IMPRIME 1: An open label, multicenter Ph 2 study combining Imprime PGG with pembrolizumab (pembro) in previously-treated, metastatic Triple
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* Imprime PGG is a novel, systemically administered DECTIN receptor agonist
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** This trial also included a cohort of metastatic melanoma patients post-CPI therapy DR+/KI67+) were assessed on treatment by flow cytometry. Data shown represent = 2X increase in CD8 T cells vs
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Baseline samples showed very limited evidence for activated T cells in these mTNBC patients.

liver metastases, 2 breast metastases and bone metastases. She remained on therapy > 500
days and is now without evidence for any liver metastases..




