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{Abstract>

Purpose : This study is to understand the reactive oxygen which is expected to be a causative factor of aging
condition including dementia, atherosclerosis, even cancer.

Methods : The reactive oxygen is generated usually when people do very hard exercise or is under severe
stressful situation or in unhealthy environment and as a protective reaction to reactive oxygen, human body
releases antioxidant enzyme systems like superoxide dismutase (SOD), catalase, glutathione peroxidase (GPX),
glutathion-S-transferase (GST) and non-enzymetic antioxidant systems like glutathione, ascorbate, B-carotene,
vitimin E.

Results : Nowadays, we are getting more interested in the generation of reactive oxygen especially in the area
of physical education, food and nutrition, alternative medicine etc.

Concluston : The study of reactive oxygen in patients with musculoskeletal disease is also required and among

various physical therapeutic approaches, the method of general coordinative manipulation is considered more
necessary.
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radical)g}il dcH(Alessio, 1993; Halliwell, 1985).
BAHMNLT AbsE T)ZHoxygen free radical)
ojZleaRE mAE oy 71x 4k IYEES
A3, o]EL EF HkEAo]l & AL 7HA
I Qon =gtz free radical)2 &3tH oz F
Azt AAAZ g olF1 YA ¥e A} B
A il BE At Bogs d34 &
AAT, 53] 44 gHrge] EAA HeE AL 37)
4 AREANA ARk olge " EIAEF Ao
A Ay A ALGAZRE olgE 4kl A
o] 4 o] A=) wFoltlHE ), 1988).
HIZ=stel g WIES 4F Ay 499 4
AL HslEE 4 A7l o SA)
F8 Aoz YFHAEAN tde A7V ALsHn
ATHEIZE. 237 A4, 1997). AAeAM A
He zeaoda 4404871 43k A 49
olf] GANALE FHAE FataAs gt 49l
¥ a8 =3PAE dtke AT-Eol dHEEHUEA
FH|E2S AF BolE F5 HI Joiolsw.
T, 2004). E=F BANAE AEuy HXds ¥
Aéte] I8} R]A(lipid peroxidation)? DNAL] <=
2E& dogn of, X, F4A4SH =38 do
71 Fd° Aol HH(Sen, 1995), F Al AL
48] FRAQ) FVhe TK9 £48 Fo A
HE(macrophage)¢} ]AZ(lysosomal)e] BA7} 7}
e 45 Al Stiolsd. 2, 2004). A
giae] AL =3, Ad, 2E#HA §F4,
T, AL Bl o8l FUtEed , 53] uiFe
A2 A7 a7EHe 5 oA AFHA I
W=THJenkins, & Goldfarb, 1993). & ZAQ3
o= A oA e Ao dA|
Y, ANEF G T s FolE %
= AlXeo] Wy £AHMDA : malondialdehyde) S
ol7] sl e 53 AHEFH 2EH A (oxidative
stress)=  ZHE AR AT WA, WEHA 9
ohsll, 123l 28] £45S A Aoz &
HA A3 ool disl QA= FA4t4e WolAAz
A A3l EA(SOD, catalase, glutathion peroxidase)
E AV A, BAEg 52 2308 AUl 3
Aslade] 715e TaATIE Yol Hol E3

rx do

Ir 2 do o
o o

AE 48 /2 A goie)Zd. 233 949
&=, 1997).

QA AAEEL PT W 028 Yaz 3
AE3 5 Ade o 22 344 3FE gs=2
30, 1 A7 $Ee A4 guge] wastn, =
gz AZEE o AHY DNAE E43A17
E 5 A8 9oA QAAE o8t @rkReiter,
1995). Abxe] A#H7} 715 wet Zejejc)o]
HAE T, o]RAL A3l 2EHYAE JIEIH He
tl(Clarkson, 1995), °]g{3 EAld] 714 A58 9l
T At dUYA dAA SR ta Zee
Zre] Aol 2% QAR Aksd Aol
(Jenkins, 1988; Ji, 1996). Sen(1995)% A3 &%
A Fasr)eg FIINAY IFE &5
Arg o) Ul gARFHOZY AaT
o] 10~154), FoNMe 10084712 F7lgcin
193 QA ol3E 48y 2EHAE gy
A3 A3} AAES AxE ZHED oW, O %
2 M Al dAEke 8y 2EH2E oAU
7ol FEEFAWI et al, 1992), &F FAe ol
& HaAeirt AR M} xHo &) F
7 E F38E 32 8 5 UATHERA, 2003).

