Mode of action study of inhibitors of energy converting NADH-quinone oxidoreductases
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1. Mode of action of amilorides as inhibitors of mitochondrial H*-pumping NADH-quinone
oxidoreductase (complex 1)
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2. Mode of action of aurachins as inhibitors of Na*-pumping NADH-quinone
oxidoreductase (Na*-NQR) from Vibrio cholerae
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1. Mode of action of amilorides as inhibitors of mitochondrial H*-pumping NADH-quinone
oxidoreductase (complex 1)
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