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Study on Serum Lipid Peroxide Level in Normal Adult

Koreans and Cardiovascular diseases
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€ Al FEgh MRy 8 ohdel oA
o 2A 2 RBEELS 4R B M dd
2 EE A gleo] Kol S-S IREYRE
2 e A e m <k x| 2lc}(Singer and Nicholson,
1972).

WRE ] i B B EiaEe R
A ZA s BE CEREIREY doRe R [He] BN
Hell Bo]l owd IS #efRo] 2 Aol oA Hr)
(Power et al., 1977).

i BB BB EE L Fhee Bt Sl
o] #alz] oldl AT W& WA ddleo i FE
g PHE¥ S0l 51 = 9l et (Anitschkow and Chatatow,
1913; Page, 1954; Albrink and Man, 1959; Keys et
al. 1963; Stamler et al., 1966; McGandy et al.,1967;
Kannel et al., 1971; Stamler, 1979).

BRE S 4:88 0] 4l = cholesterol, YT, Ak I
Wilk, triglycerides] JRERE Fedtoh, IRES 2OH7L
FEACF kol MMl 4 = iii%IEFA I apoprotein®
fEaete]l Kgtke = s s 2d ol & R el
et fit e .

MaE e EEbEel 2 @SEe] RAaRlRe, 1R R
UG fE o) Bibsl = Ao s BEMERE] 3 M)
EHE RE el WL Wi {REHM (free radical
intermediates) 57 F&ES EELITEE SRS
7 o 2 & (Tappel, 1973) 4§80 A & #iel % 371
A RiEpe) s R RepEdtol BEEste MHKEC kb
fFd <+ sl

A &+ molecule-induced homolysis®. 4 Aot
srigs o] & EREALCE A2 e

A—-B—A-B-B.
# @wwe BERE 1980#* 117 298 fR24& AW

BRERE BlAH I L WEGow 108LEE
R Nt i it Eﬁﬂilﬂﬁﬁfi’l — BB R o] F-o1 3] &,

R ”JL EEAL I (redox reaction)el] {43+ 7l <l

v ojzl & GMEALAKFEL] el Al m Ealiele], FEHE
S 4 B.sﬁ'ﬁu‘h ¢} hemoglohin, Fe-protoporphyrin
el {30 %Hb&f"“’ ledle AL A el e
vl o] BME-E sifgel Al sla- Trsiel il gl
filfo] T} (Tappel, 19;3}

Al s BRG] (KE el R E, Yol
vb o energy oS WG E A AT ARl

o] Fe] of 1 drhAl fEe B RS A EE R
{bfikie]l A et GES] Ffiias MR
el HFE T MM ES ¢l oy vt mEEEEt
Widesd fiEe] Erdet. KiEe EEMEEEo® R
WG oHEbF e BYEsE SHEES 713 EEZE (sulfhydryl
enzyme)ol A ZhA @A et FHE FERIRE L] B
K5 RmevE s JiSHE B (nonsulfhydryl enz-
yme) & JEiGHi{k A %1 e} (Tappel, 1973).

TAEs %ol 4] ribonuclease Ay BER(EFEE= #&F
=, ribonucleaset [ERE Al HEEE HIIIHEA
FOERA e 46e v e, o kel
malondialdechydes} ribonucleased: BIEEAIA  IEFGHAL
B OREE = A -3 RS AR Aeg w
Gl FREe MEHCERE kR sl ribonuclease
8} KEESE L malondialdehyde® s of.

Malondialdehyde9} &&758te] k= &[4 (chrom-
ophore) 9] #EAE puii¥) P o, ]2 2 RNAS &1
etel DNA, BEIEHE %o o8 4efes HEs
aminefiote] fLGMEA, o & Zﬁl e S B (il
¢ fLES of < ¢lch(Tappel, 1973; Pryor, 1973).

o| & FHigr zlo] thiobarbituric acid(TBA)Ho =,
TBA%} f}(ﬁffo}*’l IS W e thiobarbituric
acidBifEdy o M bdyol et fgshe of FEkE NH
o GARELLOE S AL NEE e lhivi it E
Hest Fehe® deE Qs z A9k, 1975 KT
1978).

el A BRALAY SR SEFH NS E (oxidative phospho-
rylation)s} RAffs o) MEiel MEE(E RS M A
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—%tfn &
Aol = 2, FEER(LRTES WEEEST IRl jrfes)
T BMERTY S B M Rl e
Ao 2} Heg® o (Willis, Tappel et al., 1673). %

=]
Mol = ol ¥l &k MiF{el RMBLEE ] FHIE ol -3 ¢
e RHY MM LR (A ¢ s zlew
FRat Fpol SEAbE 9 BOEER, alcohole] $iIR, S
IRfE, #3, ik BEMbe e WIEe =+ d
3, ol & A= A2 PELH (antioxidant)
ol vitamin E, quinoneifiif%, superoxide peroxidase
dimutase, glutathion peroxidase, catalase®e] E#3Fi-)
&zl gleh.

