Specific lysis was determined as LDH release (n=4-6). Contact the author for more information: amk@alIigatorbioscience,com
background subtraction was determined as LDH release (n=10). determined as LDH release (n=8).
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