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WF 2R e o2 (35 3C) : In PINKI1-deficient mouse embryonic fibroblasts (MEFs),
mitochondrial membrane potential and cellular ATP levels were decreased compared with
those in littermate wild-type MEFs. However, mitochondrial proton leak, which reduces
membrane potential in the absence of ATP synthesis, was not altered by loss of PINK1.
Instead, activity of the respiratory chain, which produces the membrane potential by
oxidizing substrates using oxygen, declined.
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