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Figure 5: Assessment of ISAC Anti-Tumor Activity. Myeloid-mediated 2. ISAC treatment leads to anti-tumor efficacy In trastuzumab resistant models
Figure 1: Assessment of ISAC Activity. Myeloid APCs were isolated anti-tumor efficacy was assessed in mice that lacked B/T/NK cells with 3. ISAC-mediated anti-tumor immunity supports epitope spreading beyond ISAC-

from healthy donor via negative selection and co-cultured with CFSE-|a- huHER2+ tumor cell lines (Q5Dx6, 5 mg/kg - Figure 6). Immunologic target antigen
beled CD20+ tumor cells. After 18 hours, cells were assessed for cellular memory was assessed in WT mice with rHER2+ CT26 cells (Q5Dx6, 10 4. Tumor clearance following ISAC treatment generates immunologic memory

activation and differentiation via flow cytometry and ELISA (Figures 2-4). mg/kg) following rechallenge with parental CT26 cells (Figure 7). 5. ISAC has acceptable pharmacokinetics and is well tolerated in NHP study