K Hol v BEFRES e BREES  $EslA
s)m @4y, polypeptided] LB, aminolfe] RS
Feahnl, BEF: 450 ABEINS) #EpEel A KTFR G
(Harman, 1968; Power et al., 1977). ©l %] AR
o]+t MM A PRE (organelle) §& 2 [ B rhol

el RHRBEAERE) £ & 479 ERtie]l ©x, &
ol v} heme HEp1H{ o] 7l7lolel 9= FEiFel #WE- %
o} ALK fECl ZHEA delvie LR gz g
o (Willis, 1961; Pryor, 1973; Tappel, 1073). =3
BRERTE HEE E RS T ML lipofuscin,
ceroid® ¢} age pigmentrt E#AN, T8 BE, Db, %
Aol HEHE T BIE, CEM0E S SRS WY o
o] S BFAcsv}(Willis, 1966; Harman, 1968;
Willis, 18715 Demopulos, 1973; Kellogg andFrodov-
ich, 1975; A, o], 1977).

IREe BIERES — 3ol A B A
i) Mk dE e = visl 5l o ol (Harman, 1968; Tap-
pel, 1973) ﬂfﬂ]i E’HU’L‘ KEHRA] MK S Jili
Hls, TUBELRIEY MRS A gEe e ed
= 2] ¥l Z‘iE}(Wllhs, 1971 Demopulos, 1973;
Tappel, 1973).

BN Hel e alBRBE {BLaEs
ol {8 EE RS el ty, BEAMoZE 19524
Glavind %o BEL BBl KBRS MULETL Fitsel
A BHEE L, Wik ibel el GEMERHES Rl
HRARIERZE Slowl EH AWM &= BRE 4 el
ohs §h4sl LLal BRIKERS) MIOE B4 sl9l:, B
T Lo R 2 Kk 2 9 FEsE e #H
MEEPHESFS s BBEAA o o3 EEst
b s Qe (T, 1978), $elueld Al
et 9olA W (s, 1978 Ak 10TC; ZEREA, 1980)
7 QL& & oby bR Ga 9l M spalv

EEC WA EE BB RA A L] ik R
o WS WiEste] N, HHRE FHEHE kg

HEA BERE s i BRbRRE -

I, BmBYE, SEREIESES A miF  cholesterol,
triglyceride, BEMLIRELLE FbFal WE, e
ul, ke LR A OECEEES Bl A ERE
WL MIRTTAEe] MBS Aot sk vhel o

MRHE H Fk

MR

& ol A& 1980 &5 gAY oAAA  EEAS
KRR [RR Dol 4 HEH S B R Aol
A EAGE, NEkS) G slevl, —iE B

(CBC, urinalysis, BUN, creatinine, GOT, GPT, fast-
ing blood sugar)e Al HFol 19z #BiEel fEaLil
RS, 1971) #MSl IEWA 1729 & HEo 2 3o
JULRL 8 vy = Y 1 Cholestero]ﬂ'f-—'— RISE Lo eF.
MEEA = BREAETERE A BEE WE Bl
FEREE QUK 160/95mm Hg L_J‘Ji)"{“}ﬂ A R ARE

fEghol &utal FHIE WUNSA e 6THsh, SR
gl Wiffiel & BolfiE B 186, T OHERE

HE L2piE

esterol, triglyceride- [

Wéo 8 i SBELIE, Wi cholest-
el Jligsstdeh. Gk O
W B A 48REN) Lol ARgdbel 2L ERIK
My B o A9 MERR U S, B i
Al DR TR AR RN AKRS THIS ¥
fLow ABE UM, BN E3~4H, #5~7H, #10
~IAR# #f il Bk 5T, M cholesterol,
triglyceridefiii % [W#gel etz 2 @B Lodr @
7585l ok

- R

U2 I2REH L1 RO R frEiel ZepEikaEel 1

SHFRRel A St E = WS lohE Btk 1EER LA
IM 1RO Ee] fell dudsS SEiek # i choles-
terol-& $HN, M triglyceride= 4°Col ¥azly 1
MR, il EECAEEE NI B —20°Ce &
il RAFelel 2—4l Blinell #ilsE € sl vt

% cholesterol =&, : i1} cholesterol® chol-
esterol oxidase T {iHislE Bikize® w3
(Allain, 1974).