E =RdMe =35 AT B4 e o
5 dutdQ 1@ FHMLE FVMTE 84
AENNE 249 BAAE F4Y 71Ee] He #
231 AMDA), & A4 T 23] B
© MESYe] B TRISHEE A B Peroxide
AE zhe A9 FAH(O)1AE, 23F, YA
1997)Q1 #1EAAMDA)S] ST} Eelx 5
A2 el diste] golr iz} ot
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TEL Yit¥og AEHAA FEEO HWIAE
Z(cytokin)®] FAHTE Z7} A)7)A)THCrist, 1989;
Keast, 1988; Lin, 1955), ct& A3 ARSe w3}
7 9AY, 2318 #adchs Rux lti(Morgan,
1985; Nehlsen, 1991; ©]7%, 1994). & 2-%ofA
WEHAG AgAe] vk 54T s =
FEE Lo, wkgAnte] visiMe thFEk o) ol
Ve & & AThel7d, L34, Y 1997).
<+ H g Assgygoe=z
T 3080l AERHOR FFE AL EE
< Ao 7 Bruce tradmill
protocal(1973)& o] &3] $-F74%Tol| webr o
TEH FATIEE AAES A, &%
FEF 30E, 60Fo e MDAS %4& vluk
ek o] Aol oA Hole-5d AT +Fd
w2 MDA wiske HulsdelA Al 315+
030, €A% 1844049, % F 308 2.53:0.37,
TEF 60F 5130425 Jel 573 +5HG
oiMe HFA] 3.0740.55, ¥FAF 2.2540.19, &%
F 308 2.80+048, &EF 60X 3.21+1.53-% e}
WA &8RS ST R FHUEFolA
O ZAHJAT, F A ZF 5 F 38 A
o] Zagd wet FUhEA FHE V4 MDA
F7HEE AR 50 vE HUyeSoe F
As] F7F AL oA IAE THL AR
Edlzol] o3t Add ME SAFe] g otge
A Qo FsRI QIt) o] B A=
BE 5ol vlE HAT &50] AN A
Hlgro] @i 1o wiFsiA dAshe GAgata
T FHET R AlE ok
AR42003)9) Aol mEd JuAIsHES o
Ao 2 Bruce tradmill protocal(1973)2 o]&3}ad 10
F Fot F43)0) Wiz 2 ACSM(1995)dlA HA3lE=
50~85% HRmax ¥4 el 65% HRmax(N=5) 3
@3} 85% HRmax(N=5)Fte s a7l £5& o

15
;Ts

il

-

oft 1%

=

Lo

o B ot do
ol b

Lo
3408 AAEka, A7) Al 5~1083Fe] &
BlEEE R 2 &l B F 5~108HE A
25 AN B0k £EE ANT %

2okl g nE

A= AFA 1.7240.17, 553 1.76£0.16, 1053 1.88+
0.192 X717kl @& Al Me RKoAF ®iskE
Rolx okgrom, 65% HRmax(N=5) F oA A}
A 1.45£0.39, 553 1.53£0.38, 105F 1.11+0.19%
Aoyt g Wske gl 85% HRmax
(N=5)Z Dol A= ALA 1.430.18, 533 1.5420.27,
1023 2.10:0.582 105 o] A AFBHMDA) 5
274 FoshAl FvbEtATh ol Ade FHES
5L A 2R AEe AstE £44e] H1
o) Wi npEe] Fe it A4
=obR(Ji, 1993)e] whe} AbshA AE# 2 Ftell o
g 2h8ld E4bo] FUMEhe AR AR "KL
A, 2003).

018 A(1997: I171F,2002, AJ21&)e] AFelMs,
AYER| 24|29 491} Rota-rodZ ¥31519-2
o $EFM dE2TFY fF9¥oez rxFe A
Abslo] ghako] FREAIZ] wet 7 HUS
, NAakstel el FoAshE AEE IAHE
b3l & A(xanthine oxidase, X0)¢] &AL F419] &
SRl mel A FUkEATk i dga

ka9 Ao Hitgl whgL A Ee
B34S A 8ok opel, ANkEQ) A =
ez =stddold ol WE o7 7HA
Az HFNS zste LAAAE BAT
Hoz Azt ¥a1 At Carlsong, 1986).

