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Bifunctional and Targeted Sialidase Enables Dual Antitumor Mechanisms and More The PD-L1-Targeting Moiety of E-705 Enabled More Efficient Desialylation of
Efficient Desialylation of Targeted Cells Compared to Non-Targeted Bi-Sialidase PD-L1-Expressing Cells
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Introduction

Sialoglycans have emerged as a critical glyco-immune checkpoint that impairs antitumor response
by inhibiting innate and adaptive immunity. We have reported previously that Bi-Sialidase — an
engineered human sialidase-Fc fusion — potentiates antitumor immune response by cleaving Sialidase MOA:
terminal sialic acids from sialoglycans (desialylating) on tumor cells and immune cells.
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