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duy, 209, 35 S dezna o F9go] 1
BEH A0, A0 Bt A AFAE, B4 3
S GAF FYAE J8o] WAL S e We)

FHold Zho) QI7HE THF A= FuTY w8l F
dol mo eolu} Tejra AL vghech

S ol 7oz vehde £H3 e 3
Kol 1o 2 Vet @47 E8E Aol ohyed
=85 A ¢ A% F gev), ddaste o
WA n& A FRAdE o] BAd i g
o Rska @ A3tk gk AFE O 110- 1204717
A glolof Felm o 71FE A¢E AP =i
IFFAESE, JAst A A AHATY o) A ofstA
A8y & U oj23 AY, LAY M)A A
Aoz Awor BE zte &g 493 F/HEY
ou A7t A ol ke Alde gy P

SAE ME o ojztin} &7t 21U o] o]y} &
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II. 3ot +=H

ANt FE BFFEAA #Ho FA ARl RE
AEol wtEA] S £ & /He7), GARAE At
AZRIR Z243t)h &5, pH, 9% 5ol 3§ 2494
dHel HEE 47 5E M2 AEz Bdsinz A
23 FAEs 499 7Y Fx dor g A O
Folgorz AZE MHY = At 28EZ Ate
Aee 23 FHEE NS FEAE 7L gl g
BT sFol B3 #FE oFI FHIHAY HEHY
A g ayH TASAL FHEAYG e,
HEEE Aaaglo] vy wste 9L o2 4|
87] 9A ot g AE TR BB FEFEAA

LFFE ERFE ol27] 744 FH L ofF DPJ%}E}
459 Gompertz= UM X¢E THEEY AL EE
A F7tell wet vlstgrAer Friggan }Sfit}(l)
wjuju sFde] #E 2EFE AFol HE A ZE A
EEHo] A Z APER EREEY FHE oY
eVt obd FEAZE FollA #FEE 7]50] tH(Table
1). 28y o] e % 49 B, FHzA wa

zpo]7h qlek. &9 o@il% 27127} 1004, AbAlE= 30

ol Hujfroeln] ¥ % 130191, 79 Huls
g 28do]aL %‘&T 42 12—15»&3& ?%aﬂit} ol &

A= 712 A8 (Basal metabolic rate) ¥ +H(Life
span) o] GulH A FRBA g FAIU(Fig 1).
webd £ES ofgfel 2 Aoz el ¢ drkn
FA%e AR Y
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SR Fo] goog Ah W FL gor} AhAH S A
2302 g4 BRo] & FEYFE Fopnh.

% (species) o] we} HojFHe] 3P gty E=
A9 $H2 #4200 whe} dstd 4 gloi(2). A g
o3 83 (Rat), Daphnia, Rotifer, 9\ % Drosophila's <)
27144719 Hold F& Fold HFFHo| T
B 317} gloj A HolA A 717 2% 8110 E & A&l
g Ak £ Aol(diet) o] TAREE FadTh 2N
Wi} £ 3~670 4 wHE AL e dFENNA A
F otk £ F48 02 22 genomed THABE 7| B FH
Atole glov £Hl= o)zt glth o™ Aol K%Y

Table 1. The maximum verifiable life spans for a number

of animals.
Animal Years
Tortoise 150
Man 113
Asian elephant 60
Orangutan 58
Gorilla 55
Chimpanzee 50
Golden eagle 50
Whale 50
Horse 40
Grizzly bear 35
Domestic cat 30
American buffalo 26
Lion 25
Rhesus monkey 24
Dolphin 23
Dog 20
Domestic goat 20
Moose 17
Kangaroo 16
Rabbit 15
Vampire bat 13
Skunk 8
Rat 4
Mouse 31y,
Shrew 2
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Fig. 1. Oxygen consumption per body weight by life span.
A, mouse ; B, rabbit : C, dog ;s D, human ; E, ho-

rse + F, elephant.

