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Bl 1. Schematic diagram illustrating generation of ATP by means
of oxidative metabolism with glucose as substrate, and
utilization of ATP in cellular work(ion transport and bio-
synthesis). Theoretically, oxidation of one mole of glucose

yields 36-38 moles of ATP.

Slightly modified after Lehninger(1973)
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Diagram illustrating control of oxidative phosphorylation

(and CMRo,) by activity of membrane-bound ATPase via

diffusion and convection of ATP, ADP,

mitochondrial translocases
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extrinsic & intrinsic regulation
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