Clarkson(1995)-& AbrAnv]] Z7h= EAJ4kao
o3t Algly AE#H 29 AFAFiElE FE ok
g ol 22 A At Bio] B2FE
Ho| Hoh= %o IH FTEY dited £HE
o} AE AE B A wnigrt dygcs A
ARy & 4 JeiAF, 1991). 2kA4n]go]
Z7ts 3} EXEgE AMIERE k3o &
Aot e Fa gl kesloll os) A o
Aol BAArA HRANEC] 71 "dvke o] #
#HA a2 tlEAHQ o] lipofuscin®t 4+s}
Aoy w3l EE o] 8 7|% B (Yoshikawa,
M. and Hirai, S, 1967) ool w& ZAJA4RHS:
AHE o] FATE A9 dalsheed oE & Ao
3 3 WE ¥W3lE 89 vitamin Co =% ALY
g7, WA, dixad, 43, F2 S 2
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=2 ol3)A] AP ALz

8131 Gluatathione® 2] RA|A x8lo) we} 1
9] Asl7l Role ¥ a-tocopherol(Vitamin
E) o]t} carotenoidsEx =3lo] &3l AFER &
=ohn st Mino, M, 1988).

AR dele 8348E FA87] 98t Free
radical 58 2EY £ e okt atsA} 4
st Al oM AAE= Free radical & 8370
2 AA & 4 =9 superoxide dismutase(SOD),
catalase, glutathione peroxidase(GPX), glutathion-S-
transferase(GST)9} 22 3¥8} HAAET} glutathione,
ascorbate, B-carotene, vitimin E S3 728 vl A A
raksl A7 Qi Chung, H, Y and Kim, Y, K, 1992:
Halliwell, B, 1990). AYEBATo)M S o] 7+
ol ¥2)9 superoxide dismutase(SOD)7} ZL
2] superoxide dismutase(SOD)RE.T} BAT7} i1,
glutathione®] F% I glutathione reductase®] &4
Al HE FHolA AstEe] USS RPN
E7], 1988) Ww3lo] o3 s}y 2E# 2o digh

Holgjo) ZAES & & UTHHZS, 2004). =
3], 1zl Sle] 404 o)% A} FAS 7
A50] wolgay falZae sd & e
go)] 373 WA AL HLF & Y&
o] Wolxm AL TS T £ = 59

o] 7+A = 31(Barakat, H, A., Dohm, G. L and Shukl,
N, 1989) o}z Lglo] o3 MEcirlsHe] F
g islasrel 7AE JHAe e Rog,
A7t BEFHIAT A dokn IHHFR,
2004).

o|F3} 9)(2003)2] AfoME, AFHY ATHEES
]3] ujdgt A4 X0l gt Hydrogen peroxide
(H202)¢] £4& A7) 918t H2027} o8] 5
=2 x3d ujgde] AZHEZE =2 A F
H2020) MEE/3e] g DKSMR)e] dojasts
MTT asssy®oll o]sted BEAM3 As}l 1-30pM H202
7b E3E ujgFAolA] sAI7HEQE i A3 H202
© AEg =l vlEgte MEHEE0] R[5
ZaAAen, =3 H202¢] 23 NEEANS ©at

(SMR)& #93tA Z4AHJtE BRI} o5
5 (1992)9] dFdME Ao 8% e 8
HAEZ7 B i BaeA {A wjgd
gy P4 A4S ANE 23, fr g
o 9 MN-complex:= XOD assayel] th3l whgof|A
XA ZHAx 537} goJu} superoxide anion
radical 749} #&o] glya FA3Ach
HZE)(2004)2] AFoiME 1257 FHAEE
o] oAujAF oJgxRle) SR A(MDA)F =l
oAugt FIg vX|=R] Folry] A3 A &
£ A, F o XA A, VO2 max 80%2] &
Z], & a8 3E7] 30&89 ISR EMDA)F
& 4% Zd9 34 BE&dT Fo A
(MDA)FE, 18]l =78 Ajgde) 3t
SR AMDA)FFEC] Frolg A7t Sle ALZE o}
ERal o]9} 2 A FAE-8o] 2ol ERT
olle} x=tE9] F3E IMISAFIMDA)S AA
A FIEAFAMDAYY BEE AAlske it
Ayt Aok FAEAE /EEQ(1997)9 4
TAMe A7 JRATe vAe dTelA iy
9] F9 FIAHEQ keratinocyte (A431: Epidermoid
carcinoma, human)@} o] thEHA MFEQ] fibroblast
(CCD-986SK, skin, normal control, human)g- ©]&
o] ZAXFEETY ML 3 EHAAE
Aot HA 4 27§ g AA(0F5F)
F2£Z29 MNIEA 4A¥ZA3 TD50L keratinocyte
dME hEE 25-5% Ex 5~10% HY iz
fibroblastol| A= 2.5%2] B2 & T3t AkE1E 2~
EfLAE FUA e H3lE49) paraquatE B
U2 Fodtd A8 59 A4 A g 493t
28-S AHE A7 FMEQ] keratinocyteo] ik
SlAE Fo g IIEEAL ImMEEAA
AZYEE] F43] 23R 25 SH4UXY
A% AZSY SHED} % @A) S paraquat
9] AL ImMFRAA 3F, 2%, 1F FAPAe
AXFA g3tadpyt X319t ol 2 AAF
£59] 314 2Eg 2o iyt EAYAETd=
A 8 AR o) Yaslolgl Fejizol=, pearotene,
a-tocopherol, vitimin C%¢] oz Aol F3lika
F 7% 9% Aoz FHFHEYUR By FHTE
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HZ5 2)(2000)8] AFolAME B9 FFE(MLE)
< SDA Ao 3% 1002 300mg/kg BWEH 65
T Bt Mz N 2 O AAHRELY
g0 wHXe GFEoA  Mitochondria kg ol A=
MLE-1002 MLE-300 $oJ1§2 tixagds 2z
7} 13.4% 2 21.1%2) E#3<]] hydroxyl radical( -
OH)e) AAMEM7}E AAEYT, microsomeEEolA]
T E2IE o¥ 47 120% 2 134%9] §934
%1 - OHZZe] A &3y} 1A o}
A B FEEY Fov ¥z -OH =z
202" 5 At NS Aoz oA &
o LPO % OP9] AL axxoz oA Tyt
ohJg} Min-SOD 2 CwZn-SOD 5 &4ariel #)
AfLe] 84S Ao FTMA HEHY 7
SAE vl Ao WA & 4 Qvia BHa
Gil=g

