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Pharmacodynamic changes confirm the mechanism of action mediating SD-101 efficacy, In
combination with pembrolizumab, in a phase 1b/2 study in metastatic melanoma (MEL-01)
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Figure 3. Patients ordered by their change in all tumor lesions. Naive = no prior checkpoint Tumor response: all target lesions
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Figure 1. SD-101 induces plasmacytoid dendritic cells (pDCs) to secrete high levels of interferon-
alpha, a potent immunomodulatory cytokine that boosts natural killer cell cytotoxic activity and
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induces recruitment of T cells. In addition, SD-101 induces pDC maturation and the ability to CD8 T cell infiltration fOIIOW'ng_adm'n'Stratlon : SD-101 engaged its target, TLR9, as demonstrated by the dose
cross-present tumor associated antigens, promoting CD8+ T-cell responses. of SD-101 and pembrolizumab £ 20 dependent induction of IFN-responsive genes systemically.
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