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One group was then treated with AB801 in combination with adagrasib, resulting in significant tumor growth reduction compared to adagrasib
monotherapy. This demonstrates that AXL inhibition with AB801 is effective even after maximal efficacy is achieved by single agent RAS
inhibition. B. Individual growth curves. Significance was determined by two-way ANOVA **< 0.01, ****<0.0001
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Figure 3. A. Adagrasib treatment significantly inhibits phosphorylation of ERK1/2, but not AKT in human H1373 xenograft tumors. B. Inhibition of Clinical Investigation (2022)

AXL by AB801 significantly reduces both basal and Gas6-induced AKT phosphorylation in H1299 cancer cells. Significance was determined by
lognormal t tests *<0.05, **< 0.01, ***<0.001.
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