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(glycosidase) Aol 2]&] 4-3| =F A] ¥ -2 o] &= (4-hydroxypinoreinol) S 53t @A,

F7) Al &AE DMSOd &3 F AHd AT A(pH 57 gEd ol HEFe] YA Al (excess
naringinase) 2] %ol o]z olMHoER F&F I3 T ofH olAHESFS S5 A ¥
F7) GAY A& A EEZ S w5 Fo TLC #8ete SAE 28-S EH 0= e 4-3|=EFA I =g A
= 3 REES 9= Uy

7 A A

259 YA 47

wge 23
ggo] &3l g B 2 Fole FH e

2 Ao AAY st A4S 2t 48| EE3A g edA eSS R E Fhste dakskA 24
o #3 Ao ¢S AT Hxd 2 A Akshy 2E i gigk HEEd S TR = 4-3 55
HegArless FadEo2 st disA A E B3 Aol

QAT mHEste} Absle] EgAdor ld 2 Frishe HAdEAEe wWlqtyo] o] FofXHA 2E4H
2o 93t ROS(HAE G4 & FalatAS) 7 Y VA B A (A AAS Y s s}, e A, 94
& ) e 8 aRlo® YEXHEA olFE WA AT o g

ShrQle] AN AR1E AHEW HAZe] e AWYJS AR, dd Ao Aoz E uw 7}
A =2 Abgcdolt). dxZel HAFo g = d=FFo]HH (Alzheimer's disease, AD)(Furuta, A. et al.,

Am. J. Pathol., 1995, 146, 357-367), ©&A 735 (Multiple sclerosis, MS)(Takeda, A. et al.,
Neuroscience letters, 1996, 21, 17-20), FA=1% (Amyotrophic lateral sclerosis, ALS)(Rosen. D.R. et
al., Nature, 1993, 362, 59-62), 371" (Parkinson's disease, PD)(Bowling, A.C. and Beal, M.F., Life
Sci., 1995, 56(14), 1151-1171), *ET(stroke), & ol (ischemia) Fol U=wl, A7]E o] vi&elrt
Q1A M HEE HAE WA Hgozd 4E& Fatste s H 2EH A7 Fagk Wil gt (Smith,
M.A., J. Neurochem., 1997, Supp. Sl, 69, 19).

2=

AstA 2Edas AXY 2Fe] w4 AR #FYZ(toxic free radical)ol 9l <&

T A0R st 2Ed s £ AN w3 B A TS E 54 A o] HAAxA ] gHad #
%t (neurodegenerative disease)o| ##Est= Aoz A At (Good, D.F. et al., Am. J. Pathol., 1996,
149(1), 21-28; Smith, M.A., J. Neurochem., 69, 1997, Supp. Sl, 19).

H FAE AT 2% ¥l A 2oud Ak AW WA 20%E XA 7] wiol =AY AbAo
Sto] molA Al "k, 59, ¥x2Ae A o FA g Hde Ao s d4#A e, ol ¥ A
AU dol 71 meket dide), AbstE 7] 42 thrbEE 8k X] WA (long chain unsaturated fatty acids)o]
AFEER N of EA38t7] W&otk

A Fo A ZEA olm|wAl A7 A (excitatory amino acids system, FEAAs system)9
S AF B St wE Asty 2EYsE faste, - (epilepsy), ¥EselMy, 31&

W, ¥EF, 44 Gol(trauma) T3 22 ¥ A3 fdole A Gz Frtel 7dlstke kst d ~E# A
7} @l gtk (Rosen. D.R. et al., Nature, 1993, 362, 59-62). W3+ THA A7 E(excitotoxins) e THA o}
w2k AAAE A1, ol 5l oF LA SEE S otv| it A AlE AAAE U o]
AT A S S TRt AANEY E44E doqitt. 53] 4 otv| il A A S FEH o]
E FE8AE dEdAe Ao urgbA NMDA(N-methyl-D-aspartate), AMPA( a -amino-4-isoxazole-propionic
acid), 7tel¥4t(kainic acid, KA) &A= FEHT. o] NMDA FEA2 4F F&A/ J=sA FEFHA

Hell, H]-NMDA =&A| 7} F=akAl
W Nate] FHo 2 Qal AAAE &2 57 (swelling) S Z | geh. 3HH B]-NMDA F-8-AQl 7))
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Efdo] E & W& Ao st 2EGAE e td(Roberts, J. C. and Francetic, D. J., Anal.
Biochem, 1993, 211, 183—187) olx = FrolgAte] ol F=® ROSS A2 Alxute] wtyof wE AE AME
(neuronal death)& fFrEstAl E=nf, ol2dh AAAE 542 2Ag kst Fojo 93 Rod Fo=
ArE 99 (Coyle, J. T., and Puttfarcken, P. Science, 1993, 262, 689-695). ROSel| thdt AXu] EAsl= U
A RsEHARZE FFEFX2(glutathione)(Roberts, J. C. and Francetic, D. J. Anal. Biochem, 1993, 211,
183-187), a-EFHZ( Kormbrist, D. J. and Movis, R. D., Lipids, 1980, 15, 315-322), H|El¥
A(Ernster, L. and Nordenbrand, K., Methods in Enzymology, 1967, 10, 574-580), H|E}¥l C, AdE
(selenium) So] dom, A Fas} a4A 2 superoxide dismutase (McCord and Fridovich, J. Biol.
Chenm. , 1969, 224, 6049-6055) , 7teebAl (catalase),  FFEAZ H5A Al (glutathione
peroxidase)(Roberts, J. C. and Francetic, D. J., Anal. Biochem., 1993, 211, 183-187), &FEx& S-E
23 2} Al (glutathione S-transferase)(Roberts, J. C. and Francetic, D. J., Anal. Biochem., 1993, 211,
183-187), =FEx 2|YElA| (glutathione reductase)(Floreani M, et al., FASEB J., 1997, 11, 1309-
1315; ), #+= 2]9ErA| (quinone reductase)(Prestera, T. et al., Proc. Natl. Acad. Sci. USA, 1993, 90,
2969) ol utt. wEkA A Fikst 2915 A 7 FASA ] a7 %L ROSE A8 ARHA 3
A 71e s THEAAY, B ks a4 FEE S AR Akl V1sE YEdle A S-oltt.

