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fifi wHRRlA WIBE dhtige] ME(UYE Mille A5
P el vizle 8

=EE - 78H - BEX
REIABE RENAR NEBEE

(XB) #ike WiifEo 24 TEE BHisin THRE SHsie MEste Zakol slol sad
T, BEe] hERC] ANEH gedl B ARAdIA BRSO kT Ml Hgme phik
o RE Yol y] Bl EEEAIQ t-butylhydroperoxide(t-BHP) & H,0,.24 #iig B L8 £
Witk shibwe] UL B 2 HEHL BSR FEEo vixle &8 ML 1Y X Bk

HRE AESIAC.

o] A ke I ARIA IEE S ERREE IHTCS R oxidantoll 4% MiPhE FEL LY
F A&E HAFAN AHEA glutathione®] BWE L HiEL EE  catalase S} superoxide dismu-
tase 9] &= BMLE F281A] 2312 glutathione peroxidased] &S FESH @Al ZH oo,
superoxide radical® hydroxyl radical®] AK-& FAAIZ ) ahebA, fiti Akl A] Bkt MR 1Rl
2% kel (RE BEc FEFoE Ml Pt &R B et EEREEEEE AH W

EANle fEfd ERske 2oz Atgdc

A 22 s (¥, IES 8L, it BR B Aseid

1. 4%

R S (oxygen free radicals) & it
9 & BB BAGRE B o, HR, O
T B1e & B8 HRe dodle EEY
REo 2 ZEHI Urhius

fhol A BEREMR S S Em-BER KT
A /B o2 71X RRERREENCS
dodle FHez 4aA A %3] i X
Foll BHisle] 27) o =0 e EmNet
oxidantE°] BE3L Uv HRPE &
RS B2 AifetEe] woheW ot KEH

%g

Yol I WM QR 12 e fhEhEkE
87t FAEA FEEET e iRl RhollA
BEFp RS K Al J/ES LT & e
HEE sk 2 e EFEd,

olg EFFHEHLEC]l EHEMA MidMT
B4 oY Bole T o] 8 rEdhH
R HESE 7HAL o AlagoAM 8B4
He HEEFELEC Mk AES Jo7A B
= JMErrrsta ded HE BeE o9
Aol M BT HHS HEHER olgs BrE
SAY B4 S IS B&olAM olEdh HE
BrENSS-S BN T Bl AR ET
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Kk PIERCRE Bstst FUHSH=W ool
A Q.

WREAME A2 Wik E o] 4 KR
PiRs(t Bl shel superoxid dismutase®)
EES $ERAIR R M EfL gl KK
frol FUHAETESL sllon 7] H9e A
HiFREE] Apo] Aol FhEAA bl mEk
ENS frAAIZe B EEFSEEIE Akl
M= A festd ot

MEE B, Mol Sieste] Daliens gusss
o it R QW WM W T T2 R
MR 25 RS tafRCl ISR o] e il Kol A
PREE fFH #7E g Rez oJAAY
oo %t v MR Holx gert

olofl EH Hbkel <lgt M MM FH
EHmFLS H3 Ml 185 Bk B8ORS
st Pifig(t Bkl iEtol vxle Rags
FEwmol He A4 Wk #ULE Byl
v BEH A SRS A7)l #Higske vt
olc}.

II. T488 M¥ 8 J5ik

1. 8 2 B

D& %

i 15-20kgSEE EVE ARSI

2) 8 #

#EE #bk(uglandis Semen) & wiroll A
A, B RSt

2.5 &

1) e ®E

#tk 150g-2 1,000m¢ round flaskoll ¥ 7%
K 500meE Mgt o3 AHBES MHESI 2
BRffa} B gk A el 2081 5 | IRAT S
BER@EESE BEst mili#k 100miE o
BRl (Y BEAYN FEF BER xqo
it =

2) Bh HBRL OS] WE
BNE AN F fiE ftisted Stadie-Ri-
gps microtome2 2 °F 0.3-05mm FH 2 filiy)