2. miE triglyceride & : ik
triglyceride & MK & A2 glycerol =5 glycerol
dehydrogenase & {13l &= BrRES ERs MiEst
s+t

3. miFBE{L RS w8 LIEEFRNES AKX
BOVR, 1975 KA, 1978)% {fisle] & 7o
sgzeked el ik 0. 02mlE micropipete & FfEs] It

triglyceride}=
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Sle] 1/24M 34F% 4.0ml, 10% phosphotungstic acid
0.5ml& jmste] “iflel 55R7 BMFIT oz EAHE
HEAA 3,000 r.p.mol 4 10KNG O A
1/24M #%M® 2.0ml, 10% phosphotungstic acid 0. 3ml
2 hnsl Phigel ARME fEEER AWF 3,000 r.pm 10
SR AR, o SRl ADIK 4.0mlE histe]
AE 0.67% thiobarbituric acide} kAEREES] i &
SR (TBARE) ImlE Jusle] U5°Ce] Kigirpol A 18
e m#EAA mEFEAT2 malondialdehdes] TBA
%9 fbame AXHES GRAA sk AL
% n-butanol 5. 0mlg sl #FUskA A" GO A
A BAHE S Ahelel 3,000 rpm.el 105H0H WL
srpgel. LR (n-butanolf) & Y F AEHE
e fifele] Fhlopkds 515nm, ACHE4E 553nmel] A]
HEE WEst ek, B e 2 A e ol
malondialdehyde % EgEsl 3= tetrahydroxypropane
FA st et L,
AER 4.0mlE ek Efre® el Bikd R
uhol #OLEE WEshar ohul oF el muilmefLliE
P s EHiEelol. & el Al MU E e W
malondialdehyde (MDA ) 2] (“"f 2.4 kel

. f
Lipid Peroxide=0.5x%-- i“ “X% %*’82’ =" %50

Lipid Peroxide : :ffs{bi 2 34K (n mole MDA/
ml)

tetrahydroxy propane (0. 5nm/ml}

re wr e o

1kt ok
F @ Bewre) sk

1. E¥ sE&AS miF BR{CEHEES niF
cholesterol{f

I WmBAC i BARBLNIE &L sl »
= outsl el 20~2050 FHEelAle 2.71:
MDA/ml, #7o] 4] 2.484+0. 45nm MDA/ml&, 55
ol Al &4 W g 2oyt AT ERE sl
<0.1).

fEfol ”}f“i'd“aﬂ vhel AFRLIRPET Wiaie s
Lfrstd 30{Rel Al & FF-7E 3. 1720, 7enm MDA/ml
SrFol A1 3,012 0. 47nm MDA/mi, 40{%el 4] = BT
Al 3.23+0.54nm MDA/ml #F0 «"] 3.09+0. 32nm
MDA/ml, 50fke] 4 537 % 3.50+0. 44nm MDA/ml
FE 3.2940.29nm MDA/ml, 60{Ce} o U357}
3.71x0. 3lnm MDA/mlgi o}.

i BRIt Fiate] 5

--0. 53nm

ot A A A =

Table 1. Scrum cholesterol and lipid peroxide
level in normal adult Koreans

" Cholesterol Llpld Peroxide

Age 0. 0
(ycars) Sex Subjccts me(;llgj-:S?D. (nm MDA/ml*)

- SR B mean+S.D.

20—29 M 23 150.7123.6 2.7110.53

F 24 159. 014, 0 2. 48%0. 45

Total 47 155. 4420. 4 2.59%0.50

30*39 M 23 169.9+22.1 3 172+0.75

F 15 163.418.2 3.01+0.47

Total 38 167.3%£20.5 3.11%0.65

40—49 M 24 183.5+26.4 3.23+0. 54

F 13 176. 7427 1 3.09:+0.32

Total 37 181.1£26.5 3.18%0.48

50—50 M 23 186.3£29.7 3. 500, 44

F 13 185, 2:420.2 3.2940.29

Total 36 185.9425.2 3.42£0.40

60—69 M 14 181.14:18. 1 0. 71%0, 31
F — J— R

Total 11 181.14+18.1 3.714+0.31

Total** 172 170.8+36.3 3.1140.56

* nm MDA: n mole Malondialdchyde.
** Total: total number of cases.

