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Abstract Figure 3: ALPN-101 Inhibits Cytokine Production from Human Sjogren’s and SLE Figure 5: ALPN-101 Suppresses Proliferation and Antibody Responses in Human B-Tey Figure 8: ALPN-101 Reduces Serum Autoantibody Titers in the Anti PD-L1 mAb-Induced
Patient PBMC In Vitro More Potently Than Single CD28 or ICOS Pathway Inhibitors Cell Co-Cultures and Affects Expression of Genes Involved in B-T Cell Collaboration NOD Mouse Model of Sjdgren’s
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