Fg wrEol fAstc

3) Oxidant®] W

AEIA oF 50mgS 4mf9] incubation ##go)
E0] A= Beaker £ % il Dubnoff metabolic
shaker MolA] 100% EEEES A& GHashAA
37Col A incubationdtAt}. 71¥ incubation ¥%:
#el #EAkE 130mM NaCl, 10mM KCl, 1.5mM
CaCl,, 5mM glucose, 10mM Tris-HCI(pH 7.5) &
Hol glen, -BHPe|lY H,0.5 EEET we
ol& oxidant7} Sl U= BRANA 605
incubationd} ). Incubation #oll YIHS &
ojulo] {ifiRe] RE A= HFESY) B3l i
Mol i AxE piEstdon, =3 MiE
il JEEY HESLY Biffol e ANE A
A

4) i e B e

i AR BiE Rige AR B 482
RiEste st e, 74as] RS oo
2t} Oxidant® RHEY iYIFS Bolulo]
BEE 2718 9 02 FAE A X, 80Ty
WAREC] 91 48K B F-AV —EE o
A FRAIA AL Mffe] FAY &g
Al ke ¥A £R2AM B SBS HE
L=

5) Malondialdehyde &8 BlE

AL HEE S AR E B=E 3 B malo-
ndialdehyde(MDA) £-8- Uchiyama®} Mihara<]
HEPe 2 flEste FEsIAG 33 B
&3, oxidant2 FEAEE YA S 7R 115%
KCl %#(5% wt/vo) &M BREstach o
AR S 05mlol 1% Bt 52 3nfx)
0.6% thiobarbituric acid %# 1mS ~msts
BE BolA 4550 st o) n-Butanol 4mf
& #Fndte 5T23] 4 o 2000X gl A 20
SE FEOSER ¥ EERY BEEE 5367
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- GRS 2A R AERCNA #AHk thdidio] E{biE Ml fAUEel BHENRHC viNe ww -

520nmellM RlEdtatt. &R 48S Brad-
forde] hEMo g PEstgon], MDA & &
A Img % nmoles® FEHRskth

6) Glutathione(GSH) &8 RIE

GSH &#-2 Anderson® HKi22)ez JE
st} 0.248mg/m¢ NADPH(143mM  sodium
phosphate, 6.3mM Na4-EDTA, pH 7.5) ## 700
g, 6mM 55’ -dithiobis-2-nitrobenzoic  acid
(DTNB) %% 100p19h ZEHK 198ulE cuvetted]
wol 30Tl 1551 ule F HE 2us ¥
A& 5 266U/ml GSSG reductase 10pE ¥
mate] 412nmoll M RHES] MLE BT
H{7+ ug/k proteinS2 ERRATE

7) L K B e

© Catalase &M P

Catalase {&#:-2 Aebi®] Al wa} HO,
o] 55# HEE spectrophotometer® =23}
FiESHA . fhlE 4182 50mM potassium pho-
sphate buffer(pH 7.4) 9] BBEAIA Triton X-
100€ 0.02% HA FHInF F 40,000g91 A 3057
BOLTBESH ERERE BEiRen, 2nle] i
ol 50mM H202 1meg ¥pnste) KEES Al
ZAIZ| L 240nmol A 30X B2t BAEE RE
st LBkl EARH REE Bradford™e]
FHe 2 RIEEA catalase FEMES nmole/min
/Mg protein®.2 YERJYTE

@ Superoxide dismutase(SOD) &t BiE

Xanthine-xanthine oxidase®} superoxideol]
o3 ferricytochrome <7} #UsHe RES
SOD7t Al 7Ie U2l E olfsld 1 Eg
BiEStA T Htik ##8-2 50mM phosphate bu-
ffer(pH 7.8) ¥H#olA HHEAIA FHAY grzix)
4To] B@stm olefe] FERLS TN T8t
Ao, 3me FEe HEFl incubation BRE(S0
puM xanthine, 0.1mM NaOH, 20uM cytochrome
¢, 0.1lmM EDTA, 50mM phosphate buffer, pH
78)& 29n¢ ¥ P31 FHBGEEK, SOD-stan-
dard X% tissue homogenate) & 50u4 FhR

3ttt 0.1mM EDTA &#ol 02U/ml xanthine
oxidase & THEO] 50ul¥ #HMSIT 41 F 550
nmoll Al BHEEE JEsINes, 1 Bfre
nmol/min/mg protein® 2 FR3}%ch

