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Rat resources
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* LE-Gadl<em15Yyan> (Gad1 KO rats) (NBRP Rat No. 0906)
* LE-Gad2<em24Yyan> (Gad2 KO rats) (NBRP Rat No. 0907)
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Mouse resources
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- B6-Gadl<tm1(tetO)Ksak> (Gad1-Stop-tetO KI~ 7 X) RBRC11364
- B6;Cg-Gadl<tm1.1(tTA2)Kftnk> (Gad1-tTA KI< 7 X ) RBRC11365
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