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Experimental Effects of SPATHOLOBI CAULIS on the Cerebral Blood
Flow and Lactate Dehydrogenase Activity

Sang Lock Lee, Hyun Woo Jeong*

Department of Pathology, College of Oriental Medicine, Dongshin University

This Study was designed to investigate the effects ot Patholobi Caulis on the change of regional cerebral blood
flow (rCBF) and blood pressure (MABP) in normal and cerebral ischemic rats. And, this study was designed to
investigate the inhibition of lactate dehydrogenase (LDH) activity in neuronal cells. The results were as follows : In
normal rats, Patholobi Caulis significantly increased rCBF in a dose-dependent manner, and MABP was somewhat
increased. In ischemia rats, rCBF was significantly and stably increased by Patholobi Caulis (10 mgfke, i.p.) during the
period of cerebral reperfusion, which contrasted with the findings of rapid and marked increase in control group.
Patholobi Caulis significantly inhibited LDH activity in neuronal cells. It was suggested that Patholobi Caulis had an
anti-ischemic effect through the improvement of cerebral hemodynamics and inhibitive effect on the brain damage.
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Fig. 1. Effects of PCF on the rCBF and BP in normal rats. PCF :
Patholobi Caulis freeze dryer powder, O : After PCF non-injected, group-measured
for 30 min, 0.01, 0.1, 1, 10 : After PCF (001, 0.1, 1.0, 100 me/ke, ip.) injected,
group-measured for 30 min, rCBF : regional cerebral blood flow, BP ; mean arterial
blood pressure. The present data were expressed as meanSE of 6 experiments,
* . Statistically significant compared with 0 group (* : P<0.05).
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Fig. 2. Effect of PCF on the rCBF response in cerebral ischemic
rats. MCAQ : right middle cerebral artery occlusion, Control : PCF non-treated
group, Sample : PCF (10 mg/ke, i.p.) treated group. Other legends are the same
as Fig. 1. The present data were expressed as meanSE of 6 experiments. *
Statistically significant compared with Control group (™ ; P{0.001).
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Fig. 3. Effect of PCF on the LDH activity in neuronal cells. Sham :
NMDA and PCF non treated group, Control : NMDA (30 uM) treated, but PCF
non-treated group, Sample A : PCF 10 wg/ml and NMDA treated group, Sample
B : PCF 100 we/m and NMDA treated group, Sample C @ PCF 1000 we/ml and
NMDA treated group. Other legends are the same as Fig. 1. The present data were
expressed as meanSE of which were the % of control. + : Statistically significant
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compared with Control group (+++ : PC0.001). * : Statistically significant
compared with Control group (™ ; P<0.01, ™ : P€0.001).
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