@ Glutathione peroxidase &t FIE

Glutathione peroxidase &% BE 2 Flohes}
Gunzler®] FE~ o2 73t e], a8 49
st B2 il A4S 0.1M phosphate buffer
(pH 7.0) BEAA BWAA FHE 94714 4
Coll 2 384}¥ 3 0.1M phosphate buffer(pH 7.0)
50041, 3%+ 100u), 2.4U/ml glutathione reductase
100ul, 100mM GSH 100pl€ semi-microcuve-
tteoll 3o 37Cl A 10434 preincubation3}$1th.
15mM NADPH #A#-E 100ul ¥} hydropero-
xideol F3¢ NADPH B#E < 35 §¢ 7
£4it}, 2mM t-BHP 100uE FEhasted 340 ==
365nmeoljA] KES] HAE o 547 T BE
3ttt BEf7+ nmol/min/mg protein® 2 FR
o712

8) Superoxide radical &% NE

Superoxide radical &8 HIEL Azzi §9
HE®o ks 50mM KP. buffer(pH 75) —
Efol ZE< 90mM succinate, 150mM KCL,
30mM KCN, 0.3mM cytochrome ¢ ¥ mitochon-
dria BFER & Ahnsted Jk SEERS! 3.0me7t
A ) o] KEERS 37CAM 25/ KEE
AI71 A 550nmell A BIEEES] BMEE RE st
superoxide radical®] &S EZE3I ) Supe-
roxide radical®l! &&-& 1mge] EERHEol 14
HR%A1Z) reduced cytochrome C2] & nmo-
lesZ JERSICH

9) Hydroxyl radical & JE

Hydroxy! radical®] &8 JEL Richmond
%ol Hg el we} 0.1IM KH.PO. - KOH buffer
(pH 74)9 25mM sodium salicylate, 0.3mM
EDTA, 0.1mM FeSO4, 1mM H:O., 02mM hypo-
xanthine ¥ xanthine oxidase$ #RLIAIA 25C
oA 905fs XEEAIY thg 1165 N HCL=
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RHES #TAND RE EHS ether2 ©lF,
i, EEAZ 3 ZERUK 1mloll o 10% TCA,
10% sodium tungstate, 0.5% sodium nitrite %
05 M KOH %S msh 32tarx] & #idk 510
nmoll M BXIES] #4EE MIE St hydroxyl ra-
dical?] &8 HWESHAL

Hydroxyl radical®] &5 F3c Bl A sa-
licylic acid2%-€] hydroxyl radicalell ©]&} 4:h%
¥ 23-dihydroxy benzoic acid f#-& nmoles®
vehfict.

10) HeatugsE

RS BYft + B E Jehiden,
Tt HEMS Student's t-testd FIHSH
o] HESIRT p0.05Y W FES ez ¥
Estd ot

. 7 By KB #H

1. Oxidant2 BRIFE! b $BEOIA =2 &80
IRV ES

Oxidant® @IS Al Mol M 22 &)
H3F bk hhiwe) ARE IS #E EE
%ol A -BHP 5SmME @EYS 7% AR
o] &iol 8230+
177% A 9232+ 1.75% 2 {INTF2EA oxi-
dantoll &3l Bfi MRS} FIE AREEVF FREA
28 Bt 7)o Mk hhli 5% & HRinglS
ol oxidantell k3] #HMHAL 2] FEL 8315
+128% 2 BES B E Jetllo] E¥E A&
g9} e K¥EZA EUEEACH(Fig. 1. A)
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‘;" 20 F
0

Fig. 1. A) Effect of Juglandis extraction(JS) on alterations in tissue water content induced by t-
butylhydroperoxide(t-BHP) in rabbit lung slices.
Tissue water content was measured for 60 min. at 37C in tissues treated with 5mM
t-BHP in the presence or absence of 5% JS.
Data are mean# SE. of five determinations.
*p<0.05 compared with control and the value obtained in the presence of t-BHP alone.
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— G 24 M MOl A Rtk ddike] (b Mk 4RISSl BrEMERO) vl g -

2. fgHel @E{tol 5t WR

#AHk hiigol oxidantoll 4§ il Mk RG-S
Brikshe 7l BEEe AL E MEiste v
el XE #EZsty] Bt -BHPAl k3l