o royal jelly®] 4#932 AFHL HHN = 570 &
208 2 Fisitle Aol 2AE £ Yok 8] &
o) 92 e 24 EFo 33 F Fol Uk F
ol WHFEL A tf Ba4Ho| FU3H Droso-
phila®) 7% 30CAIA 14Y wol 43 Xsht 10T
AZelX 1209 7tEe £9& 7RG old A3 of
ARET Abasd g 28 3EE5] 12N o Fu
37) otk & FAYEG 254 o B HAE &
53 g GAE AAFAY 2ot o ZFAA
712w $£HE 5334 AZE(3). RE9A DNAR
T34 (repair process)? A& F74(species longe-
vity)Aho] 9} A% FEAE AFHIL ok A5ste AFY
7W7he AEe PYaeyrd o A 4ol dds
Zolt} Cutler(M3) & © AHAE radicald] LHEZ o]
dapdeh dEde $& Ardte TR radicald] Aol
aet = gl FAEA HE7|Fe] AL FHos A
olt}. superoxide dismutase(SOD) 2] &49) A4, 1719
Z(liver) o} @9 tALE 3 SODEA L U8 EHFERT
¥R gov & 94F(primate species) Bt} ©f Erh
oA Aol sODY T2 G40 BE FEAM A
o B3t FH2 273 (gene regulation) 2] ¥ 3ol
A XUl e SODFAFEo] DetA X S35 do| Vehte
A2 HHHATH4).

H QHFI 2 75 HYAFoR =35 4



Bt ik Akl A4 e Ade] AA7)%E 10028
i 704 40 Ag %2 FAEE F5A, ALY -
Wtk Ado] pH, oz A9 He FAF =
njg Zaatolzt A E W Fof o] o 13%, A9
2 ¢ 20% 7R #asta ﬂﬂl@?l%}, A iR,
AgnteF AG7)e 5ol 35% FEMA TaEE AR
A1 i (Fig. 2). Brocklehurst(1978) B
29 Ayt we} HoAe 7 &4 FAEE,
Eat LUy ]%7155 BE 9oA ’qi’f}ﬂq 5

§_J_

i
tor o

i)

3, A3,

R0, 234t

V5, 55715 ol s UA7 FRE Aoz AT
(5. olst@ol wateyold Ygst 8ol vhah A o)

Neg FANIE Al AE7IT o Fadhe
AESH Aol B 5 ‘il

2y AFES7e i AEA
of o8 subsle WA A T
Ao FE e wholste] meha este} °Ur ‘% ot
TAgele A d4s pwsn 45 uie @
% 22 Ad4HE At & e dY 2
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Fig. 2. Functional decrement(%) of 70 year old man co-

mpared with young adult male.
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AR STl we} 4ol A 65ui R niEste Jehdd.

dadNe w0l &S A o FHel 1 A 2
BE Z(species)dl FFHoltt FHo] 2~3W0) E#3
79 30% 9} 854191 17t oF 30% 7t ¢o.g Aggich
EOE d4E ok F 42 e gdsty =3te
FHdde dou =3td A o 70% = G
2R gorg 93t wshe Ee delete Aotk
Ml Z o} rgolt :ste} 71ahg Awsty] AT e sHo)
A71HHe). A5l Qe FHE G & g 67HA 2
dejzlal glen ojd StHw A sige] B 4 gle
Aoz H7htn gikTable 2).
Table 2. Theory of Aging(6)

1. Cellular Damage Theory

. Genetic Program Theory
. Immunologic Theory

. Hormone Theory

. Committment Theory
Etc

O o W N

. =23 A(Programmed Aging)

471549 Add 4A=E MY
. & F(species) o §44& 713 DNAY
ol wAdA FH E3l A%, =3, Algolghs
oln] 715H WHE + flv AV 55 Qo] 1d

T ZUHEE YA dvkn A zshe ol
o] 313 A Mol A= FAZ B HY A dof
(Oncorhynchus nerka Kennerly) E £1 t}h & 7]
&l 2] FEEAD a2 AN A E Fufof
T A8(life cycle) & 7FA= o] doje AT B
FEol, °, ARGl FHA 2% gPdao] 52
&9 ZAste] vtehy o] Wb *égr’q-‘?] AL A
HatE Addthe Folgh & & oz 97ty

