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Effects of Gamijingansikpungtang on Cultured Spinal Motor Neurons

Lee Jae Ik, Seong Hwan Kim, Jeong Sub Sim, Kang San Kim, Byung Ki Kang

Department of Internal Medicine, college of Oriental Medicine Wonkwang University

The purpose of this study is to examine the toxic effects caused by xanthine oxidase/hypoxanthine(XO/HX) and the effects of herbal extracts
such as Jingansikpungtang(JST) and Gamijingansikpungtang(GJST) on the treatment of the toxic effects. For this purpose, experiments with the
cultured nerve cells from the spinal motor neurons of new borm mice were done.

The resutts of these experiments were as follows.

XO/HX, a oxygen radical-generating system, decreased the survival rate of the cultured cells on NR assay, MTT assay, the amount of
neurofilaments and increased the amount of total proteinand increased the lipid peroxidation and the amount of LDH JST has the efficacy of
increasing the amount of neurcfilaments and total protein, and decreasing the lipid peroxidation and the amount of LDH. GJST has efficacy of
increasing the amount of neurofilaments and total protein, and decreasing lipid peroxidation and the amount of LDH.

From the above results, It is concluded that JST and GJST have marked efficacy as a treatment for the damages caused in the XO/HX-
mediated oxidative stress. And JST and GJST are thought to have certain pharmacological effects. Further clinical study of this pharmacological
effects of JST and GJST should be complemented.
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Fig. 1. Dose-dependency of xanthine
oxidase(XO) and hypoxanthine(HX)
in cultured mouse motor neurons.
Cultures were exposed to 1, 5, 10,
25 and 50 mU/mi XO with 0.imM
HX for 4 hours, respectively.
Amount of neurofitament was
measured at wavelength of 490nm.
The results indicate the mean+
SE(n=6). B *p<0.01
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Fig. 2. Dose-dependency of Jingansikpung
tang (JST) for its protective effect on
xanthine oxidase(XO) and hypoxan
thine(HX) in culturd mouse motor
neurons. Cultures were preincubated
with 10, 35, 70 and 140:g/ml Jingan
sikpungtang(JST) for 3 hours, respec
tively. After then, cultures were exposed
{0 25mU/mi xanthine oxidase(XO) and
0.1mM hypoxan thine(HX) for 4 hours,
Amount of neuro filament was meas
ured at wavelength of 490nm. The
results indicate the mean & SE(n=5).
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Fig. 3. Dose-dependency of Gamijingansik-
pung tang(GJST) for its protective
effect on xanthine oxidase(X0) and
hypoxan thine(HX) in culturd mouse
motor neurons. Cultures were
preincubated with 10, 35, 70 and 140
g/ml Gamijingansikpung tang(GJST)
for 3 hours, respectively. After then,
cultures were exposed to 25mU/mi
xanthine oxidase(X0) and 0.1mM
hypoxan thine(HX) for 4 hours.
Amount of neurfilament was
measured at wavelength of 490nm.
The results indicate the mean &
SE(n=6).
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Fig. 6. Dose-response relationship of
Gamijingansikpungtang(GJST) for its
protective effect on xanthine oxidase
(XO) and hypoxanthine(HX) in lipid
peroxidation. # p<0.01
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Fig. 4. Dose-dependency of xanthine
oxidase(XO) and hypoxanthine(HX)
in cultured mouse motor neurons.
Cultures were exposed to 25, 50, 100
and 150mU/mi xanthine oxidase(XO)
and 0.1mM hypoxanthine(HX) for 4
hours, respectively. Cell viability was
determined as % of control. The
results represent the mean+SE(n=6).
*p<0.05; “p<0.01
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Fig. 5. Dose-response relationship of
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in cul tured mouse motor neurons.
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