HAEW (199N AFAME 155 oz F
SEAPNEANE 3] Aste SDA FHY
brain homogenate9} oF¥Z FEE-S WHGAIA It
3IAAMDAYS &3t kst S =418 3
3 o] VPt e st B4 BYoen oo
o2 vgs, A%, JAAresE & i

gk

2
-

| Fodgt A AFFIHE AeldHAT 2 A
= FEES F9HA Ze dxTH FoAHQ A
& Holx} 9kl 7+ brain homogenate®} -4k
-BAA(MDA) 84, FUEFEE FoATo) F&
S Tels ge tEzel W gadoz u
AR AMDA) AAE B9 91} Mitochondria
microsome EHo| M= Z+ Fho] ZJolE Koz
k31 7 cytosol£2] catalase, superoxide dismutase,
GPX&E4A BAF ascorbic acidddsFg =43 Ax
2 7ol §47H AolE Holx agkort GST
9} glutathine3HEe jZ7o B8] FHZREE F
o] AR FL FFES KAtk o9t & A
HEHH FHAFEFE FAT FAWF cytosol F
GST$} glutathine?] F%5 Z7hA71n 3314
MDAEAS olATeEA fos BRI o
EFoeRy JAE BE & F Jdva Ruginh

(o]

fo o tok

S

e

P-4

LAtk

g

al

1

e

3Haksl 4(SOD)el ik M8 AFES &
™ Halliwe et al(1989)= SODv #AdAA9] A W
A YAEQ FspRoleg AASE TS =
Froln 53 £FoE 3 ASpH AE#H A
hasled WS S8 42 P} wolAAd)
A P 2238 A BUSI, Mena et al
(1991)7} Oh-Ishi et al(1997)2 F&FH) 2T
SOD AL Z7} ANAFEYGn Busyoed, Ji et
al(1999)L AS gioE 103 Fd & 98 &
Sl SOD &4¢& F71 AlZHvL BisiRn, 3
A EA(GPX) Tt M3 ATFES AHER Sen
et al(1992)= GPXE H202% woldhe 783 7)
=0 Flx)3 9o, M thiol# GR(glutathine
reduced)el] <J&l o] Fo}x|1L glutathine A FA
A Q8 4&g 3= a4k 3FFT Power et
al (1994)= 717k} F4 F GPX 80| FY A
oA 45%Z7} Ptk B8990 Leeuwenburgh
et al (1997)2 EH= FA 93 GPX &40)
AadA 62%Z7} Stk Bustn, dsta
A(CAT)Y digt H8 AFES AREY CATY
ZQ9 7158 Iraa4(hydrogen peroxide)E EE
B35l Aolaly 3tk Calderera et ale 7
& 58 CATY €4¢& VMt Eusia
Ji et al (1994)& A7|7te] @7 &% F CATY &
o] Z7psltia B sltholss, BT, 2004:
ARAL).

