ASKG915 - An Anti-PD1 Antibody-IL-15 Prodrug Fusion Molecule With Enhanced Therapeutic Potential

Kurt Shanebeck?!, Chunxiao Yul, Shiguang Yu?!, Jiye Sun*, Donfang Wang*, Jeanine Ruiz, Ming Li, Ray Chuang, Jing Chen, Samantha Ruiz, Lynwel Cunanan, Stone D.-H. Shi,
IIQlI AS (Gene Matt Hsu, Yong Wen*, Jeff Lu, Yuefeng Lu. >11€2022
PHARMA AskGene Pharma Inc., Camarillo, CA; *Aosaikang Biotherapeutics Co Ltd, Nanjing, China; ‘These authors made equal contributions to this presentation. Abstract #1183
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ASKG915 had comparable immune stimulation in the tumor while having significantly reduced immune
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Therapeutic window ASKG915 may have more expanded

ASKG915 Stimulates Significant and Sustained Expansion of T and NK Cells
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Activated ASKG915 is 50X stronger than the same molecule without the PD-1 binding domain An IND filing is planned in Q4 2022. To our knowledge, ASKG915 is the first anti-PD1 antibody-IL-15 prodrug
: T — - fusion molecule moving into clinical development.




