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Background LNCB74 Antibody Intermediate Specifically Binds and Bystander Effect Demonstrated in CDX Models LNCB74 Has a Favorable PK Profile and Serum Stability
Internalizes into B7-H4 Expressing Tumor Cells In Rodent Models
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 LNCB74 shows strong anti-tumor activity in multiple CDX and PDX tumor models.
A single dose of 3 mg/kg resulted in durable tumor regression in multiple tumor
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