N17350 is an emerging therapeutic modality that selectively kills cancer cells
and stimulates anti-tumor immunity
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Introduction N17350 selectively Kkills a wide range of cancer cells, induces immunogenic cell death,

and is unable to induce resistance following repeated treatment
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tested its effects on tumor development, both as a monotherapy and in 3 &
Figure 2. N17350 selectively Kills cancer cells. Murine or human cancer and non-cancer cells were treated with N17350 for 24h, or doxorubicin Figure 3. N17350 induces immunogenic cell death (ICD). Murine (B16F10, EO771, 4T1, CT26) Figure 4. Cancer cells are not able to generate resistance to N17350
eombination Wlth Checkpoint inhibitorS. Our ﬁndings underscore the Vlablhty Of or oxaliplatin for 72h. Cell killing was quantified by calcein-AM. Panel a: Summary of EC50 values. Panel b: Representative data for 4T1 and RAW264.7 cells. or human (MDA-MB-231, A549) cancer cells were treated with N17350, FASL, oxaliplatin (OXP) following repeated treament. Panel a: Experimental design.
Panel c: Effects of N17350 (4uM), doxorubicin (100uM), or oxaliplatin (1mM) on cancer and non-cancer cells isolated from ovarian cancer patients. or doxorubcin (DOX). Panel a: Summary of ICD markers in cancer cells (elevated/tested). Panel b: N17350 and FASL killing efficacy of control and R5 cells.
N17350 as a new therapeutic modality leveraging innate immunity. Panel b: Representative data for ATP and ANXAL
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ELANE-mediated anti-cancer pathway

N17350 induces durable tumor regression with favorable innate and adaptive immune profiles,
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selectively Kills a wide range of
cancer cells without harming non-cancer cells

N17350 synergizes with anti-CTLA4 in hot and cold tumors N17350 shows improved eftficacy compared to chemotherapies
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