The HSP70 immune axis (HSPAIA, 1B and 1L) is a novel target for cancer immunotherapy —
Development and selection of an Fc-enhanced anti-HSP7/0 I1gG for the treatment of pre-clinical models of cancer
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Backgrounad ASY-77A uniqguely 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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Data represents the signal of only HSP70-GFP-containing molecules.
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_ Antigen Capture ICX Capture, CD8 T cell Effector
|

T T T T T T on patient HLA
| | | . Days on treatment 8 12 15 19 22 26
Figure 2. In solution complex formation of HSP70 & ASY-77A. EQ0771 ASY-77A & anti PD1 molecules

Comparison of aSEC profiles (510 nm fluorescence emission) . Days On Tx
after co-incubation of HSP70 with various antibodies. -
Separation using dual column SEC and PBS as the mobile i Control Survival
phase. Traces normalized to respective highest intensity ]

ASY-77A

anti-PD1 PAL Conclusion

ASY-77A & anti PD1 77A (0.5 MPK) - S -
i antl CTLA4 (10 MPK) Our data demonstrates ASY-77A as a novel immunotherapy for cancer, having single-agent efficacy and demonstrated

77A+CTLA4 synergy with ICP inhibitors. Mechanistic data is supportive of rational combinations for ICP. These findings have broad
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applicability in cancer treatment due to the ubiguitous expression of and reliance on HSP70 in a multitude of cancer types.
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