AA AL, 2D,

1Lk cholestorolfiii 20f% Bf-ol 4 150.7£23. 6mg
%, HrFel A= 150.0414. 0mg2% gl o}

30{Cell M = BF2F 1699422, 1mg%, 457 163.4
2-18.2mg%, 40{%el 4} BT} 183.53:26.9mg%,
SCE7 163.44-18. 2mg%, S0fuol Al BT 186.3%
20.7mg%, 7 185.24-20. ng%‘ii on] 60t Al
T OMRE I8L 118 Img% 2] dRfve] Mmgke) wr

{ ot MDA/ )
(] Male
Y0 /
i -
—
// ERERUARL P W2
Y
- Cogoon )
K,' " - .
20 20 ho 'Uyoars

Fig. 1. Correlation between serum lipid peroxide
level and ages in male.
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{nm MDA/ml)
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Female
3.0
o y=0.029x + 1.839
“ r=0.669
( p¢o.001 )
1.0
[
»
I
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years

Fig. 2. Correlation between serum lipid peroxide
level and ages in female.

2 kFpetel sofert Ab Eeih 60{Rel Al ok TR
shod 3 el & A i glal v (P<0. D,
EinkEoll A2l miE ERCAEHEE mE
cholesterol 2 triglyceride(&
g2 el =2 wheh 2ol el 160/95mmHg L
kel B A, Al §lrt A B g
W% 354%, M Keith-Wagner 38 1L e
= LEEY KRR X -l A OInA Fele
W mimh B% 249 TR & ve] g
ELRE Bl Aol s MRl ZISf’ﬂf'Lﬁl‘\_- 3,80+
1.18nm MDA/mlZA EFAel Jtotel ®okevh il

By BEc U9 t}(lko 1.
EEEel fiS - el whE HFELIRETY) e W
Q2 (P<0.5).

i cholesterolffit RiTEfe] A 210.2X32.0mgZ,
TfERke] 216.4+42.3mg% =4 713 & e xmal
50{te] AN E LRse QzP<C0.0D TikEd]

& NS 0 BELITE—

Ad e EHEE 2oy HEA gued, (B
>0.5), ik triglyceridefiis #4ERE 145, 5::60. 2mg
9%, MEETE 152.3:465. Tmg% 24 W e B9
o (P<0.01) B FEEAMA fLRe] L.

3. SREWERBENAML mFE BEEERES B

Ri&

B Ql B 1845 LTS R 6 Ll
bol #RiBY B LHEEERE 12444 min f
ML EME S 44 3.63+0.92nm MDA/ml,  3.52%
0.8lnm MDA/ml=A BiFHH 287 @A {E#H 330D
(P<0.2)

1ui% cholesterolffiy FlfEel A 223. 6£36. 5mgZ,
'Dﬁ’ﬂﬁf}}éd Al 217.3452. 0mg71/kl Plgiot 4 o E

£ @l y e EFARGE WY 1L #E 314
(P<0.01).

niF triglyceridefifit= BoCHE S A 166.7£60.3% IE
Fnet 2A kR (P<0.0DRAZ, BldEd Al
= % mEd e ERsE Al

4. @i OHEEN AL i BE/EERD chol

esterol, triglyceridec! #%(# 3 W)

SEEseREe] Mo 48R MR MED i
i BEEIEE S 6. 58nm MDA/ml, 3~4B#%= 4.90
am MDA/ml, 5~7H#% 3.94nm MDA/mlz 10~
14F#o) & 3.72nm MDA/ml=Z #8314l o,

fiE cholesterolfiit A8ESRILAPYel MTEEE Zo] 198
mg%, 3~4H#7 190.8mg%, 5~T7H# 180.0mg%,
10~14H# 187mg% 9 vt.

ik triglycerideffit= 4885R1 LiAsh 127.4mg%, 3
~40 %7 141, 2mg% = #Ehs T 4 R,

Table 2 Serum hpld and lipid peromde level in patients with hypertensnon (Mean=S, D)

. Cholesterol Triglyceride Lipid Per0x1de

Subjects Age(yr.) (mean) No. (mg %) (mg %) (nm MDA /ml)
Mild hypertension 35—62(52. 3) 35 210.24+32.0 145.5+60.2 3.81£1.02
Severe hypertension 10—65(55. 0) 32 216.4142.3 152. 3+65.7 3.79+1.21
Total 213.24+40.2 148.7+62. 3 3.80F1.18

35—65(53. 6) 67

Table 3. Serum lipid and lipid peroxide level in patients with angina pectoris and old

myocardml infarction (Mean +8.D.)