Mg 7P A oxidative stress® o8 7kA] 8RM(Fa%, AskAl, &AA, ) o8] ArsH
TS WA HH o]l® 8| AbstA 2Ew 2o Ao Wkl et A A AlEEGFS] A Q] ofn| =B
W~ 2 Al (aminotransferase) B GOP/GPT T dF X771 S7lete A= &elA Ark(Vitaglione et
al., 2004, Crit. Rev. Food Sci.Nutr. 44, 575-586; Comar & Sterling, 2006, Aliment Pharmacol. Ther. 23,
207-215). Wb kEAY 2bksd ~EY g WA Ey] 8 27| HRE avAel daksiAle] A Ak ~
Edze 719l # ofg 7hA #¥ 3F Hgke] Ao kfol H Ao m AgHr. ook ¥ AAMA HAIE
ol A AR E = A gzl tig kst BoSelA ofg] kA Hdd FatstAle] g3t BaE Q= o
Mol Ag Aekolv} AEY FHF AR (lycopene, carotene, quercetin, silymarins)o] AM&Ea it
(Vitaglione et al., 2004, Crit. Rev. Food Sci. Nutr. 44, 575-586; Comar & Sterling, 2006, Aliment
Pharmacol. Ther. 23, 207-215). X3t Z+x= Solx9 AAAL FHAFGdA TdE&7] F= A
(monofunctional inducer)® <#Z U ¥ =F(diphenols), E] 2 7MHlHo]EF(thiocarbamates), 1,2-TE]&-
3-E]-2F(1,2-dithiol-3-thiones), ©|AFE] Ao} o]|EF(isothiocyanates), AlUw o] EF(cinnamates), %
ule F(coumarins) 5 phase 1 ®AE FX(inducing)dtA ¢ ©omWA | phasell &A(glutathione S-
transferase, UDP-glucuronosyltransferase, quinone reductase, heme oxygenase)E& ABZH o= {E3tr}
(Talalay et al., Proc. Natl. Acad. Sci. USA, 1988, 85, 8261; Kim et al., Food Research International,
1999, 31, 389-394). 53| phasell EAES 43 H SFEES FAlolA(conjugation) Al A o] §le
EAS 22 ARZZE XM (chemoprotection)e] A EZE H71E 3L 0 (Zhang et al, Proc. Natl. Acad.
Sci. USA, 1992, 98), ©=©°] phase Il &A9 TdL 2sdd AYU(NrF2 signalling)ollA ikl g4
(glutathione synthetase, glutathione peroxidase, glutathione reductase, superoxide dismutase, catalase
s)o HAHRE #Hol = Ao & A 9lvh(Facino et al., Biol Chim. Farm., 1997, 136, 240; Singh
and Aggarwal, J Biol Chem , 1995, 270, 24995-25000). ©]&|$+t HolA 7tx2G WA ZZA W phase 11 &405
Frdts e AW s eEnt okt dtslrle S Tl AW st AEd 2ol i) kst W
sEI}E Uerd Ao sgEch. ogd )5S BHa RERE A ¥ (sulforaphane) 5 0] 2 A
old]o] E(isothiocyanates)7} L&A dor} o]E2 ikslastol f& oFs vk, AAT (curcumin), 22
w2t E & (resveratrol) 5 45 2 (lignan) A9 E#H = (polyphenol) 33 &-2 phase 11 &A% 34ts)
2405 I FEshe dEAd dow At A € f%* sb7le e A doem®m ofd gk #ilo]l FoiHaL
oAth(Zbarsky etal., Free Radic. Res. 2005, 39, 1119-1125;Singh and Aggarwal, J. Biol. Chem. , 1995,
20, 2525000 AN AR £33 azu s A oY 2wz YA Sl o)
Fashv, obgel sy sEdz0] 719 B oo 44 HaAy Aol YA mgel @ Ao AnwA,

g AAZAA AEZdA AAAEE AR geZel] digk kst RESWA o 7bA] dd A é}xi
of E¥7F BuEAdEd 2k 2o #e gkt AFrF iR e H#BE FHE 85 o BRI
AbslAo] BEE AFE - 2R (Park, J.C. et al., J. Korean Soc. Food Nutr., 1996, 25, 5838-592;
Kim, M.R. et al., J. Food. Sci. Nutr., 1997, 2, 207; Kim, Mee Ree, et al., Food Res. Intl., 1999,
31(5), 389-394). B%o] ¥ RE & FASIAEA Fagdyt AA kol dFd AAstA o] tig A= vF
3 Aol tH(Olney, J.W. et al., Science, 1991, 254, 1515-1518; Kim, W.J. Kwon, J.S., Arch. Pharm.
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Res., 1999, 22, 35-43). wetA g7t &3] ALgate A8 AEAGS QA o] o= AE AFH Ao
12 ¥HBE3 g395 e E A4 A FAASAE Adstd 7t 5 g2 244 gisk dAks R
FRE FAoE 7gE obge] s a4 F 5 a3E Adrd, e 53 dAks nE AR jdiETt. o
gt BAo) B3E Ao AAW, d2vTIEE F

