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Effects of Sintongchukeo-tang on the Cultured Spinal Sensory Neurons Injured
by Hydrogen Peroxide
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Obijectives : This study was carried out to examine toxic effect of Sintongchukeo-tang on cultured mouse spinal sensory neurons inhibited by
neurotoxicity induced by hydrogen peroxide.

Methods : MTT assay, NR assay, LDH and neurofilament assay were performed after spinal sensory neurons were preincubater with various
concentrations of Sintongchukeo-tang water extract before treatment of cells with hydrogen peroxide.

Results : Hydrogen peroxide induced cell degeneration such as the decrease of cell viability was measured by MTT and NR assay in the
cultured mouse spinal sensory neurons. Sintongchukeo-tang water extract was effective in the decrease of LDH activities of neurons produced
by hydrogen peroxide. Sintongchukeo-tang water extract was effective in the increase of amount of neurofilaments damaged by hydrogen

peroxide.

Conclusions : From the above results, it is suggested that hydrogen peroxide induces the inhibition. of cell viability in cultuered mouse spinal
sensory neurons and Sintongchukeo-tang water exiract was effective in cultured neurons damaged by hydrogen peroxide.
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Fig. 1. Dose-dependency of hydrogen
peroxide. Hydrogen peroxide-
induced neurotoxicity was
measured by MTT assay in
cultured mouse spinal sensory
neurons. Cultures were exposed
to 1, 15, 25 and 504M hydrogen
peroxide for 3 hours, respectively.
The results indicate the mean+
SE(n=6). Significant differences
from the control are marked with
asterisks. *p<0.05; **p<0.01
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H:Q: incubation time (hour)

Fig. 2. Time-dependancy of hydrogen
peroxide in cultured mouse spinal
sensory neurons. Cultures were
exposed to 254M hydrogen
peroxide for 3, 6, 9 and 18 hours,
respectively. Cell viability was
measured by MTT assay. The
results represent the mean =t
SE(n=6). Significant differences
from the control are marked with
asterisks. *p<0.05; **p<0.01
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Fig. 3. Dose-response relationship of
hydrogen peroxide in cultured
mouse spinal sensory neurons.
Cytotoxicity was measured by NR
assay. Cultures were exposed to
1,10, 20 and 40«M hydrogen
peroxide for 3 hours, respectively.
The results indicate the mean+
SE(n=6). Significant differences
from the control are marked with
asterisks. *p<0.05; **p<0.01
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Fig. 4. Time-dependancy of hydrogen
peroxide in cultured mouse spinal
sensory neurons. Cultures were
exposed to 20uM hydrogen
peroxide for 3, 6, 9 and 12 hours,
respectively. Cell viability was
measured by NR assay. The
results represent the mean+
SE(n=6). Significant differences
from the control are marked with
asterisks. *p<0.05; **p<0.01
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Fig. 5. Dose-dependency of hydrogen
peroxide on LDH activity in
cultured mouse spinal sensory
neurons. Cultures were exposed
to 1, 15, 30 and 60M hydrogen
peroxide for 3 hours, respectively.
Amount of LDH release was
represented as % of control, and
measured at wavelength of 570
nm. The results indicate the mean
+SE(n=6). Significant differences
from the control are marked with
asterisks. * p<0.05; ** p<0.01
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Fig. 6. Dose-dependency of Sintongchukeo-
tang(STCET) for its neuroprotective
effect on hydrogen peroxide in
LDH release. Cultured mouse
spinal sensory neurons were
treated with Sintongchukeo-tang.
Cultures were preincubated with
20, 40, 80 and 160ug/m! Sintong-
chukeo-tang for 3 hours, respec-
tively. After then, cultures were
exposed to 30uM hydrogen pero-
xide for 3 hours. LDH release was
measured at wavelength of 570
nm. The values are the mean+SE
for 6 experiments. Significant
differences from the control are
marked with asterisks. * p<0.05
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Fig. 7. Dose-response relationship of
hydrogen peroxide by neurofila-
ment enzymeimmuno assay(EIA)
in cuftured mouse spinal sensory
neurons. Cultures were exposed
to 5, 10, 20 and 404M hydrogen
peroxide for 3 hours, respectively.
Amount of neurofilament was
measured at wavelength of 490
nm. The results indicate the mean
+SE(n=6). Significant differences
from the control are marked with
asterisks. “p<0.05; **p<0.01
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Fig. 8. Dose-dependency of Sintongchu-
keo-tang(STCET) for its protective
effect on hydrogen peroxide in
cultured mouse spinal sensory
neurons. Cuitured mouse spinal
sensory neurons were preincu-
bated with various concentrations
of Sintongchukeo-tang for 3
hours, and then exposed to 20:M
hydrogen peroxide for 3 hours.
Amount of neurofilament was
measured by enzymeimmunoc
assay(E{A). The values represent
the mean+SE for 6 experiments.
Significant differences from the
control are marked with asterisks.
*p<0.05
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