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Does VDAC2 Have A BH3 Domain For Binding Bax?”

Lilhhan Ferkany, Claire Pearson, and Mika B. Jekabsons

Department of Biology, , The University of Mississippi, University, MS 38677, USA

1. Introduction
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Peptide sequences tested are shown in 2d. Data are mean = SEM of 5-8 experiments, with each concentration run in
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