gaksl noads ey ez BaEoe] Qo (Facino et al., Biol Chim. Farm., 136, 240 1997; Singh
and Aggarwal, J Biol Chem, 270, 24995-25000 1995; Surh, Nature Rev. 2003), ¥ %2 Edo| tajr = F3
gt w97 dsd FAAsAE fltk. HTde, W9l FEEC $iE dAEsgaxeio]lm oo
(petaslignolide A)7} ZholH4tel] o3 == 4174 = dis) ditstasds vetum of2e datstash
FFEg g Roads Ueidle A= Bwid vzk vk (Cui HS et al. J. Agric Food Chem., 53. 4570-
4575). T3 19 JhpEE] AR Y] dEQ 4-3] =2 A1 =¥ A & (4-hydroxxypinoresinol )&t & d4kE}
2345 vehg ¥ 22 2 7 Ao gk He gt kst a3t Hold Ao JgE Y of A 7A] B

ole], ¥ WHAEL w9 FEE FHE dHEtzgaxgiol= oo]2R Y aiitdel o Axw 4-
S EF AT g Al ES KAl 93] fEE HEA 3 A Absid AEY 2 gigk kst @A o] datstr]
T B PAstEA FE AdoA s gl omn 4T W 9 k] Ao o B AnAR &
I7F As Aow JIdEm Ade] gE o] X,

gigo] o] FiA} sh= 7] d HA
g FvE BAMS #4dsy] A oz deixgaxetel= oo H JheRs] Axd
B AT Aol Bek o2 HzARN opuel txAd] tig kst 71 B Fgakst maa fivt ¢
T A -S| EEA Y YA E (F oA EeE)FE Awvete ASs HHoR . &F
SBESAA AN ES FEALOR sk A W dshd 2Bz 7)edste WA ol

|

= 4
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271 s BoA 24EL V1A AFE, ARSE
k1

, 2 & A7l A Z¥E  4-hydroxypinoresinolS FEATEOR SH3tE A3 2EYAE
TRkt 7F 22 S O ks adE UEhdle RoA 2P ES AT e,

Eoulg o] 4-hydroxypinoresinols ¥ FZ9 A3t HE

o] & o] &3l 4tstA ~E# A &, Akt od] FHEE HAR/HEAES A F A E5s=d F85A A
|2 5 Q.

2 g FEES ol&dte oW 3 ANEY F e HAFOITE AEH 2EHAVE FoEdd ¢
3lo] ® ¥ (Alzheimer's disease), 3714 (Parkinson's disease), T3 (Amyotrophic lateral sclerosis),
384 ¥EF(Hypoxic-ischemic injury), A HAFEF & 2 Al sty &4 ddd 43
(chronic liver diseses)o& FAHE ToZREH du== Ao] vpgbdsit}. a8y, Ht=A] A7) gk Aot
A E = AL ol AbsA 2EY 2 93] fitE= Ao At 2E# 2 VA% oY 7k 1A

5= 488 5 v,

w3, X "ol 4-hydroxypinoresinolS fFaidEoz i3}
o= 2 WHe] WY FEE AR =

SRS S -
e AE Absa

ola, W WS el o el AE AW W, d7] ANdE B Wy qAse AL B, B

uh o] ) go] 3t7] AAlde] FAEE AL oft},

AAd 1 4-3 =& A 3 =F A &= (4-hydroxypinoresinol )] A=

Mo A Petaslignolide A ( 20 mg/ml)E $-41 DMSO o Fol A @A (pH 5.5 ZA)ell 3]
E

=<l
A3l S Z& HH(Cui et al., 2005; Min et al., 2005)°] w&} &4 NaringinasaeE Yil 1 AJ7F B¢ oL
=]

e Zof TLCOl 98] A3S ot Fo o eolAHolER 2Z5te] B35 negative API-MSEA ] <A,

=
bl AbE ] EAEE m/z 373 [M-HI 22 A2 (Culla0g) ol a3k ar, MR 247ell oA &}7] 313H2] 19
TZE 7HA =, 2-(4~hydroxy-3-methoxypheny|l )-6-(4-hydroxy-3-methoxypheny! )-4-hydroxy-3,7-
dioxabicyclo[3.3.0]-octane, = 4-hydroxypinoresinol &2 }otwQic),
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94 1
DCH;,
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H5CO %
W o 0w
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AN 2: 4B EFAY = AES Fits B B4

B o] 4-slEsA e Ae] P8 YL PR obnr] 9 LLY Cu skl W@ @
st 7y Adn vitroe FRSY. FAHeR, < daoziy Feld LDLE PBS € el ¥alx
copper ion(5 ulM)S 718 Fo ZF peptide?] EASto] 3 AlZF Hob ARBIAIZ Fof] ] B 1 meol
8.1% SDS 1 ml, 20% Z=AF 2 m¢ 2 0.75% E] L¥pH]F-ZAk(thiobarbituric acid, ©]3} ” TBA”E} oEASH) 1 mS

ArstAT. 47 EFES #U FH 308 T Lol FokE F 14,000 rpmoll A 108 B AR A4S
aS A, 7] QAEY T A5dS 9L F 533 oA FFEE SAHSS T (Bidlack, W.T., and Tappel,
A.L., Lipids, 1973, 8, 177-182). 1,1,3,3,-HEg}o|EA] L %}(1 1,3,3,-tetraethoxypropane) ] 7}
&) AAHEE WEr)Yd s = (malondialdehyde) (Gutteridge, J.M.C., Analytical Biochemistry, 1975, 69,