Z 2% (progeroid syndromes)$ &3 2tk fFH7F z=z

| 14

Foll= progeria(Iutchinson-Gilford syndrome)$} Wer-
ner's syndrome®] 9t} Progeriaths AL 104 M 59
AFelA 704 Fdehe =stddo] vebdth 244
ol AAols Y5 o 1do] =W o] T3] AWM
ol WA giatA e A3 3t o] vk (age
spots)©] UYENIAA 124 H w50} sl Ghddes
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SR F9] g4 Holth A5 AAdsE T 1L
golul BE Agoldoz Abgsiy AGAH =82 o
e 4 de 44Z%(malignant tumor), Wi (cata-
ract), bone demineralization®] HIEZ7lE fle Aoz
a2} A 1ot Werners's syndrome Hzp9} & a}ol7} &
7HA = 2041 Aol Aol R mio| FEAo] A
712 o] W] HAA AF R o] =AY Walgic)
A4 wdte] ehte AW 3B (diabetes), BN,
%59 7 3} 2+ (atherosclerosis), bone demineralization, %%
(tumor) B0] TEEH 4044 Apggc} olglo]
AA 2252 A9 KA =ste H3s A9
b = Qlvke S8 3y §43 7198 714
743 =833 (accelerated aging) 3 #HHE H
I= A22 Hol A3 wstdiT A&
ol (simple mutation)] 2#|M ved = 9
Hth, 2dd o] progeroid syndromedl= 23
o] FtAC] gl A EEEA RS EAQ ca-
talase, glutathione peroxidaselt SODY #au Z¥k
gl oz Busy 9o
T OE dE2ME AR £33 estele] AAE HED
2745 B3 AAHAY. 99 22582t AfolH X (fi-
broblast) 7t 4| ¥4 280 2 5= A]3H) FPDT(fibro-
blast population doubling time)#t] 2— 183931 /3
e Aot 408 = HolM tzFelghe
Zojth. o]E2 RE M X DNAZY =389 F3& 2
Aok =3k FHATL EAFAY edho] Fo] & ofd
AA7} Eoldrte Aol FAHUL(T). ARt xS
fibroblast WI—138¢ FPDT7} 40313% Ay colla-
gend] $EFHEAT E Ea gAY o] FEEAL A2 A,
At HeshEq weMe rigadE Jeygte
Huk o 22aY4dE AAse AR AAHAT
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V. &4&X 4 (Damage Accumulation Aging)

sty 44 7MY A7ge g MEFEE0
WHE s = k3w ofd 2o & A, PFHcarbohydrates),
A3

ol
(lipid), @A Fo] ofd o) o] H4E Ao
A EFEEO ATV HEY FHYELZA AR
9 Ao} =g Frdte FRoth AXEFA A
=0l 2] 8} error catastrophe(ZH2. — A8 ) 7Hd & 1963

e

Orgel(Wl =)ol i3] A= gieh 1& DNA7} RNAZ AHAF
EERNAY JE7 g e wgd o 107t 402N
olggudo] FAHTL FHH o] HE FFH 7|50
wAge 2 gWA 37 A= Argsgn F38 %
tH(8). o T3l gt A7 2 A =3td ¥ (rat) 9] o2
2 715 B4l ool Sl SOD7F EH AL 60
Fube] 04 Wil % (lens opacity) 9 A1 lens protein?! cr-
ystallin®] cross-link 3Bl ks EYAE =919 eryth-
rocyte( A1) oA v AT Aol EHAHJGE d&
Ak 2y AEd A4l AP FdlE S AR
Y2 F lens(FAA Y AST s A Ade A
oA HALe} WAFHF A Ayt EAPT ] Bk
38 A9 tumnover AlZto] =HAM &£4E AU
E42 wAHA Radr] 7 Aoz s sl
E Wsty g de] ne g 2N 2P FAR
Hlopaie(9).