RS IREY ARl B Atk il
ﬁ(ﬂ\r M stk t-BHPE EHISHA & IEH
A A BEE S BFsLE 15657+ 7.95 pmole
MDA/mg protein®l 29, 5mM t-BHPE BE I
S A% IEHE WH{bE 57902+ 77.65 pmole
MDA/mg protein®.2 oF 3.6uf o]/ §iZ%3]
st ). o7l 5% #tk RS g R
t-BHPl| {k3ll FEEE IEE ] ARty 36444+
19.04 pmole MDA/mg protein®2 HE3H
S Ak (Fig. 1. B)

goo B

3. #fae| et {EFON W3 ™R

1) #MHaS GSH #efEol | syt

GSHY= o2 #Hi4pHol A% ik BES
Bil-shes B LS VR B o), M
A E=Ash: FUEE LR 985 st S
okl qluk > whekA #ibk flillii ol oxidantoll
o3k M3 HES Bhik-dhe el MR
GSH #uE g A Jdeide Ag &3
;1 23t 2mM t-BHPS 2] & kol A GSH

iy kHbol hE Bk fhiirkel BRE AL
a}%m. 1y 2004 By ulel o] 2mM t-
BHPE x2)% fifkol -] GSH B&E7T #-2l3HA

Watar, 5% Wik hhibike) HmnEUS W
IE #iskelt +BHPE 2l il Mv: GSH

600

400

200

Lipid peroxidation
(pmole MDA/mg protein)

Control +-BHP t-BHP
5mM

-+
JS(5%)

Fig. 1. B) Effect of Juglandis extraction(JS) on lipid peroxidation induced by t-BHP in rabbit lung

slices

Lipid peroxidation was measured for 60 min. at 37- in tissues treated with 5mM t-
BHP in the presence or absence of 5% ]JS.

Data are mean+ SE. of five determinations.

*p{0.05 compared with the value obtained in the presence of t-BHFP alone.

**p<0.01 compared with control.
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ol

e gl Jehga] gk

2) Catalase i&EYEol $43h 24!

50mM H.0.& 2 HUkN A catalase &
Yol g4lol] e Ak i) e AR
A, HO.E AMe¥E wi catalased) &M
& A shA Rk E e B dlEe MY HOE
] 2]3t kol Al catalase®] &S #AHE Ml
Wl o3 e A edch(Fig. 3)

3) Glutathione peroxidase &Pkl #3 B

Wk mhitkae 2l HUE{L ULt glutathione pe-
roxidased] IS HNAIA JeEhde d4elR]

£ wabsbv] A5k B R - BHPE Al s
HEgAl M Bl GBS 2AS A, Ty @
oMLt 2mM t-BHPE M a3t #lgolA a9
kol B¥Fe EES sl Az
(Fig. 4)

4) SOD i&thol #H3 2R

superoxideS & ftdhe #F2) SOD Eiiol
bk dhEel ol RS WEXE zAG
B3}, o] AHA B vbel ol itk il S
Aegde 74 SODo EMe HEE e
Rolx| g3tch(Fig. 5)

k3 3
[ _]_ |
010 ™ T
Q =
c 0.08
o>
L © 0.06 F
gt
=~ 0.04
&)
0.02 |
0 -
Control JS t-BHP t-BHP
(50/0) (ZmM) +

Fig. 2. Effect of Juglandis extraction(JS) on cellular glutathione content.
Glutathione content was measured in tissues treated with 2mM t-BHP for 60 min. at 37C

in the presence or absence of 5% ]JS.

Data are mean+ SE. of four determinations.

**p<0.01.
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— FGEES] 2A M MOl ARt dhiHC] BMUiE MRE JR(TS! BFEUREEC] niN e gy -

**

2.0+ - ]

10t

Catalase
(mmol H,0,/mg/min)

Control JS HZO2 HZO2
(5%) (50mM) +
JS

Fig. 3. Effect of Juglandis extraction(JS) on catalase activity
The enzyme activity was measured in tissues treated with 50mM H:0, for 60 min. at 37TC.
in the presence or absence of 5% ]S.
Data are mean+ SE. of four determinations.