518-526)% o|&-&l X A (calibration)s}tit}.

|

A4 shuskel oA AL 7 peptided) # b BEE AdRE Wl A Hus oA JEE e
9 FozyE 506 A ENE JENE log FEE B4R FH(I050) 02 Ve,

ge #7319 dehd vleh gol YET(NRE A we

3] g 7
g4k w34 71 A (thiobarbituric acid reactive substrate, ©]38F ” TBARS'Z} kA3 o] HAE ZHA AR

o] 4-3=FA mdAlEe 47 g Z(alkyl radical) 2ATE A8 flE 4-3=
EA S =G A = DPPH Stz AA el g dAtst 37F A8 (in vitro)s F335vh. FA# o=, DPPHE
gk ofME & Mo YA 4-hydroxypinoresinold WA 564 mmoll A9l FF
hydroxypinoresinol® DPPH radical 47 &< 4-hydroxypinoresinolE oJE7}# H=2 32w DPPH
radical®] 50% #4a &35 YERE 4-hydroxypinoresinol 525 WHEFa 3 (1g) o= YEMY AT

1 2
a
=
a

719k o], dEtaEakedtoln dojet EaAtEl 4-s|EFA e AEe] dibel 2dS KAR R
AR A txA Abstd AEd s g3 noads ASe] s SAT in-vitro AF At
DPPI 22715 Bl LDL AF8} Ao A 4-3] =5 A 9] el Al = o] HEp 2] T e o]
ERENEE L ER SRR E R PR RS i
SA A E T A9l dEk s e gho] = eflo] o] LDL AbshgA ol thdt 7k & o] 16 §Raks %73 A&

A-3| =S A e A= 9] 1Gy ghol dEpe] e eto] & oo o] ICoRt Woh(ak 1). okwe], 7 &2 <] DPPH
Bl 2758 B e Mol 4-3 ESA A e A9 1Cy ghol HEfze] Lmeto] = oo ] IC,RTh 4 Wit
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4-hydroxypinoresinol ¢} petaslignolide A9 43} E 3 (1G, 3H) S YA A3

=32 Cu2+°ﬂ o LDL Atgle] Uidk wE DPPH radicals-#7% (ug/ml)
(pg/ml)
Petaslignolide A 181.1 + 3.44 113.04 £ 4.21
4-Hydroxypinoresinol 43.98 = 0.14 25.49 £ 0.72
Alpha-tocopherol 11.64 = 0.33 17.16 £ 0.82

AAd 3: FrelY4tel o3 fFEHE XAME, AFSAH PFd A 43 =EEXNIA=FAEY Hsad
A7 AAd 2004 Akl EAdo] =S E9
ol 7] $13] JlolHAt(kainic acid, ©]8F

S AN A Un vivo) S T3 437 .

%, 7 IR AFAQ2.5 £ 2.5 g, 6 WA 8FH)E ZHIIRM|E Aol X (Al sutel)olA 27
&8 13 A= (SamYang Co. Korea)E AFaolA AT &% T, A {? =60 +10%= HA st
12712 ¥ A 9] Wk 7] 2 150-200 HA(lux) 2 258 2438t ¢ 7|35 A4sitha ddd 520s
PAnw 2eels el Ao 4B, SEA A% W AQE 0 AP FEo v 2 A8l AT
4] (Guide for care and use of laboratory animal, National Institutes of Health G idelines, 1985, 85-

23)0] whet ST, AR 1§ BEQAA 1FAYM 4ol AT Y ZHst,

2471 AF Arx F4E&  UYS(esophagus  needle)&  o]&3dte] A7l AAld oM 4-
S 10 = 20 mg/kge] FOE &Pl FWH 39 ol HFUHE FYSAY HEE 4-

hydroxypinoresinol

hydroxypinoresinol 30 mg/kgS 2 A|ZF & 24 A7F Aol A3 Fosict. T3 vl 4-
hydroxypinoresinol® AF#|¢1 petaslignolide A(40 mg/kg)E AT= 4 47 Fosct. A7) 4-
hydroxypinoresinol 9] ¢ & 3}F Holl KAZ 2AFol 5o A &5 1 ke 50 mgS 574 FASIATH. A

% %

58 Eogalel 495E FU AAE BT 412 ASHAT. K FAF 49 9%
st WiglE 2= WH(Kondo et al., Journal of Cerebral Blood Flow and Metabolism, 1997, 17, 241-
256)°l <3 RUE stk E3, KA FUF 3T Fel] A HE Aol AA Dzl A F AEE)
HA7EA FH o A8AI7F FF 80T ol A Rkl

7] Rere RIS #95
=

2 koAl A Petaslignolide A 9 KA AA=Ao| st REagdsS Fels

W7 FEletA #EHAT. ob&e] AAES 54 AF, petaslignolide APA)E

F T3k o KA A Aol d7] F 2014 Hi= vpe}l o] petaslignolide A9 3 U3 AFo7l a9z oz B

2a3E BAEA S sk, A7) A3E AR petaslignolide AY 7FFERa A= (G Al A AHE)Q] 4-
[e]

hydroxypinoresinol®] Rz g¥7} o 58S 0 4 A,

oleld Axp AR 7|
T 4-hydroxypinoresinol
hydroxypinoresinol+ KA

Al =&, in vivo AFAAE AA

Ho o Hojgds & = I Z). o]ojA = KA B KA9F 4-3]| =54
S =4S A3, ATS 9 3] —oltiﬁlﬂhﬂﬂf\l%% AR H 7]
o] wrolxlon, Egk 2 A A1(30 mg/kg)ol BIsl 24 Az A Fofgk A
wpebA] | 4-3| =S A 9 e g Al 0] 24 Xd Fo7F KAoll &l f=¥ AF ] AAMES
02 43 EFAY A E(20mg/kg) S B} U2 d F4E5 3 A3t A%

e
b
>

I
o

o
éﬁ
;g

o
i
e
:\m

o TN
[o
(S -
4
o
32
Ko
RUR

ut s} o] -S| SHAT YA B 3 U3t ATt ¥ EAHom N7 2

SRS BAFAT, ool -8 =B AT wd A E(10mg/ke)®] A IS 3 AT A% Fof A% FHG
FEI}E HASFG O 43 EFA T e A3 (20 ng/kg) o) A Folo] Hlsl tha vlokd mEEIIE vhehbe
oz HAHYY

