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ALPN-101, a Dual ICOS/CD28 Antagonist, Potently Suppresses Disease in Multiple Mouse Models of Autoimmunity
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Abstract Figure 2: ALPN-101 (ICOSL vigD-Fc), a Dual ICOS/CD28 Antagonist Figure 4: Delayed Dosing with ALPN-101 Suppresses Disease in a Therapeutic Figure 6: ALPN-101 Inhibits Disease in an Adoptive Transfer Experimental Autoimmune
CIA Model Encephalomyelitis (EAE) Model
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BACKGROUND: CD28 and Inducible T-cell Costimulator (ICOS) are two related costimulatory
molecules within the immunoglobulin superfamily (IgSF) expressed on T cells and interacting
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