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 BL-MO07D1 exhibits strong inhibition in multiple cell line-derived xenograft (CDX) tumor models
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 BL-MO7D1 exhibits potent bystander effects in a heterogeneous xenograft model of HER2-positive and HER2-
el TR e e negative tumor cells composed of NCI-N87 and MDA-MB-468 cells. In this model, BL-M0O7D1 exhibited stronger
tumor inhibition than T-DM1, consistent with bysiander effects that are also exhibited by DS-8201.

[ e - g * st e - BL-MO07D1 exhibited better anti-tumor efficacy in comparison to either T-DM1 or DS-8201 in a CDX with JIMT-1, a
I e _ > ke > o HERZ2-positive human breast cancer cell line.
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Figure 2. Impact of BL-MO7D1 on cancer cell proliferation

Cancer cells were evaluated for their proliferative ability in the presence BL-MO7D1 (purple curve), Transtuzumab (blue cuive), BL-M0O7D1 ° _ _ " " " " " " " " _
b o curve), DS.8201 (oreen ourve), Dxel {orange curve) and Ed-04 (blask curve), Eror bare represent SEHL BL MO7D_1, a nove_l HER_2 targetmg_ ADC, is potentially more efficacious in a broader patient population than T-DIV1,
and mediate superior anti-tumor efficacy than DS-8201.
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