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Morphological Alterations of Hippocampus in Temporal Lobe Epilepsy :
Cell Loss, Synaptic Reorganization, Cell Birth
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Table 1. Summary of data from morphometric studies on hippocampal sclerosis in epilepsies

Hippocampal neuronal cell density(Hpc/ND{/mm?®)

Study
GL(%) CA4(%) CA3(%) CA2(%) CAT(%)
Mathern et al(1997) 123800/270400 6873/18140 11108/23770 11854/24934 4514/24093
(Adult TLE ; n=31)* (45.78) (37.89) (46.73) (47.54) (18.73)
Mathern et al(1996)*" 104200/284600 9096/17350 15160/22152 15160/24003 6064/23077
(Childhood TLE ; n=4) (36.61) (52.43) (68.44) (63.16) (26.28)
Mathern et al(1995)** 116700/289422 7207/11938 10891/21792 11078/21224 4223/22929
(Adult TLE ; n=16) (40.32) (60.37) (49.98) (52.20) (18.42)
Kim(1995)*" 177141/306174 4323/9100 8399/16716 12226/20165 6252/14396
(All epilepsies ; n=142) (57.86) (47.40) (50.25) (60.63) (43.43)
Dam(1980) H3 H2 H1
(All TLE)'" 67, 75% 50, 64% 87, 88% 91, 86%
Kim et al(1997)* 62364/216925 733/5326 2408/9138 6999/15893 803/8825
(28.75) (13.77) (26.35) (44.04) (9.09)

CA : Cornu ammonis ; GL : dentate granular cell layer ; n : number of cases ; SD : standard deviation ; TLE : temporal lobe epilepsy :
Hpc : hippocampus ; N1 : normal ; % : percentile cell density per mean normal cell density : H1 - H3: Vogt & Vogt's corresponding sec-

tors to CA1-4
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