**p<0.01.
* %k
—
Q
» 500}
@ T
T
X ' 400 }
5B
o & 300
Q
c £ -+
o 3 200f
£ E
S E tof
=
© 0

Control JS t-BHP t-BHP
(5%) (2mM) KA

Fig. 4. Effect of Juglandis extraction(JS) on glutathione peroxidase activity
The enzyme activity was measured in tissues treated with 2mM t-BHP for 60min. at 37C
in the presence or absence of 5% ]JS.
Data are mean+ SE of four determinations.
*+p<0.01.
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s 30
)
S _ as| |
i
w3 2t
T 2
gg 15 F
=< E
O3 107
m\—f
= st
N

0

Control

JS t-BHP tBHP
(5%) (2mM)  +

JS

Fig. 5. Effect of Juglandis extraction(JS) on superoxide dismutase activity
The enzyme activity was measured in tissues treated with 2mM t-BHP for 60min. at 37C

in the presence or absence of 5% ]S.
Data are mean+ SE of four determinations.

4, SRRl HE BE HR

1) B EPNA superoxide radical®l 4:a%ll
u)Xe g

HEBEMNA —B¥C 2 superoxide radical
o] 48S WAZIE ZANA bk R
S 4WB7) 3td ik ik REE
®]inA 718 A superoxide radicalel f=HES T
Fsigion], Mk hKY BEE 05% %A
LAl A BEF A3, BE KFHISZE supero-
xide radical®] 4kl B4 = o] Fhn 7 0.25
% Y superoxide radical®] G/ o] 1054+ 0.66
nmoles/mg protein/hroll A 544+ 0.38 nmoles/
mg protein/hr2 2F 50% & #A& Jehlo] su-

peroxide radical®] 4£/%S FESHA FHEIA AT
(Fig. 6)

2) SBERNIAM hydroxyl radical®l 4a%ell
uXe g

RBEMNA hydroxyl radical®] 4fkell vl
e HES Yoy A #ik mhHiEe
7wn BRES EHIAIZIEA hydroxyl radical®]
AREE BES AR, i RE ] I8 hyd-
roxyl radical®] 4akc] HAEHALH 05% &
o] 4k hhi# oA hydroxyl radical &0l
3027+ 2.77 nmoles/mg protein/hrofl A 1029+
1.72 nmoles/mg protein/hr2 < 67% 2] B &
Vehfe] gEgstAl Migisldc.(Fig. 7)
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— FGES 2A M Aol A #Abk shiiao] ER{bt: MR MBS PSR vX)e g

=
N
Y

* Xk Xk

% % %

Reduced cytochrome C
(nmoles/mg protein/hr)

OL_l 1 1 1 1 1

0 0.1 0.2 0.3 0.4 0.5
JS (%)

Fig. 6. Effect of Juglandis extraction(JS) on the level of superoxide radical in vitro
The assay procedure was described in the experimental methods.
Data are mean+ SE. of three determinations.
***5<0.001.

40

30

k%

10

2, 3-dihydroxy benzoic acid
(nmoles/mg protein/hr)

oLl L 1 L ' A

0 0.1 0.2 0.3 0.4 0.5
JS (%)

Fig. 7. Effect of Juglandis extraction(JS) on the level of hydroxyl radical in vitro
The assay procedure was described in the experimental methods.
Data are mean+ SE. of three determinations.
*p<0.05, ***p>0.001.
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V. % ¥
et = (oxvgen free radicals) & EAL
9 57 FEREol BHERS Wk obl el fiiliK, R,
parkinson &=} & rERNER: S, (ORTRIZE
o] [LBEEE, rheumatism H BHiTL & Hed
FEmol Al mEER fEiNo e FEdn o

MEEMET S o ik mFE7 488N
FALRT el EFIAE2 FHszEA
oo s Bisol sk el e 158
£8 EFel Rt MIEZ superoxide anion(O.
"), hydroxyl radical(OH) 2 hydrogen peroxide
(HO) &*o] Utk olH2 vl ALES WK
B2 Foshes 4Hme] ok Al Alige s
AA Fiee sto] MRk i) HIES HRse
Ao g A Uk HmRFHE S KT Al
HIF (FAS MR JiBo R olojA 1 HEMS
2¥F ol ZLREE (Bilshke 418y
REES 2 #W&EP oA k.

