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A:10 pS; B:20 pS; C:35 and 50 pS;D;:100 pS
T Fig 1 Single channel recording of NMDA receptor
channels on cerebral cortical neurons of rats
Holding potential was set at —80 mV
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Fig 2 Single channel recording of 35 pS and 100 pS
NMDA receptor channels on cerebral cortical
neurons of rats in anoxic condition Holding
potential was set at — 80 mV, the 4 traces

were recored in gap-free
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Fig 3 Single channel recording of 258 pS NMDA re-
ceptor channels on cerebral cortical neurons of

rats in anoxic condition Holding potential

was set at —80 mV
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Fig 4 Single channel recording of 532 pS NMDA re-

ceptor channels on cerebral cortical neurons of
rats in anoxic condition Holding potential was
set at —80 mV
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Anoxia in cortical neurons opens large-conductance NMDA receptor

channels in rats

Wang Zhongfeng, Li Haidi, Wan Zibing, L.uo Quansheng (Department of Physiology, Third Military Medical Universi-

ty, Chongqing,400038)

Abstract Objective: To study the effects of anoxia on NMDA receptor channels in the cerebral cortical

neurons of rats. Methods: Cell-attached configuration of patch clamp technique. Results; The opening proba-

bility of 35 pS and 100 pS NMDA réceptor channels was significantly increased during anoxia. The opening of

a 258 pS NMDA receptor channel subtype was also recorded. There were at least 3 opening states of this

channel subtype: long-lasting opening, brief opening and coexistence of the 2 states in a same patch, and the

opening probability of this channel subtype was lower during recordng. Conclusion: A large conductance

NMDA receptor channel subtype was induced by anoxia of the cerebral cortical neurons in rats and this chan-

nel subtype may play a role in the pathological manifestations of anoxia.
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