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% 1 Phenotype of NMDA receptor channel subunits null mutant mice

GluRe subunit Development Morphology Behavior

GluRel normal normal decrease of learning (NR2A)
ability

GluRe2 lethal (newborn)  disappear loss of suckling

(NR2A) barrelette response

GluRe3 normal normal extremely light

(NR2C) motor coordination

GluRe4 normal normal reduce spontaneous

(NR2D) acttvity

GluR{] lethal (newborn) disappear suspend breathing

(NR1) barrelette
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. Death

Genotype

| Convulsion

D Catatonia

Kainate (40 mg/kg b.w.) was administrated via ip injection.

1 Effects of kainate on the NMDA receptor knockout mice

& 2 Effects of kinate on the GluR £1-4 subunits deficient mice

Genotype Catatonia* Convulsion Death n
(%) (%) (%)

wild 100 92 67 12

€l -/- 39 11 0 18

€2 +/- 100 67 17 6

€3 -/- 68 45 18 11

&4 -/- 67 46 27 15

Kainate (40mg/kg b.w.) was administrated via ip injection.
*Catatonia like symptoms: no move and catatonic rigidity
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