Oliver(7] %) %2 Werner's syndrome %< progeria8]
229 fibroblastol Al 1| 71 e @ AE Tt Fris A
T B7EI FAe AEdMe dgFrt wet Wate
Aol M2 A guie HFAHE BHEI[Y o
$7] SN Aol e 5§ (error rate) = AH 57}
w2t WahetA gkt o]9hzto] kstE AR o]
AL 1 FR7 FaFoly iy dido] A
o2 4R o] o] g A FAAAI a7HL
At

W DNASH 2& 7AnEne &3a ddd
FAzke] 249 DNAZE A& A, A oY free radical
(F7D) 5ol os] gAwozA 1 g A}
A 2H o xapyl fEts Holth AAW AdE
A5 7he-d Az Ao A& tummoverd £E7F =
s HE7I5 2d%E B93E DNAE AR T
nEo)HA o] S0I303 mitochondriatt peroxi-
someS ¥ Ze f2]719 TAFAA A= oYL his-
toned] HIE Wil out FHHEH, AJA, g
9, 9uFY WA, 59k, £9 ethanol, FF&, 4
A, AN EA FEFYED TOE K 4ol op7|E F
Atk B8 oy &4o] UtElE DNAE A9 H4A
(repair system)o] B AALE o3 E7E + Utk
A ZWA deEfUdE AdEAEY] £4-2 575 (repair
and maintenance)°ll Z¥o] YA o] eRT AR
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Aol &gl #4 o 27] gEo &89 3o Y
Eivtth, 38 DNAS HF7]%50] WA d¥& Down's
syndrome, mongolism®\} xeroderma pigmentosum 5l
A 47 E 19743 Hart(10)= 2718, 459 &%
A}z 9] fibroblast®) DNA repair rateS ZA}ate] 233} 2)
FEBAZ UFS G FHo] AEFE HeEE =
2y 248 ied 84 %] J ke ol th(Fig.
3). Repair system®l| = methionine sulphoxide reductase®ll
o8 &gt e 8439}t DNA repairélol = w44
7% S Aol th g proteolytic system5o] AEE 3 gt}
Radical®] o8 &/4¥ DNAE E7dle BHEALZA X-
ray ZAMY osmium tetraoxides ] £4Y %% DNA en-
donuclease(lll)F°] 913 N-glycosidic bond& A3t
&49 G718 98 W glycosylase™ urea-DNA glyco-
sylase, 5-hydroxymethylcytosine DNA glycosylase, thy-
mine glycol-DNA glycosylase$} hydroxymethyluracil
DNA glycosylases°] BHE v Aoz BuH
(11-13). &4 71& ¥ v 2 DNA repair rate$} %39
FHAAZ £ v Bpr)so] SulatH A X9 ¥ ol(muta-
tion)w A d¥HoZ DNA damage rate’} repair
rate 0t 33 A7 HEAE ol FstE FA
HAth =8 o] AEA A &4 wFt B
7159 E4AT 71stn AR o RF A M EHto]
o] nFFo 2N £HEY F3H o] Ve § glthe A
ojtH(7). E& Aeddolt WAM] F& xAMEIE #E)7)

2.0 q Man
B indian elephant

g

2 1.6

5 ] Cow

§ 12

£ 7

ol

o] 4

=

5 0.8 o

E ] Golden hamster

= Norwegian rat

« 0.4

g Field Mouse
Long-tailed shrew

1T 1 1 1 7T
o 2 4 6

Relative Extent of Repair

Fig. 3. Relationships between extent of repair and maxi-

mum life span.
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g0l AAHR o, dERF §9 =3HF0] 7H53H
AT YA =3pohe A 1 ol BA Uk

