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Blood vessel targeting as the primary action of AGX101 (A) CT26 Syngeneic tumor (B) MIA PaCa-2 tumor
(BALB/c mice) (athymic nude mice)
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Introduction

VEGFR2 to slow down tumor growth.

» Drugs need to reach the tumor
microenvironment to prevent this stimulation.

»» AGX101 targets tumor vessels, depriving
tumors of nutrients and oxygen to induce
ischemia and a coagulative necrosis.

TMA4SF1 (Transmembrane-4 L-Six-Family-Member-1) is an endothelial marker
with critical roles in angiogenesis', as well as a tumor cell antigen that contributes
significantly to invasion and metastasis®. TM4SF1is upregulated 20-fold in
angiogenic tumor vascular endothelium compared to normal vasculature
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