SUPPLEMENTAL DATA

Table S1. Structures of benzylidene-thiazolidine-2,4-diones compounds.
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SUPPLEMENTAL DATA FIGURE LEGENDS:

Figure S1. A, Comparison of Pim-1 and DY RK1ain vitro kinase activity with peptide
substrates. Pim-1 and DY RK 1a activity were measured using the coupled kinase assay as
described in Materials and Methods with recombinant DY RK 1a (Millipore, Billerica,
MA) and Woodtide (Millipore, Billerica, MA) asthe substrate. Compounds (4a, 16a,
harmine) were added at 5 uM and values shown with the addition of inhibitors represent
the percent activity remaining compared to DM SO control. Some combinations were not
tested (NT). B, growth inhibition of MV 4;11 cellstreated for 72 h with Pim inhibitors (5
uM), harmine (5 uM) with or without rapamycin (5 nM). Leukemic cells were treated,

an MTS assay perfomed as described in Methods and Materials and data analyzed as

described in Figure 1C.

Figure S2. Amino acid sequence alignment of DYRK1a, Pim-1, and Pim-2. Amino
acids identified to contribute to potential inhibitor interactions in the ATP-binding
domain of Pim-1 and DY RK 1a are shown in bold and numbered with respect to the Pim-

1 amino acid sequence. The hinge region is denoted as amino acids 121-128.

Figure S3. The Pim inhibitors 4a and 16a reduce the level of c-Myc protein in the
human leukemic cell line K562. Cellswere treated for 4 h with 4a or 16a (5 uM) under
serum-free conditions and the level of c-Myc protein was determined by SDS-PAGE

followed by Western blotting.
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