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Introduction Surface receptors identified on CD8 Tregs allow for selective targeting and engagement Bispecific CD8 Treg modulators ameliorate CD4 mediated
pathology in Human PBMC-NSG™ GvHD Model
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* The CD8 Treg modulator demonstrates the
capacity to ameliorate disease in a human PBMC

Bispecific CD8 Treg modulators decreased activated CD4s in duodenal biopsy organoid cultures
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* Novel bispecific CD8 Treg modulators were tested for Percentage of Activated CD4s * We postulate that bispecific CD8 T cell
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treatment of human autoimmune diseases.
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Figure 4. Image of an organoid generated from an intestinal biopsy that cultured for four days in a collagen matrix in the presence of essential growth factors. Organoid were Contact:
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e CD8 Treg modulators with SpElelC molecular formats harvested following culture and processed for flow cytometry. Graphs show numbers of different immune cell populations detected. Organoids were treated with anti-CD3 and visiting the website at https://www.mozart-tx.com/
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