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he HSP70 immune axis (HSPAIA, 1B and 1L) is a novel target for cancer immunotherapy —
Development and selection of an Fc-enhanced anti-HSP70 IgG for the treatment of pre-clinical models of cancer
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Background ASY-77A uniquely induces uptake of HSP70 by APC  ASY-77A activates antigen presentation  Engineering humanized IgG1 ASY-77A to enhance human DC uptake
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ASY-77A synergizes with a-CTLA4 in B16 melanoma
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Figure 3. ASY-77A formation of large order complexes with HSP70. Figure 4. ASY-77A depletes fraction of unbound HSP70.
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A) Coomassie stained native-PAGE bis-tris gel of HSP70-binding Percent normalized fluorescence signal of band for unbound Figure 9. EO771 Tumor Growth Inhibition With ASY-77Ain ICP Combo.

antibodies and antigen. LICOR immunoblot of (B) Detection of ~ HSP70 (~66-kDa) from Figure 3. Statistical analysis and EO771 was established orthotopically in C57BL/6 mice and tumors grown until large, established, Figure T1. Turnor Growth Inhibition of BI6F Tumors in a ICP Combination

HSP70 (C92F3A-5; green) and (C) detection of mouse IgCl comparisons  performed using one-way ANOVA from tumors could be detected. Mice were then randomized and treated with ASY-77A mouse IgG2A B16F1 (500,000 cells) was injected SC into C57BL6 mice, and tumors randomized on day 2 to 15mm?3 for each group. Mice were
antibodies (red) from native-PAGE in Panel A. Note, the HSP70 replicate studies (n=3; replicate native-PAGE not shown). (0.5mg/kg), anti-PD1 (RMP1-14)(5 mg/kg) or the combination (ASY-77A for 3 weeks). Tumor . '

detection antibody and CM170.1 demonstrate overlapping **p<0.005, ***p<0.001 volumes are shown longitudinally and individual volumes at day 31.
binding epitopes to HSP70.

then treated as indicated with ASY-77A mouse IgG2A (0.5mg/kg), anti-CTLA4 (9D9) or the combination twice per week for 3 ° :
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