a7 asA A18¥ A23(2001d 49)

The Journal of Korean Acupuncture & Moxibustion Society

EKE o) WA Oxidantel o3 Wil nIx= 8
AR - $EX
izt ezt AYHRA

Effect of Scutellaria baicalensis Georgi Aquacupuncture on
Oxidant-induced Cell Injury in Renal Cortical Slices

Heo, Kyoung-Mee - Song, Choon-Ho
Department of AM-Meridian & Pointology, College of Oriental Medical, Dong-Eui University

Objective : This study was undertaken to determine if Scutellaria baicalensis Georgi (SbG) extract
exerts protective effect against oxidant-induced cell injury in renal proximal tubular cells.

Methods : The cell injury was evaluated by lactate dehydrogenase (LDH) release in rabbit renal
cortical slices and lipid peroxidation was estimated by measuring malondialdehyde (MDA). t-Bu -
tylhydroperoxide (tBHP) was used as a model of oxidant.

Results : tBHP at 1 mM increased LDH release and lipid peroxidation, which were prevented by
SbG in a dose dependent manner over concentration range of 0.001-0.1%. SbG provided the protective
effect against oxidant-induced reduction in PAH uptake by renal cortical slices and microsomal
Na+-K+-ATPase activity. SbG attenuated tBHP-induced depletion of reduced glutathione. 0.2 mM HgCl
increased LDH release and lipid peroxidation, which were completely prevented by 0.05% SbG.

Conclusion : SbG prevents oxidant-induced impairment in membrane transport function.

Key words : Scutellaria baicalensis Georgi, LDH, MDA, t-butylhydroperoxide, Na+-K+-ATPase
activity, HgCl,
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Fig. 1. Effect of Scutellaria baicalensis Georgi aqu -
acupuncture {SbG) on t—butylhydroperoxide (tBHP)-indu -
ced lactate dehydrogenase (LDH) release in rabbit renal
cortical slices. Slices were treated with 1mM tBHP for 60
min in the presence or absence of 0.001~0.1% SbG, and
then LDH release was measured. Data are mean*SE of
four experiments. *p<0.05 compared with tBHP alone,
#p<0.05 compared with control.
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Fig. 2. Effect of Scutellaria baicalensis Georgi aquac -
upuncture (SbG) on t-but - ylhydroperoxide (tBHP)—ind -
uced lipid pero - xidation in rabbit renal cortical slices.
Slices were treated with tmM tBHP for 60 min in the
presence or absence of 0.001~0.1% SbG, and then lipid
peroxidation was measured. Data are mean*SE of four
experiments. *p<0.05 compared with {BHP alone, #p<0.05
compared with control.

3. PAH Uptake 9t Na'-K*'-ATPase &4
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1mM tBHP #& A PAH uptake S/M HEL
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Fig. 3. Effect of Scutellaria baicalensis Georgi aquac -
upuncture (SbG) on t-butyihydroperoxide (tBHP)—induced
inhibition of p—aminohippurate (PAH) uptake in rabbit renal
cortical slices.Slices were treated with 1mM tBHP for 60min
in thepresence or absence of 0.05% SbG, and then PAH
uptake wasmeasured. Data are meanSE of four expe -
riments. *p<0.05 compared with #p<0.05
compared with tBHP alone.

control,
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Fig. 4. Effect of Scutellaria baicalensis Georgi aquac -
upuncture (SbG) on t—butyth - ydroperoxide (BHP)—ind -
uced inhibition of Na—K—ATPase activity in microsomal
fraction prepared from rabbit renal cortical slices. Slices
were treated with 1TmM tBHP for 60 min in the presence or
absence of 0.05% SbG, and microsomal fraction was
prepared. Data are mean=*SE of four experiments. *p<0.05
compared with control, #p<0.05 compared with tBHP
alone.

4. tBHPZ FHBE GSHY B0l 0[X= ¥R

ImM tBHPtBHP A2 A 2.26£0.20 gmole/g
wet wt.o]1z, tBHP Hg ¥ 0.64%0.06 u
mole/g wet wt.2 WSR2, 0.05% SbGelA
1.9620.10 pgmole/g wet wt.2 HEMUA Ein
&2t} (Fig. 5).

, H

Control BHP

GSH content
(pmolelg wet wt.)

fBHP
+
SbG

Fig. 5. Effect of Scutellaria baicalensis G - eorgi aqua -

cupuncture {SbG) on t—butyl - hydroperoxide (1BHP)—ind -
uced depletion of reduced glutathione (GSH) in rabbit renal
cortical slices. Slices were treated with 1mM tBHP for 60
min in the presence or absence of 0.05% SbG, and then
GSH content was measured. Data are meanSE of four
experiments. *p<0.05 compared with control, #p<0.05
compared with tBHP alone.
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LDH# S 0.2mM HgCLE #g 4 325+
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HAA WAt 281 HeCh2 fitd IeE8
B bRl MDAES] e SbGell s HE#
AA WA 3tsiHFig. 6,7).
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Fig. 6. Effect of Scutellaria baicalensis Georgi aquac -
upuncture (SbG) on HgCl: —induced lactate dehydrogenase
(LDH) release in rabbit renal corical slices. Slices were
treated with 0.2mM HgClz for 60 min in the presence or
absence of 0.001-0.1% SbG, and then LDH release was
measured. Data are meantSE of four experiments.
*p<0.05 compared with control, #p<0.05 compared with
HgClz alone.
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Fig. 7. Effect of Scutellaria baicalensis Georgi aqua -
cupuncture (SbG) on HgCla— induced lipid peroxidation in
rabbit renal cortical slices. Slices were treated with 0.2mM
HgCl> for 60 min in the presence or absence of 0.001~
0.1% SbG, and then lipid peroxidation was measured. Data
are meantSE of four experiments. *p<0.05 compared with
control, #p<0.05 compared with HgCl, alone.
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