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BACKGROUND & OBJECTIVE RESULTS
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Derived human UC myeloid gene signature presenting cells

* A UC myeloid gene signature was derived via secondary analyses of single-cell RNA sequencing data from a
published atlas of human UC tissue* to identify 1,652 genes that were upregulated in inflamed myeloid cells
compared to non-inflamed cells (Fig. 3A)

CONCLUSIONS

* In a murine model of colitis, treatment with rosnilimab:

* Significantly reduced Ifng, a T cell cytokine involved in
macrophage activation
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