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Effect of vanous concentrations of
t-BHP on lipid peroxidadon in the
presence or absence of Bombycis
Corpus extract (Bom) in rabbit renal
cortical slices. Lipid peroxidation
was measured for 60 min at 37C in
the presence of 0.1-1.0 mM t-BHP
with or without 0.5% Bom. Data are
mean*S.E. of four determinations.
*p<0.05, =**p<0.0l compared with
the respective control,
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Effect of various concentrations of
t-BHP on LDH release in the
presence or absence of Bom in
rabbit renal cortical slices. LDH was
measured for 60 min at 37C in the
presence of 0.1-1.0 mM t-BHP with
or without 05% Bom. Data are
mean=SE. of four determinations.
*p<0.05 compared with the
respective control.
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Effect of Bom on lipid peroxidation
induced by 1-BHP in rabbit renal
corucal shices. Lipid peroxidation
was measured for 60 min at 37T in
the presence or absence of various
concentrations of Bom/or 1 mM
t-BHP. Datz are mean*S.E. of four
determinations. *p<005 compared
with value in the absence of Bom.
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Bom (%)
Effect of Bom on LDH release

induced by t-BHP in rabbit renal
cortical slices. LDH release was
measured for 60 min at 37C in the
presence or absenwe of varous
concerurations of Bom/or 1 mM
t-BHP. Datz are mean=S.E. of four
determinations.  *p<0.03 compared
with value in the absence of Bom.
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. Effect of Bom on lipid peroxidation

in normal rabbit renal cortical slices.
Lipid peroxidation was measured for
60 min at 37T in the presence or
absence of 1 and 2% Bom. Data are
meantSE. of four determinations.
*p<0.05 compared with control.
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al T
2 -
0

Control H,0, (5¢ mM)
Effects of H:0, and Bom on
catalase activity in rabbit renal

cortical slices. Tissues were treated
with Bom (2%) and/or H:0» (50
mM) for 60 min at 37T, and then
catalase activity was measured. Data
are meantSE. of eight determina-
tions.
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Fig. 6. Effect of Bom on LDH release in

Glutathione peroxidase
(nmole/mg/min)

)
®
0o

normal rabbit renal cortical slices.
LDH release was measured for 60
min at 37C in the presence or
absence of 1 and 2% Bom. Data are
meantSE. of four determinations.
*p<0.05 compared with control.

150 + [ -Bom
M +Bom (2%)
120 .
90 |
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60 [ ==
30
0
Control t-BHP(1 mM)
. Effects of t-BHP and Bom on

glutathione peroxidase activity In
rabbit renal cortical slices. Tissues
were treated with Bom (2%) and/or
t-BHP (1 mM) for 60 min at 37TC.
and then glutathione peroxidase
activity was measured. Data are
mean£SE. of eight determinaucns.
*p<0.05 compared with the absence
of Bom.
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34 AafErE LA D, ol E Lo
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ZAeRTh 1Y 9olM B upel o] wy
79| PDBug #7I& of WA Aas)7]
o] Aoz Jveh}Ee chemiluminescence?
7FE B3, aRE FEEL 001%, 0.5% 2
0.1%5 A WA x] &8 ui chemilumi- nescence
7t AR 3229 w5 vlasted 7ty
ot ol2gt ANEL AEE F2E° FH ¢
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Fig. 9. Inhibition of chemiluminescence by

Bom in PDBu-stimulated human
neutrophils.  Neutrophils (1 %10’
cells/m?) were mixed with luminol
096 we/md) in  Kreb's-Ringer
phosphate solution. After

praincubation for 5 min with Bom,
PDBu (005 mg/mt) were added and
chemiluminescence was meaured.
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Z tAtso] 2E3tEd.
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gastn Qe FAs AL A4S S/
A GEo] Y Wy AXNNE AAsGe
8o 71 & 4 Atk =AM hydro-
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AlA AAz e F8E I3z 93, glutathione
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= Abstract =

Antioxidant action of Bombycis corpus extraction in renal tissues

Moo-Hyung Lee - Cheol-Ho Yoon - Ji-Cheon Jeong

Depariment of Internal Medicine, College of Oriental Medicine, Dongguk University

This study was undertaken to determine whether Bombycis Corpus extract (Bom) has
antioxidant action. Kidney tissues were exposed to t-butylhydroperoxide (t-BHP) to induce
oxidative stress.

Lipid peroxidation was estimated by measurimg malondialdehvde, a product of lipid
peroxidation, and cell injury was estimated by measuring lactate dehydrogenase (LDH) release in
rabbit renal cortical slices. t-BHP increased lipid peroxidation and LDH release in a
dose~dependent manner over the concentration range of 0.1-1 mM. Such effects of t-BHP on lipid
peroxidase and LDH release were prevented by 05% Bom. When tissues were treated with
t-BHP in the presence of various concentrations of Bom, lipid peroxidation and LDH release were
dose-dependently inhibited by Bom. Bom at 1 and 2% concentrations inhibited lipid peroxidation
and LDH release in normal tissues. Bom at 2% concentration increased glutathione peroxidase
activity in tissues treated or untreated with 1.0 mM t-BHP. However, catalase activity was not
altered by addition of Bom. Bom inhibited generation of reactive oxyvgen species.

These results indicate that Bom inhibits lipid peroxidation and cell injury in tissues treated
with or without oxidant and this effect is, at least in part, attributed to increased activity of
glutathione peroxidase and a direct sacvenging action.
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