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Effect of BHT—C extract on the infarction in cerebral ischemic rats
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ABSTRACT

Objectives : BHT has been commonly used to treatment of brain disorders in Oriental
clinic in Korea. The purpose of this study was to determine the inhibitory effect of
modified BHT—C extract on the transient forcal cerebral ischemia in rats.
Method We by the middle
occlution(MCAQO; 90 min occlusion and 144 h reperfusion) in rat brains. BHT—C extract
(100 and 200 mg/kg, i.p.) was administered every day after the onset of MCAO until 6
day.

Result BHT-C extract with
vehicle—treated rats. BHT—C extract treated rats (100 and 200 mg/kg) were shown a

prepared ischemic rats transient cerebral artery

increased survival rate of ischemic rats compared
significant reduction in infarct volume compared with vehicle—treated rats.
Conclusions : These results suggest that BHT—C extract may contribute to its protective

effects in brain ischemia through the reduction of brain infarction.
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Table 1. Prescription of BHT extract

BER = A&k
=k Astragali Radix 10
B8R Angelicas gigantis Radix 2
TrEyEEE Paeoniae Radix Rubra 15
= Cnidii Rhizoma 1
LRz Lumbricus 1
#h= Percicae Semen 1
fanis Carthami Flos 1
f=o3:5:] Achyranthis Radix 1.5
a2 Salviae Miltiorrhizae Radix 4
[z25 Cinnamermi Ramulus 1
=L Polygalae Radix 1
HEH Acori Gramineri Rhizoma 1
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Table 2. The effect of BHT on survival ratio
after MCAO rats.

Vehicle BHT-¢ BHT-¢
group total 100mg.kg group 200mg.kg group
n=10 totaln=8 total n=7

Death 24h
Death 48h
Death 72h
Death 36h
Death 120h
Death 144h
Survival 144h
Survival ratio 40% 63% 71%
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Fig. 1. The effect of BHT extract on the
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infarction in rats administered every 24 h
after onset(144 h).
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Fig. 2. The effect of BHT extract on the
infarct volume in rats administered evry 24 h

after onset(144 h).
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