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Fig 1 Schematic diagram of infrarenal aoria occlusion in

rabbit
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Table Effect of ischemia and reperfusion on neurotransritter and nonneurotransmitter amino acid contents in L, spinal cord
of awake rabbits
Amino Control Ischemia Postreperfusion
Acids (6 20 mins(5) 2 h(5) 12 h(5) 24 h(5) 36 h(5) 48 h(5)
Glu 4.6510.45 4.1340. 44 4.1940. 44 4.56+0.45 4.43%1.17 4.0940.54 4.0310. 37
Asp 3.27+0.45 3.0740. 30 3.0110.28 3.0940.29 3.11+0.04 2.72+0.32° 2.92+0. 35
Gly 3.4940. 33 3.24%0.45 3.12+0.24" 3.27+0.08 3.25+0.28 3.2040. 49 3.071%0. 14
Tau 0.971+0.14 1.1940. 66 1.0610. 44 0.91+0.23 1.73+0.58"* 1.39+0.26" 0.96+0. 32
GABA 0.363%0.12 0.37+0. 23 0.3040.13 0. 35+0. 07 0.3640.05 0.274+0.05° 0.3240.07
Ala 1.45%0. 08 1.4210.11 1.4340.07" 1.351+0.05 1.29+£0.07" 1. 36+0.09 1. 3840.09
Gln 4.2741.09 3.63+0.94 3.8210.48 3.89+0.83 3.7810.47 2.91+0.54" 3.10+£0. 30
Thr 1.43%0.09 1.414+0.11 1.4340. 07 1.4710. 05 1.42+0.05 1.46+0.07 1.4310.03
Ser 1.7040. 14 1.7540. 21 1.9040. 27 1.7940.17 1.69+0.12 1.70%0. 17 1.6940.12
Compared with Control, * : P <{0.05, # % ; P <{0.01; Numbers of rabbits is inparenthesis.
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Fig 2 Total spinal cord tissue levels of excitatory and

nonneurotransmitter amino acids as a function of

time postinjury
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The effects of neurotransmitter and non-neurotransmitter amino acids in

secondary ischemic spinal cord injury in rabbits
Hu Wenhui, Yang Hengwen, Liao Weihong (Research Institute of Field Surgery, Third Military Medical College.

Chongging, 630042)

Abstract

To induce ischemia of the spinal cord, the abdominal aorta was cccluded below the origin of

the renal arteries for 20 minutes. The tissue content of excitatory (glutamic and aspartic acid), inhibitory

(glycine, GABA, taurine and alanine) and neutral (glutamine, threonine and serine) amino acids was deter-

mined in the 4th lumbar segment of the spinal cord before and certain intervals after the reperfusion of the

cord. It was found that all the amino acids showed no significant changes during ischemia, glutamate and as-

partate were markedly decreased in the 36th and 48th hour after reperfusion, and glycine was decreased in the

2nd and 48th hour, GABA in the 36th hour, and alanine in the 2nd and 24th hour after reperfusion respec-

tively. But taurine was increased in the 24th and 36th hour, glutamine was decreased in the 36th and 48th

hour and threonine and serine were not changed at all the time points. The occurrence of the abnormal

changes of the amino acids was consistent to the development of the secondary ischemic damages of the spinal

cord. The mechanism of the change of each amino acid was discussed.
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