. Cholesterol Triglyceride Lipid Peroxide

Subjects Age(yr.) (mean) No. (mg %) (mg %) (nm MDA/ml)
Angina pectoris 45—65(54. 0) 18 223.6-+36.5 192.6x101. 8 3.6440.92
Old myocardial infarction  48--68(61.6) 12 217.3%52.0 166.7+ 60.3 3.52:4+0.81
Total 45—G68(57. 0) 30 221.0%42.5 182.24 90.2 3.5940. 90
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Fig. 3. Percentage variations in serum lipid perox-
ide level and serum lipid levels during the
course of acute myocardial infarction. The
values are expressed as % of the (initial
levels which were measured within 48hours

after the attack. — m——® —: triglyceride,
— 4 — a — : cholesterol, — o — e —:]ipid
peroxide.

Table 4. Changes of serum lipid peroxide Ievel
and serum lipid levels during the course
of acute myocardial infarction(Meand-5.D)

Days after Lipid Per0x1de Cholesterol Tgégllgb
atack  (am MDA/mD)  (me%)  (mggs)
0—2 5.0240.62 198.4+23.2 127.4419.2
34 4.2120.76 190.8+£20.3 141.2%25.0
5—7 3.860.61 180.0+15.9 151.2410.6
10—14 3.8740.56 187.2£19.6 107.04:14.6

5. &t BEEDH MY mF BE{EEEL 0
cholesterol, triglyceride2| & (SB4M)
s rb el SERR BEIR ABBERT BLgell MG S uikiirg
LR E S 6. 87nm MDA/ml2 A8 Fold gl =
3~a A = 4. 94nmMDA/ml, 5~7 8] = 4.33nm
MDA/ml, 10~14F el &= 3.99nm MDA/mlg] v}
Table 5. Changes of serum lipid peroxide level and

serum lipid levels during the course of
acute stroke(Mean+S D.)

Days after thld Peroxxde Cholcsterol ;1;1;11%1631

attack (nm MDA/ml) (mg%) (mg2)
0—2 6.8732.99 176.6+49.1 125.0134.3
3—4 4.94+0.90 177.9+44.5 139.0425.0
5—7 4.33+0.65 167.136.0 145.0+26.8
0“14 3.9940.72 166.14+33.3 147.0k25.9

%

120 -
i
110 /—
//‘
100 —— i

Fig. 4. Percentage variations in serum lipid peroxi-
de level and serum lipid [evels during the
course of acute stroke. The values are ex-
pressed as % of the initial levels which were
measured within 48 hours after the attack.
— o —A— : triglyceride, —a A—:
cholesterol, —» — : lipid peroxide.

Bscvbilia® el iy cholesterolfii = ASHS[EILLFael] A)
176.6g%, 3~4H#o) 177.9mg%, G~THE! 167.1
mg%, 10~143#el & 166. lmg% = =] 9 o).

BEE R i triglyderdefi= 4885 Liel =
125.0mg%, 3~40#e 139mg%, 5~TH#H  145.0
mg%, 147.0mg% & #Eyehel =t (5 5 3.

6. Mm% BE{LAERES Mk cholesterolfEet e

JERRRARR
A 172000 A i B EIERE Wi chole-
sterolfjfi 7} t,,.a}hq wlel & BEe EAad By
2k HEHY AR Asivh(r=0.033, P>0.1). &
1HEAE G7Htel] <i = Fi@«%l] = B g =
0.154, PC0.01). SEHREDARLEE 3050 Al & RizERTeN
O HBBEAT sl9 S er=0.067, P0.1).  Gdgie
D EEIEAE, A 1200 = A 0~2 ) R,
3I~v4BRY HEEE 2T AR RIBIRGE 2Y oy &
Hew AigsEe 9gi e r=0.104(P>0.01), r=-0.008
(P>0.1).

