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Figure S1. AZ58 demonstrates variable activity as a single agent. (A) AZ58 demonstrated minimal single agent activity upon flow cytometry (DNA
fragmentation 1-18%). (B) UMUC-12 was extremely sensitive (13.1% of control) and UMUC-3 was moderately sensitive (56.7% of control) to single agent
Smac mimetic in a cell proliferation assay.
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Figure S2. RNA expression was not predictive of cancer cell line response to drug therapy. RNA expression of XIAP, clAP-1, Bcl-2, Bax, and Smac
remained relatively constant between the cell lines. clAP-2, Survivin, and BCLXL varied between the cell lines but did not correlate to drug sensitivity
(gemcitabine and cisplatin or AZ58) or the ability of the Smac mimetic to overcome resistance to the chemotherapy.



