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MDX2001: A Lymphocyte Activation and Survival Enhancement Receptor Antibody (LASER)
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« MDX2001 induces the secretion of IL-6, IFN-y, IL-2, and TNF-a when added to co-cultures of

« MDX2001 induced significant inhibition of tumor growth relative to vehicle in a humanized
PBMCs and tumor cells

mouse model
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