£ &

A S0 BREMRE LA BEAKNE fd A
%Rl BIEE7E #iTEl o ghev] 458 Bl b £ #
Bg ve] Rk FR#E —Ftkded BRM E
el WHES: o] HRE BES 5 o o9l FMill-
er, 1975; Moncada,1976; Ross, 1976; Stamler,1979).
AN et RS R, EEEMme ),
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MiEREA] Bk {CH S # K Rl
olel g ATl WA MT HHAY A& ofr]e] 4]
WREELRES FEe& g 7 Dhikel Mol gl A
HhE A =g S e W Aol ohvek &2
thol > HIEHIMA AW FESS #H8 5l o
T RBEA Lfle] o] (Steinberg, 1979). A uk 304:F
qhel Wewb-e fEAMY WIS dhehel 48 SEBET (risk

factors) & whelvl ol = olo] 35 LM Bfieat
AdeA =o] N i MY WRiEEe

EHESE BAB-S A =lgTh. o el A= A1 E Biest
wWol & Z& MURIGSE ik Wi 75F lipoproteinstg]
R0l ok, By e 238 200040 2081 %ol ¥ chole-
sterol it & o BIMRIIMLE FA8EAT A A v 1
£ 9l v} (Anitschkow and Chatatow, 1913). #Jifje] 3=
el Bl B Proesl gz &8 e
By MEFrekel BEE (OEIEEE EeA K9, R
TEHEKEEE S BiROHEEe ffrthd # lipoprotein
£ letz EES ¢ AA sl EiE-e 4
od WARME o1& 4 BmsiaAl gch. el d
7hah EES WgEst 2 22 iE cholesterol, A-lipo
protein(low density lipoprotein, LDL), fiTe] 2= HDL-
cholesterole] fi IRPLR chi- ¥IRTRIE(LL: = Wi
AMEAERZT  Qlehssle]  ube] 3 oh(Steinberg, 1979).
Triglyceride /4% pre-g lipoprotein® o ik BB (L3
o BffE WEHA e Ehol e (Albrink
and Man, 1959; Kannel et al., 1971; Carlson et al.,
1972; Rifkind, 1976) %ol &= WMuyd FHHT 24

o fiEZ gz ek(Hulley et al., 1980).
fEet il IRThMRIE{esE 2] §Erkol B
e 2 N BAR EIRE Avigelw), Ll &
i, B R whel iy cholcsterolﬂ_i Hi sl o}
(Keys et al., 1950; 2, 1971; Robertson et al., 1977).
¥ cholesterolfifie] EFE] #el A & 5 He] v
gt & 5 sleh ol MY e g A
EHA FHE 1 2t 2 8EEFEE NEstd EF
Eg FahAl | = EITA Bgel B, TE, Hi
BN BEE Ha EFE7T 150~300mg% 77 H&
WEE 2. o AXo®E MER AL FEEfe
Efto.2 2o & KRl 9L et (Stamler et al., 1966;
Schlant and Digirolamo, 1978). 3} o] 278 [E%
fli7} EEEE == BEAEZ BA=dAE QEH. i
# cholesterolfif7} Mt =% sk EIIRGE(LLES) B
$°] W s 28 odwal glev mEmst wn o w
ﬁ‘UlﬁT* BERME frfEsA e BWMfEe kg
F& @ & g Q. oldiwel R e E

& WBAA RS FES i AELIRE—

BAS EffEscs 84 g HERAY KH#E(45~50
BT il 147mg%) 2 & iiF cholesterolfili g ¥
9 &= UEZE 8l et (Stamler, 1979). xii ﬁffmll/‘ 20
Qo] BREE LAl A BRI E e R A 150. Tmgds
R, HTHI7E 170,82 36. Smg/éi/‘l & (19600,
BC1962) o] ¥omel v zepydwm, ZFE(97ML] 15641
mgZ Rt E 92, B(1974) 9 191.9440. lmg%s, Z=
Q9789 187.9x24. 7R vt BFelvh. ol& HEHNE
2] drBesl e MTEH Rl F’Eﬁﬁf%ﬂl E" A
of EET Aoz ifiEse, 2010 T WEA
o EiEs{Ee] Zl g Ao ® A4 d (iiE cholesterol
izt ol wleh @ik Lste 22 B, e d
3 #dis el 1or](Gran and Leberton, 1949; 47,
196D & Pl A= -3 Hiae B8d & ddd.
o HEAES s god BE, g BE,  HH
Y] B Han BEREC MAEskel e #ig .

