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helps to identify off- iIncreased the margin of detection but generally resulted in ~ 5x loss of inhibitor potency. Under these conditions, we succeeded to establish phosphorylation assay systems for

o target kinases MERTK and TYRO3 which allowed for side-by-side comparison of TAM kinase inhibitors. For AXL, curves from stimulated (black) and non-stimulated (green) assays are both

NK-92. Cells were treated with DMSO or compounds for 90 min followed by
Pervanadate stimulation. Observed bands at 55-58 kDa correspond to the
intracellular domain. The lack of bands corresponding to the fullsize receptor
indicate the relevance of proteolytic TAM processing in NK cells.
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