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Abstract—The neurotoxicity induced by L-glutamate in primary cultures of rat cortical cells could be
attenuated by sesquiterpene constituent of Ginkgo biloba leaves, bilobalide. At the concentration of 100
nM, Bilobalide elevated the combined levels of reduced/oxidized glutathione in rat cortical cells ex-
posed to 100 uM glutamate. Furthermore, bilobalide promoted a reduction in superoxide dismutase ac-
tivity in glutamate-treated cells. Finally, bilobalide markedly inhibited the production of malon-
dialdehyde. a measure of lipid peroxidation. in glutamate-treated rat cortical cells.
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Fig. 1 —The effect of bilobalide on the glutamate-in-
duced neurotoxicity in primary cultured rat
cortical cells.

Control is the value for primary cultured rat
cortical cells. Control values for MTT and LDH
were 1.23+0.08 optical density and 197.6+1.06
Unit/ml, respectively.

Reference is the value for primary cultured rat
cortical cells exposed to glutamate. Reference
values for MTT and LDH were 0.58+0.02 opt-
ical density and 110.9%0.31 Unit/m!. respec-
tively.

Differs significantly from the reference : p<0.05%,
p0.01** (n=3).
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Fig. 2— Effects of bilobalide on the activities of su-
peroxide dismutase and glutathione reductase
in primary cultured rat cortical cells exposed to
glutamate.

The nomenclature is precisely as described
under the legend to Fig. 1 (n=3).

Control values for GSSG-R and SOD wfere 67.5
+3.9 nmol NADPH oxidized/mg protein/min
and 53.5+4.4 mU/ml, respectively.

Reference values for GSSG-R and SOD were
346122 nmol NADPH oxidized/mg protein/
min and 27.5+2.7mU/mml , respectively.
Differs significantly from the reference : p¢0.01**
* (n=3).
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Fig. 3— Effects of bilobalide on total glutathione con-
tent. GQSH/GSSG level and malondialdehyde
content in priamry cultured rat cortical cells
exposed to glutamate.

The nomenclature is precisely as described
under the legend to Fig. 1 (n=3),

Control values for GSH content. GSH/GSSG
level and MDA content were 89.3%+7.9 nmol/
mg protein, 11.4+0.9 and 80.9+5.2 pmol/mg
protein, respectively.

Reference values for GSH content. GSH/GSSG
level and MDA content were 21.8+3.1 nmol/
mg protein, 3.5+0.2 and 216.3+19.2 pmol/mg
protein, respectively.

Differs significantly from the reference : p<0.01**,
p<0.001*** (n=3).
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