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Stability: Plasma stability of N-Multilink™-DM1 was evaluated in vivo, after one IV injection at 5 mg/kg to
mice, and compared to the stability of Naratuximab administered at the same dose level.

These studies were conducted in accordance with institutional guidelines and NCRI Guidelines for the
welfare and use of animals in cancer research.

Figure 3. Body weights and clinical pathology parameters after one IV administration of N-Multiink™-DM1 and N-DM1. Clinical pathology parameters were assessed on Day 5 (N-DM1) and on Day 11 (N-Multilnk™-DM1)

N-Multilink™-DM1 in vivo is well tolerated and showed minimal effect on clinical pathology parameters. At DAR-equivalent, N-Multilink™-DM1 was noted to

affect hematologic and biochemical parameters at a lower severity than N-DM1.
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Figure 2. In vitro cytotoxicity of the naked antibody (Naratuximab), N-DM1 at DAR 3.5 and N-Multiink™-DM1 at DAR 8 and In vivo efficacy of N-DM1 and N-Multilnk™-DM1 in MOLM-13 AML model.
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| Figure 5: Histopathology findings after one IV administration of N-Multilnk™-DM1 (Day 11) and N-DM1 (Day 5).
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safety of an ADC construct, resulting in an increased therapeutic index.

As a result, Debio 1562M is currently in the IND-enabling phase, with the
aim to progress to clinical phases.
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