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Table The effects of MK — 801 on cerebral mitochondrial respiration after ischemia and reperfusion in rats

Conditions ( n =10) State 3 respiration

State 4 respiration Respiratory control ratio

Control group 26.00£10. 27

Ischemia group 14.15+ 0.74%

Reperfusion group 38.60+ 9.44%X

MK—801 treatment group 29.16+ 4.9944

6. 40+ 2. 42 4.1540.29
7.2140.19 1. 96+ 0. 24*X
17. 00+ 2. 75% X 2.32+0.66%*

10. 00+ 1. 894 A XX 2.9840. 3g4AXX

Values are means tstandard error of the means. ¥ ¥ . Compared with control group, P <{0.01; AA : Compared with non-

treatment group, P <{0. 01.
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Studies of the effects of MK —801 on cerebral mitochondrial respiratory
capacity after ischemia and reperfusion in rats

Li Lusi, Li Honghua. Zhen Caimei (Department of Neurology, Southwest Hospital, Third Military Medical College,

Chongging, 630038)

Abstract Rats after cerebral ischemia and reperfusion were treated with MK —801. It was found that

MK —801 could block the combination of the excitatory amino acids with N-methyl-D-aspartate receptors and

protect the respiratory capacity of the brain mitochondria. These findings suggest that the administration of

MK —801 is able to improve the cerebral mitochondrial respiratory capacity.
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