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BACKGROUND RESULTS

Introduction
HPK1 is a member of the MAP4K family of protein serine/threonine kinases that negatively regulates activation

Differentiated Pharmacology Profile of NDI-101150 Compared to anti-PD1 Treatment

signals in multiple immune cells and is an attractive therapeutic target for many cancers [1-2]. Using structure-based HPK1 Inhibition with NDI-101150 can Overcome Multiple Inmunosuppressive Mechanisms Commonly Associated with Tumor Microenvironments while anti-PD1 Treatment has NO Effect
drug design, we developed a highly selective HPK1 inhibitor, NDI-101150, with nanomolar potency and
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production. In the EMT-6 syngeneic model, 7/10 mice receiving NDI-101150 exhibited complete tumor regressions,
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FYN (@ 1 mMATP) 3,110 signaling
c-SRC (@ 1 MM ATP) 3,630 Pharmacological inhibition of HPK1 with NDI-101150 represents a powerful system-wide immunomodulatory 1. Alzabin S., et al. Cancer Immunology and Immunotherapy 2010, v59: 419-429.
LCK (@ 1 mM ATP) 2,143 = Better therapeutic window approach with the potential to enhance anti-tumor immunity in patients failing to respond to currently approved 2. Hernandez S., et al. Cell Reports 2018. v25: 80-94.
GCK (@ 10 uM ATP) >8,000 o . . . . Immune checkpoint therapies or in combination with immune checkpoint blockade therapies [3]. NDI-101150 is 3. Ciccone et al., SITC 2023, meeting poster 1340.
» Avoid disrupting the functional activity of other kinases . . . . . . . .
SYK (@ 10 uM ATP) >20,000 currently being tested in a Phase 1/2 trial (NCT05128487) in patients with advanced solid tumors [4]. 4. Sommerhalder et al., SITC 2023, meeting poster 751.
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