AVA3996, a novel pre|CISION™ medicine, targets a warhead to the tumor microenvironment via
Fibroblast Activation Protein-alpha (FAP-a) mediated cleavage to elicit tumor cell Kill
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Introduction FAP mediated hydrolysis of AVA3996 releases free AVA3996 is selectively cleaved at the tumor resulting in
AVA2727D proteasome inhibitor (Pl) tumor growth inhibition in a melanoma PDX model

* AVA3996 is a therapeutic entity based on Avacta’s proprietary

pre | CISION™ technology which incorporates a substrate that is
sensitive to cleavage by FAP-a. ® -’ Q

Tumor growth inhibition: melanoma PDX model
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* Proteasome inhibition may be measured in a lysed-cell assay. » AVA3996 exhibits enhanced cell kill in the presence of CAFs which provide FAP-q; there is no impact on IN D bl g d .
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resulting in release of AVA2727D and subsequent proteasome inhibition.
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AVA3996 shows efficacy in high FAP in vivo PDX models
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