V. $2|7|4(Free-radical Aging)

o

DNAAA 9] &4-& 35 14 7HE- 1) free radicalo] %ol
Hso] 9t} Free radical® W40l & tEdzA
AW AL TG M A EE AdEoHA T 4
AERLY] o) Bojdles SAWALZ dolt). BANY
fel7le dREo] alE 2 (oxidant) ol ©] F supero-
xide anion(0O,), hydroxyl radical (OH * ), hydrogen pero-
xide(H0,) 50l F5& w1 glch ol & frel7l= A xS
e 24E4E & 427U DNAESL H0H
0;9=02% REHA 3 F F9 HA5EE FA
2§ A1%0.24 DNAZIEo] HFH oz dgdt). ueA
OH " 7} Ho0,4 Oz ol M8 whg-Ao] v AX AAR
DNAEAE o] 271 o &) Ay Fch 2319 free radical
7Hd 2 ¥)=¢] Harmanoll 913 195639 A1 H At 1
AA =3 YA s 2718 dAE g
AEE F77F 24& JA2 MM 230 4L
we A%z By Jepdon Agfo(14-15). AAW
A A H,0,2 FH site-specific reactiond] 9# E& X-
rayY y-ray St 28 o] 23} Whabadol] o3 243 OH © ¢
22 #Y719 A% 49 FAEEEL DNAY A X
olt}. o] f27]¢ 3] DNAE #HH3 334 uigs}
dojdth. & AA deoxyribosed] £4+o] oL H A back-
bone®] ¥ AY purine®} pyrimidine €719 337
Wgho] eI thymine residuei= thymine glycol®} 5-
hydroxymethyluracil 2, guanine residuet= 8-hydroxygua-
nined 22 AFH} ojeeo] B} AAH ZHWNS
T3 olE &4 HEPo A o BASo] AAUY
DNAd W& fej7le] ¥4479 A #(Index)7} 8 F
AT Azbeta 9oi(16). P29 AmesEE B4 meta-
bolism&<t 7o HEF & 1000709 radicalell <3
234 2 (oxidant hits) o] DNAe 7haizltka #)4ks}
Ao 2oE AYFe) g oy FHLe Frlekert?
AmesT 9] Aol ofFA YA UNlA DNAY g Ars)A
&7 A X2 thymine glycol, thimidine glycol® hy-
droxymethyluracil & 17t9] urinedld ZAMetgou}
ol" Wste L] Eatgch 2o E AlEE T o]
#de N, A, dFol 52 BAHF G o] AREA wjio]
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ol A2 B1E 0 M glycolF7t o] & A& o AT
Bdo] YeS L} 7 radicalol 91F DNAS &4
02 o7EE Aog ¢EAY € =3 F
2710 &g & L& G4 DNA &40.24 g7ufolu
DNA7IS @0 2 # % ¥ somatic mutation . Z gene pro-
duct'} gene regulation®] €50l S 2HA 8 F
Atte F43 DNA 402 of71de AT Edo
Fgol H717F radical®] £4THOZE DNAY %A%
HARS o] AaldozA duAR g 2e AE7|5o] A
gt x3lfAe] Yedte FFYd % mitochondrial
DNA(mt DNA) &2430] v2 =st#A o 7golge F
A% 3tk & mitochondriac A XW 2+A4-9] 90% ©]¢&
ARB3T 4FA speciesd radicals FE AHIE Fiol
WA histone & DNA R3 g do] gicke Aot &
DNA EAA 27y &34 td BeAle] Agol 433
"ol ZttE B2} tumover®] %71 8 DNA H]3) 5~
1087t Wy 2oEdd i SAYEI) nuclear
DNAET % 158 F& ks HolA o] mt DNAEY
71248 B8 =87t frEne Aot

w39 free radicald] BAHL FEY 7|xujAET
ol ti/ Hujeldtrt= HoA dHe] 7tesitt &=t
=X (oxygen toxicity)©] FHol A= 234E HH
Lxo) A A EE radical oFF AL F 0,71 A
Ao & F3] AXE 72 o] §& radicalo] FEOJAE
th Free radical? Ao AA® ZEHUL HZ
AANA oFF FE% FEolW myoglobindl AHFA
+ hemoglobinGol ZgHo] $ybd wut £F2 A%
A
x

pelal s I VR P A}
o 2 rlo P of

2
2M cytochrome, cytochrome oxidase 52| T Z o)

peroxidation(®| A #4t3s}) 4 o}F ¥h-gAdo] & hydroxyl”
vh2 3l = §AFE 2 (species) 2] radicalS 433 5o
M ZNE radical®] WS FE2 HH3TH(17-18).
% copper 9* albumin® ceruloplasmin®el 235 ¢
9128 copper poisoning®]\} Wilson’s disease®™ %% 9]
&) & dojtth Coppere hemolysis, lipid peroxida-
tion& FE3T serumol A9 A$ AARIHE FZA
7)™ plasma lipid® T2& ¥R E4EEE FAHA
U2 bloodtt ZANEE EAAIZIOZA A TAA Y
A8e Ak ez 43R Ak19). kst AA
#E7e A48 Y 97 H3 PR E FA4E £

