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Changes of constitution and function of AMPA receptors on neuron membrane induced

by anoxia
LIU Bao-song, CHEN Heng-sheng, XU Zhong, CHEN Li-xue, ZENG Lin, LONG Zai-yun (Deparment 3, Institute of Surgery Re-
search Daping Hospital, Third Military Medical Univewsity, Chongqing 400042, China)

Abstract: Objective To explore the changes of the subunits content, corstitution and function of glutamate
receptor subunits on neuron membrane induced by anoxia, and furthermore to elucidate the contribution of these
changes to the delayed neuron death. Methods The neuron death was quantitated with PI staining. The number of
GluRs on the neuron membrane was quantitatively measured by colorimetric assay and double immunofluorescence la-
beling on neuron anoxic model. The intracellular Ca’ content was detemined by Fura-2 method. The miniature exci-
tatory postsynaptic currents (mEPSCs ) were recorded with the patch clamp. Results The intracellular Ca content
and the number of delayed death neuron were marked higher than those in the control group after anoxic injury (P<<
0.05). The total surface GluR2 and the number of symapse with GluR2 decreased significantly (P<0.05), but sur-
face GluR3 increased significantly as compared with that in the contwol goup. GluR2-lacking AMPA receptors ap-
peared high permeability to Ca’ . Conclusion Anoxia can induce changes in the constitution of AMPA recepiors on
neuron membrane. The increase of the mumber of surface GluR2-lacking AMPA teceptors can activate Ca influx,
resulting in delayed neuron death .
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Analysis of 98 cases of diabetic retinopathy treated with 532 laser photocoagulation
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