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Table The changes of Glu content , GIuR capacity and Kd values in ischemic focus (IF) and in hypothalamus (HY) (xt s)
Index Location Control Pre 1 15min 1 30min I'lh IR 3h IR 24h IR 48h IR 96h
Glu 1F 6,245 0.81 6.1650.98 11.96= 2.90 16. 94t 1.36™ 18. 87 5.29** 7.1t 1. 09 7.5 1.23 7.58E 1. 17 7. 18F 0. 82
(mg g 1, wi) HY 3.250.51 3.33:0.33 5625 1.28%10. 9t 4. 52 14, 165 2.58**  3.665 0.14 5520 0.58™ 7.67- 1. 18™ 4. 50t 0. 78
GluR IF 2,925 0.48 3.1650.41 2.59-0.25 2. 14 0.43"  1.35F 0.48""  1.27- 0.29"" 1.24F 0. 31" 1.2H 0.33™ 108t 0.37"
(pmol g-1,pre) HY  1.94-0.40 2.17£0.47 2045 0.45 1.5H 0.45 1. 05= 0. 36* 2. 165 0.20 0.98 0. 44 1. 13= 0. 40 1. 59t 0. 67
Kd values IF 3.235 0.42 2.8550.37 419 0.38 5 18F .23  7.27£ 0. 90"  4.37- 0.43* 573 0.69* 6.27& 0. 75 6.50E 0. 93
(nmol) HY 1785 0.28 1.6650.26 2.655 0.88 4. 02t 0.8 5. 65t 0. 69+ 1. 69= 0. 23 3.328 0.52% 394k 0.3F% 2. 17& 0.39

n=5%: p<0.05* : p<0.0L** : p<0.00lys control
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Characteristics of changes of glutamate receptors in the brain during a-

cute cerebral ischemia in rats
He Mingli, Chen Man &, Wang Jingzhou, Jiang Xiaojiang, Zhang M eng (Department of Neurology, Daping Hospital,
Third Military Medical University, Chongqging, 400042)

Abstract Objective: To obsewe the characteristics of changes of glutamate ( Glu) receptors in ischemic
foci and the hypothalamus during cerebral ischemia /reperfusion. Methods: After the middle cerebral artery

was occluded and reperfused in rats, the changes of the Glu conten} and GluR capacity and its Kd in theis—
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chemic foc and the hypothalamus were observed with radiodegend binding assay and high-
performance liquid chromatography. Results: In the whole course of the acute cerebral ischemia /reperfusion,
GluR capacity and affinity were continuously decreased. Glu content and GluR capacity in the ischemic foc
were negatively correlated with those in the hypothalamus ( #= = 0.233and - 0. 385, P < 0. 05 and 0. 001).
Conclusion: In the early stage of ischemia, GluR in the ischemic fod is hiologically sensitive, which suggests
that the blocking of GluR in the early stage of isch emiais very important for reducing ischemic damage in the
brain. GluR in the hypothalamus exhibits persistent sensitive biological activity during the whole course of is—
chemia /reperfusion. Therefore, blocking of GluR is also of important value for reducing ischemic stress reac—
tion-induced brain damage.
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