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Figure 1. ALG.APV-527 augments CD8* T cells and NK cells

?_ Potent Tumor-Directed T-cell Activation and Tumor Inhibition Induced by a 4-1BB x 5T4 ADAPTIR™ Bispecific Antibody
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Figure 4. ALG.APV-527 has a favorable

Figure 2. ALG.APV-527 promotes increased In vitro tumor lysis
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Summary and Conclusions

* Augments CD8* T cell proliferation & IFN-y production & the cytotoxic profile of NK cells in the presence of 5T4* tumor cells * ALG.APV-527 has a favorable non-clinical safety profile with no indications of systemic activation or liver toxicity in NHP or murine models
* Inhibits growth of 5T4* tumor cells in a human 4-1BB Kl murine model and induce tumor-specific memory cells * The anti-4-1BB x anti-5T4 targeting ADAPTIR molecule, ALG.APV-527, has the potential to be a unique anti-cancer therapeutic agent with

* Induced cytotoxic killing of 5T4-expressing tumor cells when CD8* T cells were stimulated with a sub-optimal concentration an improved safety profile for the treatment of numerous 5T4-expressing solid tumors with unmet medical need
of CD3-EpCAM showing that the ALG.APV-527 induced tumor cell killing is dependent on CD3/TCR activation of T cells. * CTA documents are prepared for filing of a phase 1 clinical trial
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