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AB801 is a Highly Potent and Selective AXL Kinase Inhibitor that Demonstrates Significant Anti-Tumor Activity
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Invasion Treatments, n=10 mice per group, started when tumors reached ~100 mm3. OXA was
dosed IP at 10 mg/kg Q7DX4, anti-PD-1 or isotype control were dosed IP 10 mg/kg

Q5D, and AB801 was dosed orally at 30 mg/kg BID. A) Combined tumor volume for

populations expressing AXL. A) AXL expression is higher on cancer cells compared to
CD45+ cells. AXL-PE on Live/CD45+/EpCAM- lymphocytes and Live/CD45-/EpCAM+
QQ" cancer cells (gated on live cells). B) AXL+ cells in the myeloid compartment (parent
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Figure 1. Ligand-dependent AXL signaling is mediated by binding of its ligand GAS6
leading to receptor dimerization and subsequent phosphorylation. Ligand-independent
homo- or hetero-dimerization can also occur, resulting in AXL
phosphorylation. Phosphorylated AXL signals through various pathways that promote
cancer cell survival and proliferation as well as immunosuppression. Schematic created
with BioRender.com.

AB801

Figure 3. AB801 inhibits ligand-dependent & ligand-independent AXL
phosphorylation. Ligand-independent AXL phosphorylation is noted by the grey
shaded area at levels of phospho-AXL detected in the DMSO control. H1299 NSCLC
cells were treated with AB801 for 1 h. Followed by 800 ng/mL hGas6 added for 15 min
before cells were collected. Cell lysates were used to run an ELISA (AXL capture
antibody & pan-phosphotyrosine detection antibody) using the MSD platform.

gating: Singlets/Live/CD45+/CD11b+) including M2 Macrophages (F4/80+,Ly6C/
CD206+), mMDSC (Ly6C+,F4/80+ or -), and PMN-MDSC (Ly6G+ & Ly6Cint). C)
Western blot of MC38 tumors showing pAXL indicative of pathway activation. D)
Representative gating for mregDCs: Singlets/Live Dump- (SiglecF, Ly6G, TcrB, CD19)/
CD45+. Final panel shows lIsotype control (grey) for PD-L1-BV421 and AXL-PE
overlayed (teal). Double positive AXL+,PD-L1+, CCR 7+ mregDCs or CCR7- DCs as a
percent of DC2s. E) Representative H&E and CD8 IHC and flow plot from MC38
tumors demonstrating that tumors are infiltrated by CD8 T cells that express TCF-1.

each treatment group. No significant differences in tumor growth were observed with
single agent AB801 treatment. Statistical significance was calculated using a mixed-
effects model with Dunnett’s multiple comparisons test. p = 0.0118 for triplet vs. OXA +
PD-1. Points represent the mean £ SEM. B) Survival proportions, animals with tumors
greater than 2000 mm?3 were deemed to have reached the clinical end point. Significance
was determined by Mantel-Cox test. p= 0.0419 for triplet vs OXA + PD-1. C) Spider plots
showing tumor volume for each individual animal and the number of complete
regressions (CR) per treatment. Hashed lines denote end of treatment.
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