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A) Enzymatic and cellular potency for GCN2i-282; B) Potency and selectivity parameters for GCN2i-490 and
GCN2i-282. For enzymatic assays, compounds were incubated with recombinant human kinases and EIF2a-GFP
substrate. Phosphorylation of EIF2a was measured by TR-FRET and used to calculate inhibition of kinase activity.
For cell-based pEIF2a assay, SKOV-3 cells were incubated with compounds and then stimulated with halofuginone
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