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Expressions of GABA in animal models of disorders of cortical development
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Abstract: Objective

We established animal models in disorders of cortical development (DCDs) in Wistar rats to study the

mechanisms underling epileptogenesis with DCDs and understand the relationship between y-aminobutyric acid (GABA) and DCDs.

Methods

observed by immuno hisochemistry. Results

Animal models in DCDs were y-radiated pregnant rats. The expressions of y-aminobutyric acid ( GABA) in cortex were

(1) The weight of brain in model groups rats were light than that of the control

groups. (2)Model rat showed a thin cortical plate and distinct clusters of neuronal elements that represented heterotopias. There

were clusters of large neurons in both superficial and deep layers in the model rat cortex. (3) The GABA positive cells in the cortex

of model rats could be detectived loss by immuno-hisochemistry. Conclusion The decreasing expression of GABA in the rats’ cor-

tex of DCDs may have relationship with the mechanisms of the epilepsy.

Key words: disorders of cortical development,intractable epilepsy,y-aminobutyric acid

K Bz i & F [ % (disorders of cortical development,
DCDs) 2 5| e ME VA PE 5 i (intractable epilepsy. IE) B 3= 2 J7 [H
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