ME BELRAME WEdg =), S, 9,
ZEM, Mol v el WG, BN Hfel  ohel B
Bpgk 4= glol (L, 1978) EHfEe HHd = IHE
gt

* WA AT b de] ez e AKRES R
i malondialdehyde(MDA)2] #E= e Hiig 2
A AL PR AL 3. 1140, 56nm
MDA/mlz 4] Suematu®:(1977)¢] 3.42+0.94nm/ml,
EREA978)9  3.74%0. 13(mean+S.ED R & ot
=z, A(1979)%9] 2.62+0.27nm/mlid &= ¥& e
B E(1978), F(19800Y Wkety & AL 9
.

AR B oo BUEe e Ax] M o
FE Bev & JURE AR BHER (RS
= AR HE AR R YA E #ERA UG e
2 g A, Sl Eq-E s SHRREARE
WET B PRAAE #hBe] e s & 2E 9=
el whel Wik J:#“P‘:th fit WO, 1978)9)
ZAgrevi, Fiel v E TR BELE LEHI MmiE
OREEIREME L B e AN #ks K
Eohe LR e 4 Uk

Bliko] mRABIRBLiEe] &3 {EHENT 7 I &
ol o] Abgoll fiREhe] $idh =l glvh(Freis, 1969). Keys %
(1956) & (EHBEFRA A EmEY AifEez B
B A2 AED Mk, ElRk, REEZlZ I8
BEIIRWAEAE 2] SE 7L oyt AHEA Al = Bl
HOHES WIRBNRECIE] A& AA sz §if
a9l 2, Heinle %(1969)8 lipoprotein =& Fifea#H B
ol 5’1"] Emmsate 2 = K EIREILLEe] B slA)
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Svha She] WiiETel Bimise &ML Bl E
Har frEe Ao A& Worstd o Bk A el i
i‘%‘}!r ] BE A Bifee A2 HoE I ks
of 4 = JE el b EME EnRkel 4] ®oe} g-lipo-
proteino] f-ulo} indtel s #Wiiseldd ek (Page, 1954;
Lewis and Page, 1959; £, 1972). EnfuMes] A =433 4
Q1 1l cholesterolfifell BHO #h+E o] (4, 1964;
ZE, 19705 2, 1971) & Bkl A T i chole-
sterolfifiis 213. 2:240. 2mg% & EIE ALl v =gk FETH
of Jtghe] fiEShAl ek AW : ol & rRunMEEFHel
Al e d, FhE REY EHS mif cholesterol g ¥
ol & A ERH zlolat A=l

i triglycerideftizh 0ol wel = E#
z2A det = BES et k Bigie ggel 4
WC1978)el e 3EHER oF o s e DR
Z B9l FERM 79.1::20.5mg %S WA 4989
o EEAS ERI A Bokiesr {K#, hormone
WS aA el FIEM b @]l Hle & T
F 57 dd g Ao godo W G0HE 9
o R @t KEE iy cholesterolffi, I tri-
glyceridefiit #g [n:ﬂll”i\if']' L tee iﬁia
v HESA E gk ol v Biuke] H 5 KK
fE7h W|insts Aol obviel, MERILEERF mL"’-ﬁ;é?ffHu;E-l
BAdio] & ol st et A sl o

IR B Al iy ARHENTEMIS 3,80+
1. 18nm/ml=2 A Fl— kel FrifAd A Boh LY
of 2l MiEE 2dovy HED ERE U viP
<0.2), Wgt WmiSEs B i EIENS Wil R
b HE = e & AR7F ey FEé @
VEiHF = A ERAZES Rkl Aetd o). fhe MR
e BT B FUE 16l A 6. 2nm MDA/mlz
s = BRE 2dd. WEAUHLT R et
WH el BRe Bl A o] B« gyl gk
i BER el UEEDES 99 Fo 4= uf)l'-i&i
o] glaldl floll Mreho] W#E iy BREICISEATA
Aol diEE SA glel nuE BEMEIREM AT ma
GOME EREEIET 98l W g UL, 1978).
BHEme 2 BB wankts (SHRYH 4 B
Wel Mot mif BREEITEE A e BT s
Aol B ol (Saito, 1978).

