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Effect of Inhibiting Each Complexes in Mitochondrial Oxidative Phosphorylation (OXPHOS) System on Glycolysis. Miriayi + Alimujiang,
Yin Jun. Department of Endocrinology and Metabolism, Shanghai Jiaotong University Affiliated Sixth People's Hospital, Shanghai Clinical
Center for Diabetes, Shanghai Diabetes Institute, Shanghai Key Laboratory of Diabetes Millitus, Shanghai Key Clinical Center for Metabolic
Disease, Shanghai 200233, China

Abstract Objective To investigate the effect of inhibiting each complexes in mitochondrial oxidative phosphorylation ( OXPHOS)
system on glycolysis. Methods After human liver hepatocellular cell line HepG2 were treated with different concentrations of each inhibi-
tor of the complexes in OXPHOS system about 24 hours, lactic dehydrogenase( LDH) release test was performed to investigate the highest
nontoxic dose of each inhibitor. Then, after the cells were treated with lower concentrations than the highest nontoxic dose about 24 hours,
glucose consumption and lactate production were tested to evaluate the anaerobic glycolysis effect of these inhibitors. Results The inhibi-
tion of complex [ , Il and ATP synthase( complex V) increased the glucose consumption and lactic release in HepG2, among which the
effect of complex [ inhibitor metformin was the most significant, and the effect of ATP synthase inhibitor Oligomycin A was the weakest.
However, The inhibitor of complex I 2 — Thenoyltrifluoroacetone (TTFA) reduced the glucose consumption and lactic release in HepG2.
Last but not least, The inhibitor of complex [V KCN had no significant effect on glycolysis in HepG2. Conclusion The inhibition of | ,
IT and V can be beneficial to cell glucose metabolism. However, inhibition of complex II can reduce cell glycolysis, which is not ideal
for promoting glucose consumption, and inhibition of complex IV have no effect on cell glycolysis.
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