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Fig. 1. Oxygen consumption rate (OCR) of BAEC treated

_ S _ D. Proton leak increased and E. ATP-Linked decreased after 15 yM DMNQ.
Fig 2. Viability of BAEC treated with H,0,.  Results are mean + SEM, n=3 per group, *, p < 0.05.
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The maximal and reserve capacities were decreased in a dose

0 10 20 30 40 50 60 . 20 o dependent manner following H,0, treatment, indicating a loss in
Time (min) —-800 maximal respiratory capacity at Complex IV.

= Protein concentration was determined using the Bradford assay.
= Viability was evaluated using the MTT assay.

o
|
N
o

© = N WO » OO O N
N R T BN N B

o

| | * [ |
0 100 200 20 0 \/1%/ 200

OCR
(pmoles/min/ug protein)

Taken together these results demonstrate a decrease in the

100 200 bioenergetics of intact cells by the oxidant, hydrogen peroxide
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= SDS/PAGE and Western blot. Lysates were obtained by adding 10 pL Time (min) Time (min) Time (min) which we hypothesize involves activation of the AMP kinase
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