& 2

FFelAk(Kainic acid) 2 Fo®@ AMH P 2 A& thd petaslignolide AY &= EA 3
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4 3}
Tail arch (min) Tremors Seizure Death Mortality
(min) (min) (min) (%)
7kl 6.6+ 24 |95+ 31 [12.5 + 4.0 16.5 + 4.0° 50 %
+PA 126 + 3.4 [16.1 £ 4.1 22.5 + 4.0' 22.0 £ 0.0 12.5 %
(3 47hH)
[2]1 1. A ¥+ £ SE 3oz ®A
2. AE AR g2 9l A EAFoR §oH9 o] glee owg)
(P<0.05)
3. PA: petaslignolide A(4-hydroxyinoresinol A7 &=4)

Z 3
7kl A H(Kainic acid) o2 Fo® A7 e P53} 2 XALSo] 3t 4-hydroxypinoresinol AAIE (2 AJ7F &
24 N7b) anE H/ﬁ A3}
Tail arch Tremors Seizure Death Mortality
(min) (min) (min) (min) (%)
7kl 76+ 01 [97+ 09 |143+ 1.1 [31.4 + 3.4 50 %
+ P 7.7+ 0.9 [11.3 £ 1.2 15.0 £ 1.6 46.7 £ 9.6 30 %
(2 h)
tHP (240) 197 2 1.7 |16.7 £ 1.5 22.0 £ 2.2°  [80.0 £ 0.0 10 %
[F] 1. &4 H + SE goez §4
2. " A AR g2 Gy ARE BEAHOR oA o] 98-S ou|g)
(P<0.05).
3. HP: 4-hydroxypinoresinol
4
FFel2H(Kainic acid) o2 Fo® A 53} W A& th3k 4-hydroxypinoresinol(l ¥ Fof)e] 3k
S B4 A9
Group Tail arch Tremors Seizure Death Mortality
(min) (min) (min) (min) (%)
Kainic acid 5.9 £ 1.4 9.7 £ 2.0 15.5 £ 3.2 22.2 £ 6.7 60
+HP 11.5 £ 1.6 15.9 £ 2.4 28.4 £ 3.1 - 0
(9.4 £ 2.7) (13.1+ 2.9) (18.0 = 2.8) (21£0) (10)
[F] 1. 54 o + SE @oe= FA
2. () %<& 4-hydroxypinoresinol (10 mg/kg) Fo& ow g
3.0 aE AR g2 dul Az EAH0R §9]49 o] 91&L ongt
(P<0.05).
4. HP: 4-hydroxypinoresinol
AXNd 4: KA 595 HZZA Y KA A3} o] 3 4-hydroxypinoresinold W3 &3}
A= Xd #ikstes feshy] wdel Kaol o3 =" AFHY AF itstd 2 Iy 4-
hydroxypinoresinol®] Fol7} v A& F&& A3t al skqth. FAH o2, AT FoIsk AF 2 KA Fof<t
7 4-hydroxypinoresinol< 20 mg/kg T3 AFAZHE HE AEF3GT. A7) ¥ ZZ o 0.25 N S22
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gl

tlo
oL,

of g ¥ ZHE Al ¥ #A=E ol&ste] Hell FrEel = TBARSS| F& SAS3A
716k Zeol KAE w@RoR Fold)

AlE(20 mg/kg)S 3 Uzb 2] o

hydroxypinoresinol®] 10 mg/kg ° FoAlel:= A7jek fARHA skt meEbd, 2 2] 4-
hydroxypinoresinol & ¥ZzZo]| o] A8t ~Eg 2o o 22 3AsIS wolE S oF 4= 99l

_ﬁ
2

AAd 5: KA F9A] HEZ2AY SFEFX 29 U3t 4-hydroxypinoresinol®] &3}

471 AA G 4ol 9l o] KARF Fod AFH L 4-hydroypinoresinolS Fold AFREE A& oF 0.2
22 & 27+ 6% WEFEAE 2 (metaphosphoric acid) &0l ¥Wal 27t Mty ¥4 RHE ALE
s ) " &HNE 4T, 27,000 gl A 204 S AAEHSAT. Y] dAEYE S
S A5 M 0.05 meoll 5 mM EDTAES XSSt 100 mM E2HolE W (pH 7.4) 0.39 mé, 10 mM DINB(5,5-
dithiobis-(2-nitrobenzoic acid)) 0.025 m¢ 2 5 mM NADPH 0.08 ml-& H7}ste] 25ColA 38 F<¢ BHFX
Atk A7) BEHFA & FFEFR2(glutathione, ©13F “GSH” 2} <3 ¢h) 2| HEFA] (reductase) 2 unitE @
S-S A1zket & E3 % =4 7] (UV/VIS spectrophotometer) S AF&3Fe] 412 mmoll A 3 E=E A& 2-UE=Z-
5-E] Wl Z ¢ A (2-nitro-5-thiobenzoic acid)®] S ZF43%(Roberts, J.C. and Francetic, D.J.,
Analytical Biochemistry, 1993, 211, 183-187; Raymond, C. et al., Journal of Nutrition, 1995, 125,
3062-3070). AiZel ¥FHE HA GSH F2 Ll GSHO ol thgh 412 mell A o] FF = WstE e steto]
g e B FAORRY =&Y 4] GSHOl w2 4 WX sutElo] AFEFEO ARE A W ST 4
+

7} 9] EME UERHATE.

