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A novel topoisomerase | inhibitor antibody-drug conjugate targeting CEACAMS5 has potent anti-tumor

activity in colorectal cancer models
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Figure 1: Binding of CEACAMS-Topol inhibitor ADC to MKN45, cell line with

CEACAM5

CEACAMS5, carcinoembryonic antigen cell adhesion molecule 5; CR, complete regression; CRC, colorectal cancer; IHC, immunohistochemistry; IV, intravenous; . . . . . . L
Y g P 4 Y CEACAMS5, carcinoembryonic antigen cell adhesion molecule 5; Topol inh, topoisomerase | inhibitor.
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