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Bioenergetic profile of BAEC treated with H,0O, (Dose-response) Caspase-3 Inhibition

It has been shown that mitochondrial dysfunction and reactive oxygen
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pharmacological inhibitor of caspase-3 and caspase-9 activation. 2 z é o
Fig. 1. Oxygen consumption rate (OCR) of Bovine Aortic Endothelial Cells (BAEC) treated with g 4 - f.; 5 -
\ m - inhibitors of mitochondrial respiration. BAEC were pretreated with H,O, (0 to 500 pM) for 1 hour previous e ; : 2
| Vi to XF24 Analyzer. Shown is a representative oxygen consumption rate (OCR) trace of basal mitochondrial o) Control  DMNQ Ic-3 IC-3 8 Control  DMNQ IC3  IC-3+1C-9
function followed by the sequential addition of oligomycin (1 pM), FCCP (1 yM) and antimycin—A (10 pM). (15uM)  (20uM)  DMNQ (1SuM) — DMNQ — DMNQ
Standard Protocol Results are mean SEM, n23 per group *p<0.05 vs. Control. Fig. 4. Basal OCR was partially restored by caspase-3 and caspase-9

inhibition. SHSYS5Y cells were treated with caspase-3 inhibitor (IC-3) and
caspase-9 inhibitor (IC-9) for an hour and 15 uyM DMNQ for an additional of 3

Mitochondrial Function was Partially Restored by Caspase-3 Inhibitor hours prior to bioenergetics measurement. All data shown are means SEM,
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- O% é Proton leak Treatment with the caspase-3 inhibitor prior to DMNQ exposure
= - o 40 - s .. resulted in the partial restoration of the reserve capacity, as well
§400 Y g - x 12 - as a decrease on the extent of proton leak compared to cells
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= Protein concentration was determined using the Lowry assay. (BAEC) were treated with 20 uM caspase-3 inhibitor (IC3) for 1 hour and 15 uM DMNQ for an additional of 3 hours
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