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Roles of CAP treatment for respiratory function of mitochondria from cerebral cortex

of acute hypoxic exposure rats
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Abstract: Objective To investigate the roles of mitochondrial DNA (mtDNA ) in the respiratory function of
cerebral mitochondria in rats exposed to acute hypoxia by obsewing the dhanges of mitodondrial respiratory function
and cytochrome C oxidase (COX) activity. Methods The rat cerebral cortex mitochondria were isolated by centrifu-
gation. Mitochondrial respiratory function and COX activity were measured by Clark oxygen electrode. Resuts O
Compared with the control goup (C), hypoxia goup (H) showed significantly elevated state 4 respiration (ST4),
decreased state 3 respiration (ST3), and respiratory contol rate (RCR). @ ST3 in group of treatment with chloram-
phenicol (CAP) plus hypoxia (MH) was significantly lower than that in Group C, while ST4 in Group MH was signif-
icantly lower than that in groups C and H. RCR in Group MH was lower than that in Group C, but higher than that
in Goup H. @ COX activity in Group H was significantly lower than that in Group C. In Group MH, COX activity
was higher than that in Group H, but was still lower than that in Group C. Condusion  The complete expression of
miDNA may play an important role in mitochondrial respiratory function. CAP treatment might be beneficial to the re-
covery of rat respiratory function.
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