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ABSTRACT

Protective effect of Salviae-radix extraction in HyO: induced renal cell injury

"~ Sang- beum Kim, Ji-cheon Jeong
Dept of Internal Med1c1ne College of Ornental Medicine,
Dong-guk University

This study was undertaken to determine whether Salviae-radix (SVR) extraction prevents the
oxidant-induced cell injury and thereby exerts protective effect against oxidant-induced inhibition
of tetraethylammonium uptake (TEA) in renal cortical sices. SVR (5%) attenuated HoO:-induced
inhibition of TEA uptake. HxO» increased LDH release and lipid peroxidation in a dose-dependent
manner. These changes were prevented by SVR extraction. The protective effect of SVR on LDH
release was dose-dependent over the concentration range of 0.1-0.5%, and that on lipid
peroxidation over the concentration ranges of 0.05-2%. SVR significantly prevented Hg-induced
lipid peroxidation. SVR extraction (0.5%) increased celllar GSH content in normal and
H;O;-treated tissues. When slices were treated with 100 mM H:O,, catalase activity was decreased,
which was prevented by 05% SVR extraction. The activity of glutathione peroxidase but not
superoxide dismutase was significantly increased by 05% SVR extraction in HyO;-treated tissuces.

These results suggest that SVR has an antioxidant action and thereby exerts benefical effect
against oxidant-induced impairment of membrane transport function. This effect of SVR is attribu-
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ted to an increase in endogenous antioxidants such as GSH, catalase and glutathione peroxi-

dase.
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Fig. 1. Effect of Salviae-radix (SVR) extrac~
tion on HyO:; - induced inhibition of
TEA uptake in renal cortical slices.
Slices were treated with 50 mM H;O,
at 25°C for 60 min in the presence and
absence of 0.5% SVR. Data are mean
*SE of three experiments. *p<0.05.
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Fig. 2. Dose dependency of HeO; on lactate
dehydrogenase (LDH) release in renal
cortical slices. Slices were treated
with various concentrations (10-100
mM) H;O; at 37°C for 60 min.
Data are mean®SE of four experiments.
*p<005, *p<0.0l compared with the
absence of HO.
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Fig. 3. Dose dependency of HxO:
peroxidation in renal cortical slices.
Slices were treated with various
concentrations (10-100 mM) H:O:; at
37°C for 60 min. Data are mean®SE
of four experiments. *p<0.05, **p<0.01
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Fig. 4. Dose dependency of SVR protective
effect against HyOp-induced ~LDH
release in renal cortical slices. Slices
were treated with 100 mM HzO: at
37°C for 60 min in the presence
and absence of 0.05-2% SVR. Data
are meanTSE of four experiments.
*xp<0.05, **p<0.01 compared with the
absence of SVR.
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Fig. 5. Dose dependency of SVR protective
effect against HoOx-induced lipid pero-
xidation in renal cortical slices. Slices
were treated with 100 mM HxO» at
37°C for 60 min in the presence and
absence of 0.05-22% SVR Data are
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Fig. 8. Effect of SVR on catalase activity in
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60 min in the presence and absence of
05% SVR. Data are mean=SE of
four experiments. *p<0.05.
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Fig. 9. Effect of SVR on

perdxidase activity in renal cortical

glutathione

slices. Slices were treated with 100
mM H202 at 370C for 60 min in
the presence and absence of 0.5%
SVﬁ. Data are mean=SE of four
exp%eriments. *p<0.05.
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