Z24(2003)2) AFeiME 1AE o
Aoz 10570 M2 g8 4= 54 we
81E2(SOD, CAT)YY) WaE 2 W %
(65% HR max)e A&Hoz 4
s VA9 F7MIA BLE B o]
& A7t Bk Th

23

=

(¢}

o

M. oHAepX|Z(MDA) EFEY
1. Yagi(1982)gf
HEZ 9)(2004)9} I7)F(2002)3 ]2, 23

B, 99151997) S| A3 HARAIMDA) =
Buoz o)W, L8, YAF(197) S| 0§
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EHEeleldtsla] Al Az

g 24 PP E AN s do.

1) Ssmpling 3+ ¥A 20u1E H2SO04(dml)e}t 10%
phosphotungustic acid (0.5ml)E &§sic}

2) S AAEEG000rpm)dte] FEAe AA
g F, N/12 H2S04(2ml)9} phosphotungustic - acid
(03mhE ok

3) 583 AAEE 3000rpm)dted FEAe AA
gk ¥ H20 29mlZ mixing 3lT, 1% TBA (0.05
MNaOH, 1.0ml), glacial acetic acid(1.0ml), 10mM2]
Fecl3 (0.3mD)E E%3Hc)

4) 95°Ce] Eof] 5087t waterbathdt %, cooling
3k n-butanol (5.0mhE w1, 187 £ I,
saturated (NH4)2S804 soluation (0.5 m)E& 23, 10
€3 94E-2(3000rpm) Fhch

5) “4%H(n-butanol layer)-2 fluorometry} spectro-
photometry & o]§-31e] ez B,

2. Thiobabituric acidE 0|28l Buege and Aust
(1978)2] vk

olsi, HMH(2004)e] ATl o8 HhY
270 st gk

0.16M KCL o] %3tgl 0.2M tris(hysrixy-methyl)
aminomethane (Tris)-HCL 9+&8(pH 7.4)02 =
21g 733 AAXA trichloracetic acid-thiobarbituric
acid reagent ¢} 23] 41 bolling water bathol| A
15837 7Hg3te] 217 3 1000gol A 1083 PR
2] 3t FEAE FHslel FFEH 33535nmel| A
EF2=E ¥ o

o

v. A 2

28} 2B As BANAE/EAYASE (reactive
oxygen species, ROS/ reactive nitrogen species, RNS)
o] WA} &215} WojA|(antiodxydant defence system)
ol AAE B8-S 3L EA, 2004), AXE
b 2Ho) &2 Jh foleElad BEg L 29
o fdelo] HAY FFURAE TR AwHS
=3heh DX BAVE Ax 3o} BEo) Pe g

2N, FERAY, 2954 2a78EEE

#do] Y Aoz 1 3 o} (Coyle, J. T.
and Puttfarken, P, 1993).

wsle) Q9o F2 w1 gle TR B
atod o)), A58, ofe}, AEE, 3T, AFIY
3, tiAJet FEolA BAE 7T FIZda Y
o A7AA e B8HMAE AR F e
W SR AFHY LT P
HEIY F5E B&3e AR AAWHA ¥4
EoA 2E#X glo] doke A o2 F3
o AF7HA Y AFE0] AT Yl FEAY
ot %& =ol e, HAE WM Aoz

3 AAEFPeR Q% AEFAE fEjata
7} F7F HelsleElE AgEe 2THARAE U
dog 3 AFr) gadn =3 IFAA 8AE
g e EYXEF FIo] a3tk

1% RaaTel Be BHel +9eF0] A4
B3 gustEs R BHNLG) v)NE 9% @

A& 7481818) %), 7(3), 2002.

ARA A7 98 Axd $%5o] Fislasel
Bzt A vXE 9% g3
g583)%], 15(1), 2003.

589 5. AR FEEY 4t did oy
AE =4 43183k J. Korean. Soc. Sci. NUTR,
26(5), 1997.

e AAxAe Fgvito], 2004,

whe)Ee] 5. mRsdo] 7] falata A F
EA EAEAY vXe F dFELUXRE
3], 14(1), 2002.

v HEx Y Ho &5 Rk gF 9E
T ¢ 3FTF AN AT PAE 4
& RBATE AR, 15(2), 2004.

o3y, &8¢, AlF. HuleFA B 9
g A gy 2 FAikslA B AT g
#)-5-8}+3) ), 36(1), 1997.

o], WM. TAAQ fAtAeEol Fe &
s, HASAA 2 FAstE L) Pixle 9
FALSA585) A, 22, 2004.
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