HHEEA oo} AP MAE ElL &
EHRERR BiEE fuLOo B o]FojA| 3 Qlufams
» 1 7bed BREE BR7T Eske #tol
BGE v FWasstal BESRAEN: 0l KT8 (K
BtiEEpo] BRI #Eo] B e R
550 HEAQA FEURETSA, sFkBEGEl
Agkol n|XH Fe] MK AL LI HiHel
FHERERE BEAES) 3842 Bl Yol Kol B Ed
Mg baso 2 ok, ipRmRE ol 42 &
erex= wlat gl A FiE wishke 3
S uFeRit, 4 REEY (B, AlES 150N
gt Fo Hiee veld ok opllet Sl
B2 A% fANE Folx FRY @EEyol
PREL fEFo) B3 PrREe Aol 5t 3
90| HiFKL ol M @FHetn stA,
7} geoo BEARMEE Rt i BFRe
HRE AA A= B catalase, glutathione
peroxidase 2 KREdE HES 71X SODY
& el e AT e ReZ WA
sl #iEEgEY PolMe WEE, #idE &
#F, BEX %ol |mily FiEelA HiEix

BEriel empsbE S8k MilEd e B%
st o, MEML BRe & ind)
ol Xy 4i4ne] HE UIRRE 8 589 i
1, LU, W F o] ol 218 SOD 9| &t
Wng WSk, FYe By (LEE 4
{0l SOD ¥ glutathione peroxidase®] (&S
WnAl v stE

dibk wibnsEo 2 tekrt H, @k wmars,
FlfL, alifEoaiER:, AT, HINE, MEER:
T8 o) Hfte s BEIEM, B BEER,
Mg AR R Q18 &M, EHASY IR ER &
off fEfresse gl =g 53] ERUBHIL Qo)
TE gz o4 #E BRI HRE EER
HEEA B &l 2ot o2 SESEES,
HEZKERS %ol RSt BRI lThaL ok
w2t A Bt i ERR SR A% wE
Hoig 2 THEE Fo2 RIAMES] MEek 1RGN
Fies v RS BB 2 8 TEIEN, £
FGHTRE KB T2 Btk O, B
T, ABSMET, AREYY EERC F9
o EE #AEHSE ' Ut

olo EEvE #H7l M AR PR
Hago] AT P AE Re2 B KR
el b MRS FEMFEEE K AR
e precshke dl AF FIASEIL e ox-
idant$1* t-butylhydroperoxide(t-BHP) ¢+ H:0,
2 ORmE o Mt miliEE Hnshke e R
Wtk hhiiwe HlEME BER 2 Bt R
iEkol vXe pES AEsdoy, AFHY
fezfmol &F sMbdl vlXe gEe ot
B7) $jste] EESEEEES SRS HWAlTle
Zziol #k MBHS Hindte EHS StYTh

A FEANA B @8kl oxidant?l t-BHPE 5
mM #EEE EE &5 48R e g2
Wingto 2 A fhEiEe] H¥HUSS ¢ F7t
AT, o) 2} 8 i A2 5% AIBk HHiHEo)
HACE W el REe HEY £ Ut
wh2bA] #Bt fhit#ol oxidantoll k3t Al Rk
M) BES BIEE + U BRAFAH
OxidantE°] i AES Yol #IE 9o
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— ZEMES 2A B MRl AAHE Shibio] BR(LYE MINE JRMFS] BrEUEd] X E g -

shube BFES AL ES 3k whiligkol
oxidantol] k3 ftirphE 42 PhiLShe BR7t
AERRCl A BEE S BAMLE ISt Jehves
EAAAE W23y B3t 5mM #RES] t
BHPE A2i3te] BES #£E BEHY At
Wi #wmEo 24 BHP7F BEH S SBMILE
sl MRS BRAIN S ¢ 7 AT
olgi§t t-BHPol K& JEES] WRILE #Hk
hhitigkol HHIA HEAIZ o2 #ikk hhit
#ol MirpiES Bk 3he Bt IR S B/ILE
oo 24 JEld wfiettS B

ol 2} #Atkel <%t FEE o @M LIHE HH
ol HeES Yol 7] st Ml Ik
o7 FAshs BL BHETHEQ bi(b B

