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Abstract

as protective agents from lethal doses of ionizing

Guangz hou

II-1 and TNF have been found to act

radiation in recent years. It was proposed that
the mechanisms of the radioprotective effect of
[[-1 and TNF may be resulted from to its selec
tive stimulation of manganese supreoxide dismu-
tase( MmrSOD) expression on both RNA and
protein level. Chinese hamster ovary( CHO) cells
transfected with sense Mn-SOD ¢DNA showed
decreased radiosensitivity after treatment with
whereas clones transfected

MmrSOD c¢DNA

increased radiosensitivity. It was demonstrated

X-ray irradiation,
with antrsense showed

that overexpression of Mn-SOD could promotes

the survival of CHO cells from ionizing
radiation.
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Abstract

( NMDAR)

Chunying,

N-methy} D- asparate receptors
are implicated in several neu-
ropathological conditions including epilepsy. As a
model of epilepsy, genetically epilepsy- prone rat

was chosen to invesitegate the changes in expres-

Prog. Biochem. Biophys. 1997; 24 (1)

sion of NMDAR1 mRNA after seizure in differ-
ent brain regions. T he results showed that cere-
bral cortex, hippocampus, subcortex and inferior
colliculus had a time dependent modulation of
the NMDAR1 mRNA expression and increased
111%, 113%, 165%, 202%

control values, respectively in 24h after seizure.

about above
This phenomenon demonstrates that NMDAR1
mRNA was regulated by seizure and may con-
tribute to epileptic susceptibility.
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