Ao g EAE ASFoeA 1 BAE REF A
otk 1 A3} vitamin Ex= Drosophila, Nematode$} Roti-
frsd e weds gy YaeuEs Az 2

o] &3 Hgsh= NDGA(nordihydroguaiaretic acid)<
Drosophila®) H#53-E 20% FWAZA 24 DABCO(1,4-
diazabicyclooctane) 9 B-Carotene’s& 9§ #-& 2| g3kt
ayg 5550 ohd o & FEAME FH 9
o] A9 gl-eo] ¥ % ©. M mercaptoethylamine®| -} sa-
ntoquin® Z& FABAE A FHE 18%7HA T
A E FAE 24 dolgtt). oy AL ol 3
AsA 7t A4 3By dFE F7] Boke distAd
o8 87 stressd BAE ¢l FHo] dFHUGE 3
M% 9tk Munkrest Neurospora crassa®) 22AEAW
ol# 9 E4L 71489t o] mutantE oF TG0 H] &
zeads FRALE FHFAoY #Y7ldl NDGA,
thiol compound(glutathione, mercaptoethylamine %
= vit. E (a-tocopherol) #2 #4H3tAE Yol vt
Wiz #adt £YE AFHA 2 SOD, catalasest
glutathione peroxidase’s-¢] 4= ok Fol vl&} 718 &
WASYH4). #9 radicald AAsE A AR (scave-
nger) 24 A E hF Folstd $E £Ho A5
Zu@ Aoz da&dgoeyt 2318 1 a3t uvsAY
Ad g Aoz Y FasAg felr) AAE F8
NEEATAS F4e 24 =442 dolrl=s
t}. 184 Cutlers o] A& TEA FU3AE R
HANE A7 7R A3 FshA (scavenger) ol
F40] Assio] AR A FisHA potentialo] W3
% Q7] golgtx dgstn ot wekA olH AFehe
ATAHES 23 £ o) =389 free radical o€
de e Wed 438 FA% oL £EF e
Btk(Fig. 4).

VI. Radicaloll CHEt 25 2t29| AirdnlE

AgzAo= EHEE9 mitochondria®t HEHOE
glutathione peroxidase”} #7151 #] %27 catalase®} A
peroxisome®] ¥ 0] 910} chloroplastl= ¢t £
SERY AEE H,0,9 SA0 e AEEIE 43
catalase$} glutathione peroxidase & 7HA|3 slct. Cata-
laset peroxisomed] M@Ho 2 EX¥o] 3lout gluta-
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NUCLEIC ACID, NUCLEOTIDE CHANGES

SH, REDOX CHANGES

COVALENT BINDING

ENZYME CHANGES

LIPID PEROXIDATION

MEMBRANE DAMAGE

\~__._"”

PROTEIN DAMAGE —— % TISSUE DAMAGE <#—— NON-RADICAL

RECEPTOR MODIFICATION / /

MECHANISMS

Fig. 4. Damaging types of reactions by free radicals

thione peroxidase® 2 cytosold] Ut} o] F &V}
ALAL dose”tA 9 H,0,2 RE AXE 38 £ 9
Ao e AR o RESIL ot HA7HA 2L F Ao
&t ojd g of Hhete A Wolth AW A
3tA oxidantell @3te] o]d F5F HKE71E Yo
H38ke E4& scavenger(M Az e} 8o 1 B3y
ol catalase, glutathione peroxidase, cytochrome C pero-
xidase, ascorbate peroxidase, superoxide dismutase(SOD)
59| enzymedl 23 B E2E7} ascorbic acid(vit. C)U
1 %54, glutathione, uric acid® #& ¥ 9%
B3 metallothoreing 9 $40l2 AA2A9 B39
% repair systemol 93 B35 Z&o] ek o] 7hEHl
SOD¥ 0; & H:0,2 W#A7IY catalasew H0,% He
08} 24z ¥3J3t). Glutathione peroxidase 9 A &l
g T2 WEA 9 GF2EA 2719 AAHE
e A& 484 (antioxidant) 2k 3 B-caro-
tene, a-tocopherol, uric acid, selenium, BHT(dibutyl hyd-
roxytoluene) ¥ BHA (butyl hydroxyanisol) 5] radical#|
Aol AHAA Aoz Btk o422 scavenger’}
AgolE MY radicalt olo] thdashz AlEoiA g
ol wl A& AlZtAol 2 Wk Aol & o] E radical®] ¥7
o2 AR &L EeFE A

