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DMO002 demonstrated meaningful tumor regression and preliminary clinical benefit across multiple dose cohorts. .- Manageable Safety Profile: Overall DM0O02 monotherapy demonstrated a predictable and manageable safety profile.
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with ADC can be eligible. P : dJoing HER3 and the anti-tumor Preliminary results from the first-in-human study of the novel anti-MUCI1-C/HER3 bispecific ADC DM002 (NCTO6751329) demonstrated: ters of total antibody were similar to those of DM002, suggesting that DM002 was stable in the circulation.
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