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Supplementary Figure 5. Co-targeting MCL-1
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and BCL-xL synergistically increase cell death
through the intrinsic mitochondrial apoptotic pathway in PDC. A. Stable double knock-down (DKD)
of Bax and Bak (DKD"*"%) or scrambled control (shCTL) were generated in DM PDCs by transfecting
short-hairpin RNA lentiviruses. The mRNA and protein levels of Bax and Bak were analyzed by qRT-PCR
analysis and western blot. B. Cell viability at 48 h in shCTL and DKD?*#* PDC treated with the
combination of AZD5991 and A1155463. The IC50 values of AZD5991 and A1155463 were determined
in different conditional treated cells. Data are mean £ SD of four technical replicates from three independent
experiments. C. After pre-treatment with the combination of LD AZD5991 and A1155463 for 24 h, the
apoptotic ratio in shCTL and DKD?*2% cells were measured by annexin V flow cytometry; cells positive
for annexin V staining were counted as apoptotic cells (** p < 0.01 for treatment versus DMSO, “p < 0.01



