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3. Chemiosmotic hypothesis
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1. pyrurate 3% * Mitochondria [V matrix » %4 pyrurate dehydrogenase complex [ii|{Hlis5 acetyl-CoA o
2. &% enzyme complex - HY
1) pyrurate dehydrogenase or phrurate decarboxylase
(2) dihydrolipoyl transacetylase
(3) dihydrolipoyl dehydrogenase
3.3 RV P
(1) thiamine pyrophosphate (from thiamin, Vit B1)
(2) lipoic acid or lipoamide
(3) NADt (from niacin)
(4) FAD (from riboflarin)
(5) coenzyme A (from pantothenic acid)
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