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Control Day 0 KA Day 0
A B

KA Day 30 KA Day 120 KA Day 120
D E F

Fig. 2. ['*CJ2-DG autoradiographic sections of the hippocampus from control mice (A) and mice on day
0 (B, C), day 30 (D) and day 120 (E, F) after unilateral kainate injection into the hippocampus (the
injected side is on the left). Compared to the control animal (A), there was a large increase in grain density
during acute status epilepticus in the injected hippocampus (B, C) diffusing eventually to the ventral part
of the hippocampus (C) but remaining strictly localized in the injected hippocampus. This hypermetabo-
lism persisted during the phase of recurrent seizures up to 120 days (D, E). In three animals, there was a
marked decrease in grain density in the injected hippocampus at 120 days (F). At 120 days, metabolic
activation spread to the thalamus, especially to the contralateral side in hypermetabolic mice. Grain
density differences between images do not necessarily represent quantitative variations.
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Table 2 . )
Effects of intrahippocampal kainate on LCMRgles of adult mice -
Control (n = 4) KA
Day 0 Day 15 Day 30 Day 120
(n=3) (n=4) (=4 (n=4

Cerebral cortex
Prefrontal, right 122+ 12 98 + 10* 100 + 9* 103 +8 114 +7
Prefrontal, left 121+ 12 97 + 9% 100+ 7* 104 + 8 117+£9
Frontal, right 108 +9 o1 +11* 89 + 10* 92+8 95+ 14
Frontal, left 105+ 11 86 + 11* 91+ 7% 91+9 93+15
Piriform, right 116+ 12 89 + 10* 9+13 95+13 9+11
Piriform, left 112+13 83+ 11* 93 +11* 9349 100 + 9
Sensorimotor, right - 11948 98 + 10* 88 + 7* 98 4.8 105 + 14
Sensorimotor, left 122+ 10 95 + 14* 93 + 6* 102+5 114 +9
Entorhinal, right 76+9 60 + 6* 53 £ 9** 54 + 13* 56 + 10*
Entorhinal, left 67+3 61+7 5544 58+ 16 57+10
Forebrain
Medial septum, right 69+9 66+ 8 54+ 17 65+ 10 76+ 6
Medial septum, left 7013 65+8 56+ 14 70+ 8 79+8
Lateral septum, right 66 + 13 98 £ 20* 454 14 59416 6319
Lateral septum, left 63 + 14 64+ 8 46+ 12 60+ 11 6345
Medial amygdala, right 52+4 52+5 4419 40£7 4545
Medial amygdala, left 48 +8 50+7 43+ 10 3916 46+ 9
Central amygdala, right 44 112 4619 39110 36+6 60+ 7*
Central amygdala, left 40+ 10 41+12 37411 365 68 +3%*
Basolateral amygdala, right 82+6 75+3 69+ 12 62+4 T +7
Basolateral amygdala, left 79+ 16 62+ 11 71+8 70+9 80+1
Hippocampal CAl area, right 80112 46 + 4%* 120 4 23*%* destroyed destroyed
Hippocampal CAl area, left 82114 71£13 107 £ 19 66 £ 17 65+ 14
Hippocampal CA3 area, right 91+13 191 + 47** 112423 destroyed destroyed
Hippocampal CA3 area, left 84413 99 + 10 106 + 27 89+ 11 79+ 16
Caudate nucleus, right 127+ 12 121+ 14 112+ 10 100+ 14 126 + 25
Caudate nucleus, left 122+ 19 107 + 16 110+ 10 103+7 125+ 18
Hypothalamus - .
Anterior, right 54+6 6445 53+7 5445 68+ 11*
Anterior, left 49+ 8 59+4 5247 5246 66 -+ 10*
Ventromedian, right 50+ 11 5619 43+ 12 37+4 4 +1
Ventromedian, left 46 + 11 5+10 44 1417 37+3 45+ 6
Posterior, right 79425 73+11 74 + 10 81+22 79+19
Posterior, left 77425 70+9 T1+12 77421 76 + 18
Mammillary body, right 155+ 12 131+38 144 +10 144 1 18 194 + 14*%*
Mammillary body, left 157 £ 13 1307 145+ 8 146 1 19 187 £ 20*
Thalamus
Anterior, right 13045 138 +: 4 116 + 15 119+17 94 4 16*
Anterior, left 129+ 12 106 + 10 120+ 15 123+8 104 + 19
Ventromedian, right 120 +12 109 + 14 91 + 18* 88 + 16* 92 + 12%
Ventromedian, left 116 + 18 94+ 17 95119 107 £20 117 +12°
Posterior, right 109 + 7 108 + 14 91419 89 +23 105 + 26
Posterior, left 1116 90+ 11 95 +17 106 + 16 125+22
Midbrain—brainstem
Substantia nigra pars 70 + 11 65+7 59 +8 57+ 14 72+10
reticulata, right
Substantia nigra pars 6616 5945 S5+ 10 56+ 15 6749
reticulata, left
Substantia nigra pars 109 + 10 85 + 5* 85 + 8* 95417 96 + 6
compacta, right
Substantia nigra pars 105+5 t 844 2% 84 + 9** 94 + 14 103+7
compacta, left
Superior colliculus, right 9249 68 +7 94 111 %0 +11 108 +20
Superior colliculus, left 93+6 69110 97+ 15 92+7 106 + 16

LCMRglcs

Hippocampal CAl area CAl

Hippocampal CA3 area CA3

Thalamus
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