SOD+= ¥H3-41& 717 4b4: species] superoxide anion$

TN
TR

macrophage®} polymorphonuclear leucocyte(th3 3 W8
F) 9] FEAERE AEFo)7)FAN T JEE Fct
A3 &, I%5Y BYo] 375 dhd =&Y

oxidative stress7} O AZoz2A ZFo] #£H SOD
2o fke o3 BIHI &44o] HAHE AR 4
AR gty 2 AAZ AAFEY Aes B A
o] dollu R fatty acidst FHAHAA LT3
©.2 superoxide radical & A AE 4 Slth SOD o] 2ol
Bk speciesol]l HF8HA HE2ES st Aos ¢
A4 oy w2 FHIZoe SODE uF 7ML e
Hig Jes HES AT hydroxyl radical® 45
7% 024 238 At g A EE A (cytotoxi-
city) & S/t B Qlo] 493 2528e ¥
o]71€ 3t} & SODE Hol2(Fe') & #9% # e
superoxide anions 8, #A&AIZ] S 24 hydroxyl radi-
cald & A3t Fe & TaAE & gle ARl
AL Qlod L S S F UoBR AAXEA
Agto] Brbsslt) oy BEAEE Hue 239 A
&R q48E T ®on(20).

Vit. C& A WdA 0, HOCL OH",ROO " 1 H.0
5 AASE YUYAEA collagen®] FA0l #A3E pro-
line hydroxylase, lysine hydroxylase 59 cofactor®]t}.
Vit. C9} Cu*" E#E-& hydroxyl radicalo]4t Cu®* & 3
Aoz B vlds 284A7/IT Fof 1y
o AFEATY cataract®t 22 oxidative stressol U3
BawojA2A F23 XS 2-0-octadecylascorbic
acid(CV-3611) 2 rat brainol A lipid peroxidation® A
ek Aol Base] ivk(21). ® ruting ¥F
4 vit. P €42 7IA = flavonoid2 A frEl 71 2)gt
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AEEYE B3Pkl BEoh(22).

Vitamin E(a-tocopherol)-& 4 el A lipidoll &34 &
742 84t3lA ol membrane lipid9t Al E2het AHA
Ae 3HFE of3t 23bA FA< lipid peroxidation.
H MEE B33t 53] peroxyl radical(ROO * ®&
RO)E AAz=d adzoln &AF4Q radicaldl
283t e Aoz deHvh(23-24). T abetalipopro-
teinmia #72+9] serum¥ erythrocyteol A ©] vitamin®
FEo] ko oo JYeA ZY-LE neuropathy 9} myo-
pathy® ¥ozlt}, o] vit.2 copperol&o] §1& Alut &
Astedol et R o] ol EANE MELALY
A 2Hge Brhsd oz ¥usol o

§9 glutathione® F 7 o2} HEEo thaf FEL5o)
2429 transferase®] 7] o|HA DNAE ¥4 3}= ionol
radical? A4 H5gch(25). & glyoxylase, prostag-
landin endoperoxide isomerase 5% &2 #29 cofac-
toro] 7] = 3t} X-ray ZAHE A oxidative stressE 7}3
$ o] 4% FH glutathioned] tA7F 2H o wa} g
UEtdth 2182 Z 431A £43 glutathione] thARSE=
BHEATY = Aoz A7

Selenium @] 73 F 57 A & & Kashin-Beck disease
(disabling joint disease) 9} Keshan disease(heart disease)

o) ] glutathione peroxidase®] #/§o] 53] S+31 plasma?]
lipid peroxidation®] 4°%:¢] %tt}. Sodium selenite$} vit.
E9 YA SR EHAL DR seleniumB-Fol| 7|2l Ao g
Sk o] gdsAE o9 {71818E< ebselen(2-
phenyl-1, 2-ben201soselenazol-3(ZH)-one)t ethanol# #
& EAEF0I Y burn stress == B A7) e 59
stressE 718 frEd 4A7EAE 71 Fof o] & oW
glutathione peroxidase@-2 Azt FAo] Frldt=
Hux ith(27).