HEol Ulxle Wbk hhliAe] MEE BEY

B3R, MR FELE 98 she ez
2212 glutathioned] &kl HER #8(L7t
ERA] ghte | H.LO.8 #fgshe %R cata-
lase®™ ¥ superoxide® 7 ##she &% SOD*

o EolE HES #brt JehdA st

23y HO, 9 ol t-BHPS} 2-& organic
peroxide® A7 4189 = Y& Hilt
R¥% ol 3132 glutathione peroxidase51) <)
Eie ER Al Y 2mM t-BHPE Mg
AN 25 3k Mg 93t HFESH
MAHNUD. o] BESIA t-BHPE AHHE o
glutathione peroxidase® &M< #A7 et
A %€ Fol dFME & 771 Y2 oxidantE
A2 Felol A HiHL BERe] iEie] 2318
wmdche RERS 218 v Ag®
TH RABENANAN Akl ERREEES
hE AFAY BE HRE HEY KR A
ML BWES KHFMNSZ superoxide radi-
cal®] 4£aEE sy, & % b 7P
AT FES AU e Aeg 42 hyd-
roxyl radical®] 458 EASA PN A
oz JEboh whebA Ak ol MR &
Bl Bashe BRAHMESES Y BEY
S2H MK B/ES LY £ U Btk

LLEe] ¥EE fREsta #tk Hiidke] Bb
A A BEE Y Bk RES Mt oxi-
dantell k& MFIES PHIETo 24 KKE Hi
REemize] FA (EHE & e TEES
skl om ol2igh dAkk Mhiime] HRAL
PO BEHe 2 N PURIL BERS) Rt
srhnel EFHHGEE A g APAA HE (F
Hell {ZiMste Res vebgtot bkt kel
Atbel vt BER EAES ARk BN A3
Uebde A £ §EE &t AAE minA s
e ¢ 7 AR ool dig Preevt o w
Aoz Brdd

V. & E

Wk whthigol MholA EEFREREE S #&
A /TS BHIEE 5 e AE LolR B
3lod MWLM t-butylhydroperoxide(t-BHP) ¢t
H.O0.2 #8412 Ak 18EoA 3tk hitigkel
HilEt #5 2 ik B¥Xe &t vl
Wl BBl B A MmEx BAE
A3t ok

1. tBHPE @ fih ol 29 G&ol
#hnstgl o, olel g sine 5% Abk HibEk
K3 BHEIA Ao, =3 JEES &
b= BHESA #%H sk

2. tAtk AhHIRS AR glutathione®] HE
de #tE LA X3t

3. Witk hhEES PIRRL B¥FE b catalase %
superoxide dismutase®] fEtEole #HLE 2
314 ZalHt.

4. IE% AfAAMY 2mM t-BHPE A%
ARl A T 5 bk fhli# o] glutathione pero-
xidase®| FEHEES HESH EAZ

5. HAMk Hhib-2 BEEol LISt superoxide
radical® hydroxyl radical®] 4588 AR,

LlEe] #8E FAashd, $itk kel it
Al A Bl &3 BiE FRE B3t
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= Abstract=

The beneficial effect of Juglandis Semen extraction on
oxidant-induced lung cell injury

Woo-Heon Lee - Weon-Gyo Seo - Ji-Cheon Jeong

Dept. of Internal Medicine, College of Oriental Medicine, Dongguk University

This study was underiaken to determine whether Juglandis Semen extraction(JS) has a protective
effect against the lung cell injury caused by oxidants, t-butylhydroperoxide(t-BHP) and H.O: in
rabbit lung slices. :

JS significantly prevented an increase in water content induced by t-BHP. Similarly, ]S significantly
prevented the lipid peroxidation induced by t-BHP. Cellular concentration of glutathione, and the
activities of catalase and superoxide dismutase were significantly not altered by 5% JS. However,
JS at 5% concentration significantly increased the glutathione peroxidase activity in oxidant-treated
and control tissues. JS decreased directly the production of superoxide or hydroxyl radical.

These results indicate that JS prevents the cell injury and lipid peroxidation induced by oxidants
in the lung. Such an antioxidant effect is attributed to enhancement of major endogenous antioxidant
defence systems such as glutathione peroxidase and direct inhibition of oxygen free radical produc-
tion.

Key Word : Juglandis Semen, water content, lipid peroxidation, glutathione, catalase, superoxide
dismutase, glutathione peroxidase, oxvgen free radical.

- 176 -



