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ABSTRACT

Antioxidant Effect of Juglandis Semen Herb-acupuncture Solution
[ . Effect on Oxidant-induced Injury in Kidney Tubular Cells

Young-Hae Kim, Kap-Sung Kim
Dept. of Acupuncture & Moxibution,
Oriental Medical College, Dongguk University

Oxygen free radicals can generated during metabolic processes in normal cells and by
exposure of cells to toxic substances. These radicals have been recogenized to play a critical
role in several pathological conditions including carcinogenesis and aging, and they have been
implicated in pathogenesis of various diseases such as seizure, Alzheimer's disease, Parkinson’'s

disease, myocardial infarction, respiratory distress syndrome, and rheumatoid arthritis.
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This study was undertaken to determine if Juglandis semen herb-acupuncture solution

(JSHAS) has a protective effect against cell injury caused by oxidants, t-butylhydroperoxide

(t-BHP) and H:0..

Cell injury was estimated by measuring lactate dehydrogenase (LDH)

release and lipid percxidation was estimated by measurimg malondialdehyde, a product of lipid

peroxidation. JSHAS significantly prevented LDH release induced by t-BHP or H:0; in a

dose-dependent manner at concentrations of 0.5-10%. Such protective effect was observed in

control tissues untreated with oxidants. JSHAS, at 5% concentration, significantly reduced LDH

release even when the concentrations of t-BHP and HxO: increased to 5 and 200 mM,

respectively. JSHAS, at 5% concentration, significantly reduced the lipid peroxidation by t-BHP

and H20..

These results indicate that JSHAS prevents cell injuw and lipid peroxidation induced by

oxidants in rabbit kidney cells. However, the underlying mechanisms remain to determined.

Key word : Juglandis semen herb-acupuncture solution, LDH release, t-butylhydroperoxide,

H>0;, lipid peroxidation, rabbit kidney cortical tissue
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evaporator2 ¢t ®%3n FHYd FF
7bated Aol 200mlZt HA F thg AL27}R
E2 e A N P 7bated  75%
ethanol &Ho2 F tg, Hfipsta A dA
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Effect of various concentrations of JSHAS

on LDH release induced by t-BHP in
rabbit fenal cortical LDH release
was measured for 60 min at 37°C in the
presence or absence of 0.5 mM t-BHP.

Data are mean*SE of four determinations.
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x** p<0.01 compared with the control (0
JSHAS).
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Effect of dimethyl sulfoxide(DMSO) on LDH
release in control and t-BHP-treated slices.
LDH release was measured for 60 min at
37°C in the presence of 05 mM t-BHP
alone or t-BHP plus 2.5% DMSO. Data are
mean* SE of three determinations.

NS ! nonsignificant difference.
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3. Effect of JSHAS on LDH release induced

by various concentrations of t-BHP. LDH
release was measured for 60 min at 37°C
in the presence or absence of 0.2-2 mM
t-BHP.

determinations.

Data are meanxSE of four

** p<0.01 compared with the control.
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4. Effect of JSHAS on LDH release induced

LDH

release was measured for 60 min at 37°C

by various concentrations of H.O..

in the presence or absence of 20-200 mM

H20:. Data are mean®SE of four

determinations.

* p<0.05, =** p<0.01 compared with the
control
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Fig. 5. Effect of various concentrations of JSHAS

20

on lipid peroxidation induced by t-BHP in
rabbit Lipid

peroxidation was measured for 60 min at

renal cortical slices.
37°C in the presence or absence of 0.5 mM
t-BHP. Data meanTSE  of
determinations.

+* p<0.01 compared with the control

(0 JSHAS).
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Effect of JSHAS on lipid peroxidation
induced by various concentrations of
t-BHP. Lipid peroxidation was measured
for 60 min at 37°C in the presence or
absence of 02-2 mM t-BHP. Data are
mean*SE of four determinations.

* p<0.05 compared with the control. .



