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Tab 1. Effect of sodium oxybate (SO) on locomotor
activity of ischemia-reperfusion (I-R) injured Mongo-
lian gerbils in open field test

Checks crossed in 10 min

Group

d3 d7
Sham 200 + 82 183 + 61
I-R 403 + 180" * 362+ 1557 %
I-R + SO 50 307 + 122 252 +79%
I-R + SO 100 208 + 144 222 +59%
I-R + SO 200 245 +93* 195+ 42%#

NS 10 mL-kg™" or SO 50, 100 and 200 mg-kg™' was given ip 40
min before 10 min ischemia induced by bilateral common carotid
artery occlusion, followed by NS or SO ip once daily for the follow-
ing 6 d. Locomotor activity was measured at d 3 and d 7 after I-R.
x+s, n=10. “P<0.05, “* P<0.0l, compared with sham
group; * P<0.05, *# P<0.01, compared with I-R group.
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Tab 2. Effect of sodium oxybate on memory ability
of ischemia-reperfusion injured gerbils in T maze test

Number of correct choices in 10 times

Group

d4 ds doé
Sham 8.2+2.0 8.5+1.1 8.9+1.4
I-R 532177 5.6+x1.8"" 6.4x1.6""
I-R + SO 50 6.6£1.6 7.6+1.9% 7.8+1.8"
I-R + SO 100 7.6+1.0"% 7.8+1.2%*% 8.0+1.4"
I-R + SO 200 7.8+1.2%% 8.0+1.4%% 82+1.0%%

See legend of Tab 1 for treatments. T maze test was carried out at d
4,5 and 6 after I-R. x +s, n=10. " P<0.05, " P<0.01,
compared with sham group; * P <0.05, *# P <0.01, compared
with I-R group.
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Neuroprotective effect of sodium oxybate on cerebral
ischemia injury in gerbils
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Abstract: AIM  To investigate whether sodium
oxybate (SO) can protect from the global cerebral
ischemia injury in gerbils, in order to offer theo-
retic proof on the new application of this drug.
METHODS The bilateral common carotid arter-
ies were occluded for 10 min in gerbils. SO 50,
100 and 200 mg- kg™

min prior to the onset of ischemia in different

were administrated ip 40

groups, followed by the same doses of SO ip once
daily for the subsequent 6 d. Locomotor activity
was measured using the open field test at d 3 and
d 7 after the ischemic episode. T-maze test was
carried out d 4, 5 and 6 after the ischemia to as-
sess working memory. Neuronal damage in CAl
pyramidal layer of hippocampus was evaluated at d
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7 post ischemia. RESULTS SO reversed the in-
creases of locomotor activity induced by cerebral
ischemia and ameliorated learning and memory
deficit, as well as reduced the extent of CA1 hip-
pocampal pyramidal cells injury induced by tran-
sient global cerebral ischemia-reperfusion injury in
the Mongolian gerbil. CONCLUSION SO pro-
vide significant protective effect on brain ischemia
injury .
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