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Effect of Sophora Subprostrata Fractions on Focal Ischemic Brain
Damage Induced by Middle Cerebral Artery Occlusion in Rats( |)

Moon-Seok Choi, Youn-Sub Kim*

Department of Anatomy-Pointology College of Oriental Medicine, Kyungwon University

This research was performed to investigate protective effect of Sophora Subprostrata fractions against focal
ischemic brain damage after middle cerebral artery(MCA) occlusion. Rats were divided into six groups: MCA-occiuded
group(Control); each administered groups with Sophora Subprostrata totai phase(Total), Sophora Subprostrata
Aqueous phase (Aqueous), Sophora Subprostrata BuOH phase(BuOH), and Sophora Subprostrata Alkaloid
phase(Alkaloid) after MCA-occlusion; sham-operated group(Sham). The right MCA was occluded by A poly-L-lysine
coated 4-0 nylon suture thread through the internal carotid artery permanently. Sophora Subprostrata and fractions
were administered orally(5mg/me) for 7 days after MCA-occlusion. The behavior of ischemic rats were examined at 24
hours, 3, 5 and 7 days after MCA-occlusion from the views of 4 different aspects: posture & balance tests(4 subtests),
reflex tests(6 subtests), muscle-tone tests(3 subtests), and foot-fault test. The resuits showed that 1) in muscle tone
test, Sophora Subprostrata total phase only increased reduced muscle tone function from 3 to 7 days, 2) in reflex test,
Sophora Subprostrata total and Aqueous phase increased fast recovery from 24 hours and 3 days, 3) in posture &
balance test, Sophora Subprostrata total and Aqueous phase increased fast recovery from 24 hours, and Sophora
Subprostrata BuOH and Alkaloid phase increased posture & balance function from 3 days, but 4) in motor function test,
Sophora Subprostrata did not show effective recovery compared with control group. In conclusion, Sophora Subprostrata
has protective effects against brain damage at the early stage of focal cerebral ischemia. Sophora Subprostrata total
and Aqueous phase produced more pronounced protective effect against focal ischemic brain damage.
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Fig. 1. Muscle Tone Scores during 7 days after MCA-occlusion.
Higher scores indicate greater impairment. % and %% indicates that
thelr statistical significances are P<0.05 and P{0.01, compared to the value for Control
Group, respectively. Control, group of the MCA-occluded rats (n=8); Total, group of the
Sophora Subprostrata total phase was administered to MCA-occluded rats (n=6);
Aqueous, group of the Sophora Subprostrata Agqueous phase was administered to
MCA-occluded rats (n=6); BuCH, group of the Sophora Subprostrata BuOH phase was
administered to MCA-occluded rats (n=6); Alkaloid, group of the Sophora Subprostrata
alkaloid phase was administered to MCA-occluded rats (n=6) Sham, group of the
sham-operated rats (n=6). Data are presented as the mean + SEM.
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Fig. 2. Reflex Scores during 7 days after MCA-occlusion.

3. Posture & Balance Function Test
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Fig. 3. Posture & Balance Scores during 7 days after MCA-occlusion.
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Fig. 4. Foot-Fault Index during 7 days after MCA-occlusion.
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