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Fig 1 FV curve of voltage-dependent potassium channels in rat cerebral cortical neurons
Holding potential was indicated in the left. At negative holding potential, currents were outw ard, and at
positive holding potontial, currents were inward. The turnover potential was about O mV. Left single
channel current recording. Right IV curve
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Fig 2 Effects of anoxia and lacking glucose on voltage-dependent potassium channels in rat cerebral cortical neurons

Holding potential - 80 mV A Control group; B Anoxia and lacking glucose groups
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Effects of anoxia and deficiency of glucose on potassium channel in cere-

bral cortical neurons in rats

Wang Zhongfeng, Xue Chunsheng, Xiao Jasi (Department of Physiology, Third Military Medical University, Chongqing,

400038)

Abstract Objective: To explore the effects of anoxia and deficiency of glucose on potassium channel in

cortical neurons in rats. Methods: The rat cortical neurons were acutely isolated and the single channel

recording of patch clamp was conducted. Results: Under the condition of anoxia and deficiency of glucose,

the opening time constants T1 and T2 of potassium channel in the experimental group were increased from

0. 429 ms and 8. 209 ms to 1. 855 ms and 17. 464 ms respectively ( P <0. 01) but no changes of closing time

constant and current amplitude were found in it as compared with the control- Conclusion: The prolonged

opening of potassium channel under the condition of anoxia and deficiency of glucose might result in extracel-

lular K assembling to enhance the excitability of the neurons, which plays an important role in cerebral in—

jury-
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