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[ Abstract] Objective  To study the effects of preconditioning treadmill exercise on excitatory amino
acid changes in rats after the cerebral infarction and the protective effects against cerebral ischemia brain injury.
Methods Thirty Sprague-Dawley rats were used in this study. Twenty-five rats were subject to an operation to
establish the animal model of middle cerebral artery occlusion and divided into a ischemia group, an 1-week ex-
ercise group ( trained in the 4th week) , a 2-week exercise group (trained in the 3rd and 4th weeks) and a 4-
week exercise group ( trained for 4 weeks) , while the remaining 5 rats were subject to sham operation, and
served as the controls. After 4 weeks of experiment, all the the rats were fixed on stereotactic apparatus for the
brain microdialysis of the striatum. Then the focal middle cerebral artery ischemia and reperfusion were made
with thread occlussion in rats and microdialysis technique was used to collect extracellular fluid in each period of
pre-ischemia, ischemia (40, 80 and 120 min) , and reperfusion (40, 80, 120, 160, 200 and 240 min) to
detect the changes of the excitatory amino acid. At the same time the infarction volume was also measured at 24
hours after ischemia-reperfusion of the brain. Results The difference between any two groups was significant
with regard to the volume of cerebral infarction (P <0.05). Two weeks and four weeks of the preconditioning
treadmill exercise couled significantly reduce concentration of Glu excessively released due to the ischemia ( P <
0.01). Conclusion At least two weeks of preconditioning treadmill exercise can inhibit the excessive release
of the important excitatory amino acid neurotransmitter glutamate, to some extent, in the process of the subse-
quent ischemic brain injury and during reperfusion, which might be one of the protective mechanisms of move-
ment against the early ischemic brain injury.
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Effects of aerobic exercise on the level of plasma homocysteine, total nitric oxide synthase and nitric oxide in
rats fed a high methionine diet YANG Bo" , LUO Fang, ZHANG Jun.
Wenzhou Medical College , Wenzhou 325035, China

[ Abstract)
(Hey) , total nitric oxide synthase (T-NOS) and nitric oxide (NO) in rats fed a high methionine diet.

* Department of Preventive Medicine ,

To observe the effects of aerobic exercise on the plasma content of homocysteine
Methods
A total of 24 male Wistar rats were randomly divided into a normal diet (CR) group, a high methionine diet ( MR)

Objective

group and a high methionine diet plus swimming group (T + MR) , and treated accordingly for 8 weeks. At the end of

the treatment, all the animals were tested for plasma T-NOS, NO and homocysteine levels. Results Plasma homo-
cysteine doubled, whereas T-NOS and NO levels in the MR group decreased significantly as compared with the CR
group, suggesting that hyperhomocysteinemia was induced by the high methionine diet. Plasma homocysteine content
decreased significantly in the T + CR group, but plasma T-NOS and NO increased significantly compared with the MR
group. These indicators were not significantly different for the T + MR group from those of the CR group. Conclu-
sion Adequate aerobic exercise can decrease the plasma level of homocysteine in rats fed a high methionine diet,
and increase the plasma level of T-NOS and NO, helping prevent the development of hyperhomocysteinemia.

Hyperhomocysteinemia;  Nitric oxide; Aerobic exercise
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smooth muscle cell, VSMC) 3458 | 5 25 il & 5K 1 8755 7
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