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ABSTRACT

Effec_ts of Juglandis Semen extraction on oxidant—induced cell
injury in lung tissues

Woo Heon Lee, Woon Gyo Seo, Ji Cheon Jeong
Dept. of Internal Medicine, College of Oriental Medicine,
Dong Guk University

This study was undertaken to determine Juglandis Semen extraction (JS) has a protective
effect against the cell injury caused by oxidants, t-butylhydroperoxide (t-BHP) and H:O: in
rabbit lung slices. Cell injury was estimated by measuring tissue water content and peroxidation
of membrane lipids was assessed by measurimg malondialdehyde (MDA), an end-product of
lipid peroxidation. t-BHP significantly increased water content in lung tissues over
concentrations " of 2-10 mM, and such effects were prevented by 5% JS. JS exerted the
beneficial effect in a dose~dependent manner. Hz0z (100 mM) also increased water content in
lung tissues, which ‘was almost completely prevented by 5% JS. t-BHP induced lipid
peroxidation in a dose~dependent fashion in lung tissues over concentrations of 0.5-10 mM. JS
significantly reduced t-BHP induced lipid peroxidation and oxidant-independent endogenous lipid
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peroxidation, and such effects were dose-dependent at concentrations of 0.5-10%6. JS prevented

H>02 (100 mM)-dependent lipid peroxidation.

These results suggest that JS prevents cell injury induced by oxidants in the lung, and such
effects may be attributed to inhibition of lipid peroxidation. The precise mechanisms remains to

be explored.

Key word : Juglandis Semen, oxidant, water content, lipid peroxidation, rabbit lung slices.
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Fig. 1. Effect of Juglandis extraction (JS) on alterations in
tissue water content induced by various concen
trations of t-BHP in rabbit lung slices.

Tissue water content was measured for 60 min at
37C in tissues treated with 05-10mM t-butylhydro
peroxide (t-BHP) in the presence or absence of 5%
JS.

" Data are mean=SE. of five determinations.
*p<0.05 compared with the values obtained in the
absence of JS.
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Fig. 2. Effect of various concentrations of Juglandis extraction
(JS) on alterations in tissue water content induced by
t-BHP in rabbit lung slices.

Tissue water content was measured for 60 min at 377 C
in tissues treated with 2 mM t-BHP in the presence
or absence of various concentrations of JS.

Data are mean*S.E. of five determinations.
##p<0,01 compared with the value obtained in the
presence of t-BHP alone.



—ol L8 29 : it Mkl A btk M AMJA B bk B KR~

2. BB
MR

@BEgfeoll WE Ak RS

1) t-BHPl & [8H S @ikftol #H &tk -

MRS AR
TRk FhHH# O] oxidantol &3 FhfM BHS
Bikste MR7E BBES BRLE HHstd 4
Blle AE ®RI /st 94 RES
t-BHPol k3l #24slv [EHS @igftd ¥
Atk i HRE RESNAT. 39 400M 2
= vigh Zeo] -BHPY BEZF #mEd =zt

§H ] BE{te t-BHPS BE HFste 8

st e, t-BHPE EHHSHA] @& EF M

O-Js
W +JS (5%)
*% *
100 I ml '
€ s}
c
3
- 60 [
<)
)
§ 40
©
2 20r
0
Control H,0,
(100mM)

Fig. 3. Effect of Juglandis extraction (JS) on alterations in
tissue water content induced by 100 mM HeOs. .
Tissue water content was measured -for 60 min at
37T in tissues treated with 100 mM HeO: in the
presence or absence of 5% JS.

Data are mean*S.E. of four determinations.
*p<0.05 cormpared with the values obtained in the
absence of JS.

#¥p<0.01 compared with control.
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Fig. 4 Effect of Juglandis extraction (JS) on lipid
peroxidation induced by various concentrations of
t-BHP in rabbit lung slices.

Lipid peroxidation was measured for 60 min at 37

T in tissues treated with 05-10 mM
t-butylhydroperoxide (t-BHP) in the presence or
absence of 5% JS.

Data are mean+S.E. of five determinations.
*p<0.05, *##p<001 compared with the values
obtained in the absence of JS.
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Fig. 5 Effect of various concentrations of Juglandis
extraction (JS) on lipid peroxidation induced by
t-BHP in rabbit lung slices.

Lipid peroxidation was measured for 60 min at 37°C
in tissues treated with 2mM t-BHP in the presence
or absence of various concentrations of JS.
Data are mean=SE. of five determinations.
*+p<0.01 compared with the value obtained in the
presence of t-BHP alone.
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Fig. 6. Effect of Juglandis extraction (JS) on lipid
peroxidation induced by 100 mM H202.. Lipid
peroxidation was measured for 60 min at 37C
in tissues treated with 100 mM H2O2 in the
presence or absence of 5% JS.

Data are mean+SE. of four determinations.
*¥p<0.01 compared with H202 alone,
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