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: : : : NBO003 restores T cell activation. NB003 reduces tumor migration and polyploidy mediated by macrophage.
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Figure 1. (A) CEACAMI 1s expressed on Uterine corpus endometrial tumor cells
(UCEC). (B) CEACAMI 1s expressed on immune cells in UCEC. (C) The expression Figure 4. (A) NBOO3 inhibits CEACAMI-CEACAMS interaction in a dose dependent manner. (B) Reference: . . , L
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