82 uric acid)& g0 ¥ EE ZA3Y radical ¥
copper ion# Z &84 AFE 7)o 3 ZHY HIGHS
et SAEZ HFFE purined] 98 F7kEdG 9
A %= urate oxidase”} §1¢ purine HAME 24 FH A Fof
e 2H5] gout(F3F)E Yot 23 0;
,RO;, OH" 59 7388 gistEon lipid peroxida-
tion A3t

Porphyrin® 2 4] hematin, hemoglobin, iron-chlorophyl-

[¢]

2
L\
“
L
ho

lin, hemato porphyrin, biliverdin, pheophytin, copper ch-

lorophyllin, pyrrole5 % 43t&A4& 71 Aoz W
&

% 42845 2 2 4 aminopyrin, resorcinol, chlorogenic
acid®| | % B-carotene 5% ZHF 3L sAE
Ao 2 ¥ A Uth(28). o] Yo% thiopurinol xanthine
oxidasedl &3] EAE Fe|7]e] Be LS dofn s
I green tea(352}) 9] water extract<= aflatoxin B1(AFB1)
7} beno(a) pyrene(Bap)°ll 2J8] # =¥ back mutationd
23tA A& 33 hydroxyl radical®] AAAA7} USE
HilEqlo

AW s HaAge duFvtd wel A3
L Mgl thaj M A5 th Gershon( o] 228}9)
& w2 rat9 liverdl M Z# 3 SOD7} ol Ae a48T
AT Bl B2 AE #HEAFHUL. £ mouse?]
brain# rat®] lens, erythrocyteo] 412 SOD$} glutathione
reductase®] BAUAE #FE) olohe kA A}
FAEY s AgF 7ol el soDel &4 Walrt ¢l
Atte Hix 9101 v 488 47 51 gt g
radical scavenger®} oxidant? H¥& %
Fohe AdE JRIge FAM 4% d8F 3% o

Tote 2 wAsol who] EAV} S AE Aotk
AR AT A= ]Uﬂ"ﬂ/‘i Fe719] S Ashe BA=
T vit. C, E, retinol, carotene®, selenium% 2 & 29k
WS 8= YL LEE polyunsaturated fatty acid #,
ferrous ion# copper9 Al @H AL 2% HAste A%
ol Pt ofd HAoge MHAg 2GEAST)

R4

[oa

VILZ E

AEA G AT BHH] e £3E FHZE
oef wiztd & glom wgdNE 1 AABAY} A
=g BEE e T2 aWd AEENSHY §

T2,

cheyeh} 2719 04?*}57} obH e s—%s—s}
Sdo

A
|
>
> 10
e

[ A)
-4
2,
o,

oxygen spec1es°ﬂ % AxEg
TE &'ﬂLﬂ"ﬂ’ﬂ«] 287 #1589
% = =3EAE dMse = gE A
22 oxygen radicale] A=

& T DNAY &4 ®olg dodAY,
e } A e tE 7R s 2AEAgol o

Ho
o
i
4 Az



oA AT S 7lukgol o] xH Fojrt 5o
AERY E2HEo] &AL HalgogAM, olE &4
Eol A7t dEo] £33 AV HIE FE
AY Y w3gdel YA doe Aojth Aol
Hp7)53 gofr]Fo] Fulslo] §lovt ¢h¥sta] k3l
2719 Fgo] wolg g 23 o]} HFH TA
A o|2H AEE &4& AU AMEETE HeA
frel7lel U 2#E 7hA= SOD, catalase, glutathione
peroxidase, metal-chelator®} chain-breaking E#& 7}%
a-tocopherol, B-carotere, urate, ascorbate, ubiquinone, glu-
tathione, protein-thiol 5 #sl&29) A&7 Yo &
2730 IAHAY 2 ® FAFAES P 771
AAZEH el eS st A4AS HAEE Fiks)
g4 wgkoz rgdle 20E HAske o) "ad
Ao AAH 1 Yt
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