4-hydroxypinoresinol®] KAdl 93] FL¥H+ HZAYW F FFEAE 49 ZAE I9A

9&2 Felstas @& Aol

ol

Sl

> 9 o

w4

ol
" H

%
£z
oo
r}: e
ﬂmi
fol og,
H 1o
~
n

oz
N
®
N
S
(]

wdg g x3H e F =
9] 4-hydroxypinoresinol & % Fo
0.05) (% 2).

e —
r £
C,
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2 o
N
o
oft

I rlo M
it

)
o|\
N
o
3ts
iu)
R

Al

2
S
i

g% HzA F SFEXL HEAGA Ao h3 4-hydroxypinoresinold H.I &

r 'Eruz

Lo

4-hydroxypinoresinol®] KAol 93] FE¥i+= F2kstE JA|ste] d4ts gdr QoS &9l
A olgfet adrt qAiks B a4 A 9T i)
AAle 4ol N 53 ¥ FAI}ES o] §3le] ¥ FASE

d o fo o
oli Bof R
fllo -

N O n®

oi: 2 oi

B

Auj

R0

rlo
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rlo r
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o
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52

Kol
AA =78 e (p< 0.05) (% 3a). w¥kA, R odbmol 4-
A2 2gERAl 9] Aol JFS FA LU 3h).

AA 7: KA F9F 2F WY A A #3213 i3 4-hydroxypinoresinol ] H & & 3

38

A4S oxidative stress® oE7FA] QRlel o) AbshA &S WA FHW o ol2 <l 4kstA 2E
g9 A xe Wl xe A 24 MEEGY] A xS aminotransferase ® GOP/GPT ¢ dF & X7}
F7teke Aow defA vk, wEkAd hxA 4kskA 2EdAE B8] 98 27]15H a3E 9 dAkEkA|
o] MAL Aty 2Ed o 7] ®H og] /b #E 3 FFe] WA Zgo] 2 Ao Al ¥, d4tshA

= #tolZ 3 (lycopene), 7FE® (carotene), HZA® (quercetin), A&vtd(silymarin) Fo] AH&H I Uk
(Vitaglione et al., 2004, Crit. Rev. Food Sci. Nutr. 44, 575-586; Comar & Sterling, 2006, Aliment
Pharmacol. Ther. 23, 207-215).

= Ad PisE xS gt KAl 9oE fxEE AFHY HRAY A Fibste] B owwe] 4-
hydroxypinoresinol®] Fol7} A= &S 24t spivt. A4 o2, KARE 5o A3 2 KA Foleh
3}7 4-hydroxypinoresinol& 20 mg/kg I3t AFARZRE 7+ 22L& AEst9ct. A7 7+ 244 0.25 M 2
22 {AS Yo Bet & B4 AA B 24 4 ES o] &5t 1 240 o] A= TBARSY UGS

=439,

o
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KAel 93] S Agd®E 3 z2AYeA e sty 2E# 2 ®AQl TBARS el wWste] s
= rzANA F7FE TBARS FragFo] oo 4-

T4, &, B dHoA KA TdEoR Fodowxy
hydroypinoresinol & Aoz FX2 e v FFol oz AL 4)
AAd 8: KA Fo9 & 7+ ZY F SFEAL Foll Ui 43| =FA I eHA s HE5a

4
2471 QN]?%H%«QﬂKM*?@%'@ﬂSlkaEéﬂﬂiﬂN%%ﬁﬁW}@ﬁiﬁﬁ9$02gg
o 2H(metaphosphoric acid) -& <40l

s gan % A
L = @171 e §NE 4T, 27,000 gol A 20 FQF DAL S ﬂv} 371 AR *&%—ﬂ% F5
Sl

g & A% 0.05 meoll 5 mM EDTAE E338H= 100 ml E2d o] E HM(pH 7.4) 0.39 mé, 10 mM DT NB(5 5-
dithiobis=(2-nitrobenzoic acid)) 0.025 m¢ 2 5 mM NADPH 0.08 ml-& #7}3te] 25Tl A 3% &<t HH {4
ﬁﬂ.ﬂﬂ~%%%ﬂ§1%$ﬂ]i@ummmm o3} “GSH” & ° %%)ﬂmﬂﬂUMWMW)mee‘j
kS-S A7 & &3 %= S A 7] (UV/VIS spectrophotometer) S AF&31e] 412 mmoll A S =S 53 S FEA 2
FE AESIA (A 5 Fx). 7] GSHe a2 4 UlA] 8wl BFEZFRE e ARE A H st A7
Py +S.EME YERJTE. 2 9] 4-hydroxypinoresinole] KAdl o8] s t24AY & FFEA L &
of tAE AAste] FAtE adUt ASS FAsta sGiT.

A71A 5 3 gASES o]&dte] ¥ FASEC EFEH v T OSFERALFS FAIUS
woll, KAel oJa 7HAad T2 FEAR F & W] 4-hydroxypinoresinols A Folgto w2y FA 23k iz
THU U 2 FEoR FAJA FIFFAThK 0.05)(E 5).

