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Fig. 8 Lipid peroxide level in Fe3+ applied rat cerebrum
a. p<0.02, compared with control.
b. p<0.005, compared with control.
c. p<0.001, compared with control.
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Fig. 9 Oxidized and reduced glutathione levels
in Fe3* applied rat cerebrum

a . p<0.05, compared with normal group.

b. p<0.01, compared with normal group.

¢ . p<0.005, compared with normal group.
d. p<0.001, compared with normal group.

n=4~22, m+S.D.,, OFe3* @control, ®normal group.
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Fig. 10 Possible mechanism for epileptogenic focus formation by ferric or ferrous ion
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Brain active oxygen, free radicals, lipid peroxide
and the redox state of glutathione in the Fe3+ induced
epileptic focus of the rat
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Epileptic discharges were induced 15 minutes after 0.1M FeClg was injected into the
rat sensory motor cortex and continued for 6 months after the injection. In order to
study the Fe3+ induced seizure mechanism, Fe3+ bound methemoglobin, free radicals,
active oxygen, malondialdehyde and reduced and oxidized glutathione were measured
in the foci of rats after the FeCl3 injection. It was found that Fe3+ induced a signifi-
cant increase in Fe3t bound methemoglobin, active oxygen and malondialdehyde and
accelerated the glutathione redox reaction 5 minutes after the injection. Fe3+ was
thought to induce lipid peroxidation by free radical reaction and thus produce the
peileptic focus.



