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Fig. 1 Number of stimulations (mean = S. E. ) required to produce each stage of motor
seizures. PS, primary site (left amygdala) ; SS, secondary site (right amygdala) of
the experimental group which received PS kindling followed by SS kindling. C,
secondary site (right amygdala) of the control group which did not receive the

preceding PS kindling. *p < 0.02, ** p < 0.01

by Mann-Whitney U test (as

compared with C kindling). In the experimental group, the differences at stages
2—-4 between PS and SS kindling development were also statistically significant
(at least p<0.02 by Wilcoxon one sample test.)

There were not significant differences at all stages except for stage 2 (p <O.

05) between PS and C kindling.
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Fig. 2 Afterdischarges (AD) duration (sec, mean *S. E.) at each stage of motor
seizures. The AD duration at each stage was always longer in SS kindling than
in PS or C kindling (* p<0.05 as compared with C kindling ; Mann-Whitney
U test). Abbreviations as in Fig. 1.
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Fig. 3 EEGs of stage 4 motor seizures of PS (A; 16th stimulation) and SS (B ; 4th
stimulation) kindling. The latency of stage 4 after the electrical stimulation was
markedly longer in SS kindling than in PS kindling (17sec and 50sec,
respectively). Numbers under the EEG traces represent the scores of the motor
seizure stages. Stars mean falling. LAM, left amygdala ; cortex; RCO, right motor
cortex.
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Summary

Positive Transfer Effect of the Amygdala Kindling in Developing Rats

Shigeru Chiba, Yukihiro Muneoka, Shunsuke Kamata, Hiroko Inaba, Tsutomu Miyagishi

Department of Psychiatry and Neurology, Asahikawa Medical College,
Nishikagura 4-5-3-11, Asahikawa 078 JAPAN

In adult rats, the secondary site (SS) amygdala is kindled at an significantly accelerated
rate if the cotralateral primary site (PS) amygdala has been kindled previously. In this
paper, SS amygdala kindling after PS kindling was investigated in 20-day-old male
rat (the experimental group; N =25). Age-matched male rats which received SS kindling
(C kindling ; right) without the preceding PS kindling was used as the control group
(N =5). The rate of SS kindling of the experimental group was significantly faster
than that of PS kindling of the experimental group or that of C kindling of the control
group. The present study indicate that positive trasfer effect occur in 20-day-old rats

as well as in mature rats.
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