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/' © Acetaldehyde, glycolysis, TCA cycle flux and other mitochondrial matrix NADH generators (not shown - see Figure 17)
_ decrease the mitochondrial NAD+ pool and increase the NADH pool.
Complex | (NADH Dehydrogenase) normally balances NAD+:NADH redox, however is inhibited by reactive oxygen and
nitrogen species, generated by mitochondrial activity and additionally by uncoupled NOS and NOX activity - promoted
by interferon signalling cascades and acetaldehyde directly.
As Mitochondrial Complex | is progressively inhibited, proportional NADH pool elevation inhibits TCA cycle substrate
Connector Kev: pathways, whilst GDH + NADPT activity is increased, increasing glutamate and NADPH, thereby promoting regulatory
y- glutathione synthesis and peroxidase, reductase activity - unless inhibited by low glycine and/or cysteine. Also from low
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