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Figure 15. Pathway Diagram: The role of acetaldehyde on ACSS2, HIF-2α and glycolysis 
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Connector Key:

Path
Promoted
Inhibited

ACSS2 - Acetyl-CoA Synthetase 2
ALDH2 - Aldehyde Dehydrogenase 2
cAMP - Cyclic Adenosine Monophosphate
Complex I - NADH:Ubiquinone Oxidoreductase
DOPAL - 3,4-Dihydroxyphenylacetaldehyde
GAPDH - Glyceraldehyde-3-Phosphate Dehydrogenase
HIF-2α - Hypoxia-Inducible Factor-2
NAD⁺ - Nicotinamide Adenine Dinucleotide (oxidised)
NADH - Nicotinamide Adenine Dinucleotide (reduced)
NF-κB - Nuclear Factor Kappa Beta
NMNAT - Nicotinamide Mononucleotide aAdenylyltransferase
PKA - Protein Kinase A
RNS - Reactive Nitrogen Species
ROS - Reactive Oxygen Species
TFEB - Transcription Factor EB
THP - Tetrahydropapaveroline


