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* 9 amino acids in two loops with equal diversity at each position
(no Cys, Met or Stop codons)
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Conclusions
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* Solution selections performed using biotinylated hPD-L1 J fusions with a human Fc domain to generate high affinity molecules as determined by Biacore®
Phage Display * Enrichment after each round monitored and confirmed by - ) A. B.
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functions, improve half-life and enhance affinity. AVA04-  (A). Anti-mPD-L1 Affimer AVA04-182 hFc1 disrupts mPD-L1/PD-1 interaction with similar affinity time point. PK was followed for 7 days and serum levels of extend the serum half-life and blockade a biologically relevant disease pathway in vivo
: : : : 182 was formatted as a hlgG1 Fc fusion (AVA04-182 hFc1).  to anti-mPD-L1 antibody clone 10F9.G2. (B). The competitive ELISA showed AVA04-182 hFc1 to AVAO04-182 hFc1 determined by sandwich ELISA. AVA04-182 ]
* Affimer proteins were characterized by SEC-HPLC, Biacore, Purified yields from transient expression in Expi293F cells  recognise the same epitope region as the anti-mPD-L1 antibody (clone 10F9.G2) and hFc1 was well tolerated in vivo at all doses. Acknowledgements Onco design-
binding & competitive ELISA and cell based blockade assay reach >250 mg/L with purity >95%. Atezolizumab (InVivogen). This work was part supported by an Innovate UK grant and the CT-26 syngeneic model was run by Lovo
Oncodesign. frorect

For further information please contact affimers@avacta.com or visit www.avacta.com Affl me r®




