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Fig 1

evoked *H-GABA release from rat -cortical

Concentration dependence of glutamate-

neurons in primary cuilture (14th day i vitro

n=23 sister cultures).
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Fig 2 Time dependence of 1 mmol » L™
glutamate-evoked ‘*H-GABA release from rat
cortical neurons in primary culture (n=3 sister
cultures ). It suggests the cultured mature
neurons (from 14th to 18th day in culture)
have almost stable glatamate-evoked *H-GABA
release.
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Tab 1

Increase of 1 mmol -L ! glutamate-evoked *H-GABA release (P<C

0. 05) contrast to the effect of 40 mmol-L~' after MK 801 pretreatment for 4

days in vitro.

Control Glu-evoked

Control KCl-evoked

2.17+1. 40 7.63+1.92

3.67142.53 3.12+2.15
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INCREASE OF *H-GABA RELEASE FROM RAT CULTURED
CORTEX NEURONS AFTER CHRONIC EXPOSURE TO MK801

LZ Shi and XY Niu

(Institute of Materia Medica ,Chinese Academy of Medical Sciences and
Peking Union Medical College, Beijing 100050)

ABSTRACT Excitatory amino acids are involved in acute and chronic neurodegenerative

diseases. Little is known about the potential consequences of chronic blockade of NMDA receptors (one

subtype of excitatory amino acid receptors). Receptor function measured as 3H-GABA release in
culture media after pretreatment with MK801 was studied in rat cortical neurons in primary cultures.
Cultured neurons were exposed to 1 pmol «L~! MK801 for 4 days since the 14th day. Glutamate
(1 mmol-L~1)evoked SH- GABA relcase was shown to he significantly increased ( control
0.2174%,+ 1. 40%,; MK801 treatment 0. 763% 0. 192%). KCl 40 mmol <L~ 'stimulation showed
no such effect. This result suggests that the NMDA receptor function of releasing neurotransmitters

changed after chronic treatment with noncompetitive antagonists.
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