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PLN-101095 treatment reduces primary tumor growth and improves anti-PD1 response in a
range of ‘immune-cold’ models of advanced PDA
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oS 4 g £ 2- Dual targeting of aV38/aV1 signaling by PLN-101095 significantly enhanced response to immunotherapy or contemporary chemotherapies in models
< ; €5 ' i_i of advanced PDA. Promising signal of in vivo activity was also observed for PLN-76104, selective inhibitor of aV[31 integrin. Mechanistic studies revealed
PLN-101095-induced positive reprogramming of malignant PDA cells towards an epithelial expression state and gene expression changes associated with
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