AAlo] 9: KA FoF TxAW F SFEHALZ HIAOA &4 tiF 4-hydroxypinoresinol®] HI &
Bl

2 W] 4-hydroxypinoresinole] KAdl 93] FEEH= IikstE JAste kst advt des
ki ool ol gyt FAksl #H g Ao TS FoEH dojueA RISt Tt FA A
SR, A7 AAd 7 FES F dASES o] &3] W A E X o] = SFEMAZ B st
4 =, FFEX L ¥ A thA (glutathione peroxidase)e] EA4 S =433 t).

I AT, KAol 98] FAT FFEFAL HSAIYAe FAe B dhgo]l 4-hydroxypinoresinolS A F
ofgtozam FAYT et ¥ 2 FEoR Fo4 U ST 0.05)(% 6a). vH, 2 2o
4-hydroxypinoresinol-& KAol| oJdf 743 23 ﬂﬂgﬂmﬂﬂA%%E§%4”013ﬂ$“04ﬂ§%E

EoFornz JIgs =X GIvH(E 6b).

AAld 100 KA F9F A F SFEAL SSEFLHAHA E FA=gdHHA= 40 U 4-
hydroxypinoresinol® =& 3}

E ul o] 4-hydroxypinoresinolo] KAol <38 ZAF s4kst
ol#]d FI7} FHEIX L S-ESAHEA S §E9F wEo] 9= A
hydroxypinoresinol (20 mg/kg)S 3 4zt AF ] EAF & 714t 50 mg/kg
A Fol wWz2E 50 mM Tris $EA(pH 7.4) Well A 4
FRRE Hsto] SFEAL ETaTEA E4E 3 3 F

2 SFFER2 SSFEdaTEA e g4e B g o] 4-hydroxypinoresinolS A

stozA FAEe gadit ¥ 22 o2 FUA F7FeA T (< 0.05) (% 7a). ¥Rk ol

= 5} = n)3te] 28 o] FVMAIATH(= 7b). GST9F QR &4+ phasell &

2AM 5AEL & d43d ﬂﬁ%%% AFA o] A (conjugation) Al A FAo] gl B4 e XA
3w

Fuere] Az Pohea 9

i
=
r}f
o
=
@
=
o
kel
=
@D
<
[©]
=
=
o
=
lo,
Wl
I
[o3

o]¢} 7o) 4-hydroxypinoresinol& ZFFA%
Wl ol el aAkEl BAJo] OZmatn] . X%

oy EE Ansed FE50 S
AR 11 AF R M9 B @zt

20 mg/kg® 4-hydroxypinoresinolS 3 ¥

o H
i

= _/’: }\}\)\AT;]—-

T $o AHAY AF E ¥ FAE 5HI 43I 4
hydroxypinoresinolS Tl AF 2 o] FA:= GaS 2 LATH(E 5). o] A 30 mg/ke
d A3 FAAE AT D wHo FA d&ge X ZUrh. wEhA, 2 @] 4-hydroxypinoresinol 2 A
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FAstdE B8-S =4 S & 7 UJT
Z5
4-hydroxypinoresinol& AF ol AFoIsE w AT B =577 W3t
Initial body weight (g) | Final body weight (g) | body weight(g) Brain weight(g)
Control 21.5 £ 0.6 24.6 £ 0.9 3.1 £ 0.6 0.322 £ 0.012
Kainic acid 21.3 = 0.9 24.9 £ 0.9 3.6 £ 0.8 0.316 £ 0.012
+HP 21.7 £ 0.7 24.5 £ 0.8 2.8 £ 0.6 0.313 £ 0.010

[F] N.S.: 257 SAHeZ o3 2ol f130<0.05)S 2vg

olal, ¥ W] 4-hydroxypinoresinol s o] &3] oW EE AR ¢ e FAAI A s A

Hgd 1: d=3lo]wH (Alzheimer's disease: AD)

S gixgd 2L sule] = FFEIA wH(glutamatergic neurons)d HE 7] A UE
Al (cholinergic neurons)® IALES FHtelw | AAHAAE 59 ol Zoj= ZetI(amyloid plaqu
AMIE ¢t AA AR IF(neurofibrillary tangles)o] &E2¢l Aoz wAdAY}, 18, 3=
3 ko] FAJAbAd o8] %@ #AE(lipid peroxidation), 8-3Fo]=F=A] Tl 2A]Fo} Al (8-hydroxy
deoxyguanosine), WA Ft=ZH D (protein carbonyls), ZA&(nitration), ©MA] Arsxn w43
(oxidative crosslinking of proteins) So] &=stolmHoAx Z7ts] Utz dald Joh(Vitek et al.,
1994, Proc. Natl. Acad. Sci. U.S.A., 91, 4766-4770; Smith et al., 1995, Trends. Neurosci., 18, 172-
176; Smith et al., 1996, Mol. Chem. neuropathol., 28, 41-48, Smith et al., 1997, Proc. Natl. Acad.
Sci. U.S.A., 94, 9866-9868; Montine et al., 1996, J. Neuropathol. Exp. Neurol., 55, 202-201). u}&}A,
A A kst oA &4 F ks B 54 o] 5T 2 Ao FEEL gxstolnHE o 3 A =3
o fF&3HA AH8E 5 .

Agd 2: 371&4 (Parkinson's disease)

&S S EAlske TRl A4 Az A FHbEol A, 547, 5 44, vAd
A A, &5 B5 59 ¥ FIHES YEE 534 AAA dsleltt, A4 MEIALY] Fa ddoe=
s Eado] AA D Y F2 A #Aks), DNA AFsE, @ J1H d (protein carbonyl) ¥ Uo] EZE}

]
o] Al (nitrotyrosine) ] 717} S & A HAFTH(Bowling, A.C. and Beal, M.F., Life Sci., 1995, 56(14),
1151-1171).  w&hA], A d Faksl gGA 244 L kst 3 a4 4do] 8 B Ui FEE2 &
S oW 2 A#ZsEd F85HA AHEE F 9l

AL 3: A4 (Amyotrophic lateral sclerosis)

294 =4 AstZE(Amyotrophic lateral sclerosis)S F2  HAFAA 319 %  FH(lower
motor neuron) & ZHEl Al Zste] HA} 49 % 7 (upper motor neuron) &2 g F o] tiH I, w7k,
o T ABAMEL] &S T, =9 ofst B AlREA AFo] SAHOE YEhue | S0
A #EE A 2-5d el At , A EL«]% 4 F2F Asks el A A 219 (chromosome 2
Dol A8k= 73 &A el = 2hr] Z(superoxide radical) & A A3 5= SOD-1 Ao A Wol7} B2E o] A3}
A FAo] YER Ape] A AbsH 549 X]Jﬂ Gz Jlrd ol FrbEl dthal B aETh
(Bowling et al., 1993, J. Neurochem., 61, 2322-2325). Wﬂﬁ ﬂiy44ﬂgﬂl%@gl%ﬁﬂ¥ﬁi§i
gigdo] g 2 Ay FEES FAYES 4 3 A5de &3 AHEE At

f

Am ey
2 g 3r

ol

A%, =
%

s

ox

HLo 4: 3¥A ¥ZE5 (Hypoxic-ischemic injury)

HEFS Mo dd &8 FN(FEAFT, AT, FH3)d o AT o= —g—,—}&]t g 9 /‘J
27t B5sto 2 A3 dojus 3oz A, &4 e o
o] & Qx| 7|59 Heljr} @At HEFo] dojutar W F A EHe] =4 (membrane depolarlzatlon)ﬁlié
ola) AEWE Zgo] FUEH oA thA mEZ:golg Fd¥ o] TEA A (repiratory chain)7} &A% 4L
g Ao Aol Tt AUl &4 Abavt A ZolA k. AAdE 4 AAe AxEE A A i)



<101>

<102>

<103>

<1>

<2>

<3>

<4>

<5>

<6>

<7>

<8>

<9>

ZIHSd 10-2007-0106891

H, Az &4, dld WA & s AAAME A dojutn, ofol i EdAbstAl= HEY A
A YA E JAstE 237F At Holtzman et al., 1996, Ann. Neurol., 39(1), 114-122; Ferrer et al.,
2001, Acta neuropathol.(Berl.), 101(3), 229-38; Hall et al., 1990, Stroke, 21, 11183-11187). we}A],
A AArst A G 2 kst AE g4 o] 9T B 4 2552 84 HESFS O 2 AR

shoul el AbeE 5 Ak
Z & 5: kA 7t &4 (Chronic liver damage)

hxAol £ake oy JbH 7rxZF el Ask(fatty liver, steatosis, chronic hepatitis, fibrosuis,
cirrosis®)e WY R 3o oxidative stress’} #stE Aoz L Ho wgbd 7HxF

&4 e 18l
kst A o] Abgo] ZxE oo olgfst AE Fo AA A lycopene ©]eldt Jad Fagt Zo= dHA
ko | ascorbic acid, tocopherol, carotene, trans-resveranols &4FaA]e] AL&LS J=H A Edha o

=

™, quercetin, silymarin, esculetin & phenold 3}FELS o AF7F &7 h(Vitaglione et al., 2004
Crit. Rev. Food Sci.Nutr. 44, 575-586; Comar & Sterling, 2006, Aliment Pharmacol. Ther. 23, 207-215).

Vg, A7) AAE Fste] MW whsh gol, W wW MxA ¥ Al A sEedsd o
HERNS AT 4G EE AT B FEAROR Faehe s RS N 0454 2 4
812 ~Edze] tis) oAl B0l Holuba ok e hEAW AehA 2Ed ot oA B0l Aoft Al
4 sEdsas pAE vod A8 duela Anshtd g F8a A48T F b e Holy w)
gomz olokE % /14 AEAAY WS F8F wHA ol
=d9 2ud 47

E 18 4SEEANnAAES AR ATeldas W Kl o8 REsE HzAw Adsbus o
@ A RIS BAF 2o xolth

% o2t 4SEEANnAAES AR ATeldAs W Kl o8 RFEHE Wzl TR el
ol PAE nEGFES BAW ezl
E 3 4-SmEANwAAES AR ATl W Kl o FEHE YrAy FREAe A8

ol PAE Gge BAF gzl

= Tax 4-sEFAdEdAlES AR dFE3
3

(glutathione S-transferase)®&4 ¢ =l n 2=
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F1

F1

(g,
N

(g,

Total glutathione

TBARS
nmoke/mg protein
o

pmole/g protein
(5]

=SIEL

]
Comntrel
h
a a
a T il
T
EA LE 10mg/kg only LE comirol
K4 20mgkg
b ¢

KA

LE10mg/kg only LE control
+KA 20mg/kg
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Specific activity

Specific activity

pmole/min/mg protein

pmole/min/mg protein

2.0

=
n

1.0

S
1]

0.0

0.3

0.2

0.1

0.0
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a
[ T L T
KA LE10mg/kg only LE control
+KA 20mg/kg
b b
b
a T T T
KA LE 10mg/kg only LE control
+KA 20mg/kg
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Specific activity

Specific activity

pmole/min/mg protein

pmole/min/mg protein
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0.01

0.00
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a
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KA

a

LE10mg/kg
+KA

only LE
20mg/kg

control

— =

KA

LE10mg/kg
KA
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