FE BB A mihiiES ERAL miE  HEL
BT 2R doid A& i Ee &
Fpoll = I CARETREN A R & BRS g9d
T 8E Nair, 1972) 9 —F3to] o] YL wEH
UFEe! AR BmiEE 4 W BEEST A o)

T oAUSCHAGE, 1978) ok MK Y, & Bl 4l @
e BT Bo] WML TREE S RS (05
e Rt el Bhel A MR 4 9l

Framingham##tol {3+ (Kannel et al., 1971) 34
~443% 9 ?F‘O]"] Mm% cholesterolfiiz} 265mg%
gl BFE s cholcsterolﬂ_ﬂ Z?,OmgQ/JJ\'FOI o
K R ai“"’f ARBIIRG el B e Hise)
ool A& e ],]_1:-_ NlikGa cnolesterol{[ﬁ_—f; PeloE
ol Al 223. 6mg%. BEMtE LAFERLEA 4 217. 3mgH 2
ALIERE Al AR w3 29l 50fke] JUsME »
vlE Hie Lol shsltt (P<0.01). BliE B
of A LR el Al eh (i cholesterolfi 7t
W M 2ol A #Hfel Al el T4 Eof
cholesterolfitizt & Wik, AR Md & HEMH
il i cholesterolfEi7} WM Wiwel ML glge
Zol REE A er Hige o HEMEe R B gl
AoH(P<0.5). 1miE  triglyceridefi s HoCHER: 102.6
mg%, M LHEEE 1606 7Tmeg% s THfEx
sl glel #(1970), 9T W& —H
el EIRBIRSEES I trglyceride 79E  pre
g-lipoprotein(VLDL)<l B3t B4k cholesterolo] 1}
p-lipoproteine] B3 Wstuch sl owml FRAY —HE
RA Haka Qe Triglycerides} cholesterolst: )
fils] e @B BMRELe] HEHETFEA 294
cholesterolff ¥ v v HIMIRIEA Ttz g ot
(Albrink and Man, 1959; Carlson, 1972) 7 trigly-
cerideliUfiE =} MFITSGE A& Al 2 [afdy] & bile T
ot WEie 2 PR triglyceridefiio] @] Were B
e » glon], fEiTel = BEN SWAEY MEw
A o 2 diEEEel Wbw SEE HIfo] o},

BoUAi st B OASEISEIES] A 2] s WFEE s
fiie %% 3.360.92nm/ml, 3.52+0. 81nm/mli/ﬁ
fl— A2l I AT el 3EEZL alglTh,

AR LB e M & MR IR RTINS R lsE]--t—
WA, 1978)8) —Bghe)

SR DTN A S iiE cholesterolfifio] e A)
B OB W deh 2oy KEare) Brgel A 4k
Bie) B e LEE B L) K st &
el B iﬁ-Ff‘.:Q] HOGAIEE  EikE s =
AL fgetd HEE dieAzl v Ad BERDE
#85to Hoiis] OF g} (Dodds and Mills, 1959; Tib-
blin and Cramer, 1963; Shulman et al., 1979).

a8 Framingham#BHE A2 ¥iEw HrEzAds
i cholesterolfiiz} BE% F1%E Telxl’9dds A&
Tealel el ol
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& el A LEEES R MY R BERHE K&
Bio 2 BN 48E5RI Ll HIEd M cholesterolfl
T FH 198.2mg% A BNe] o & Mgl wato ¢
& dolglot EHARTE LSl gz 29
PrfEEGRel wHe A T ERe 2d 5~7HE
zul 2 o iZie s LA 28ffde A @
Hificl #2icte Dodds%(1959), Tibblin%:(1963),
Shulman#(1979) 9] #W& o —K3td ot

M triglycerideffit CAFMZER s BREdgs
#4:2= v oo (Albrink and Man, 1959; Carlson and
Boettiger, 1972) & Wigtol 4 = FiH 48R MM =
148. Img% = A EH AR E9=2, RMEd et
B Lhe s slims 2ok, O DR Mg
triglyceride(Hie] ®Eh2 -3 2W7A = 8@ LA
e 2got B =& kel st

S DFEIEREA) A ME IRES M) o=
B HEA = dov LEEER 1 cholesterole]
W3, a-cholesterolffit= & #Hhol =z, f-chole-
sterol & =A@ty d9s 8 cholesterol s
HDL-cholesterole] v}zte]l iArshvt ##EE v &4
#EF L2 st AR A el lE& WRE
o}, ol@l wWElE Atk LR Ke noradrenaline
BEltol SRpnek sz, ITMAERFF WSt E A LB Hel &k
el catecholamine, ACTH, thyroxinee] Zri7} #hn
B e @Esle] e #ii=lel = 4fel RE hormones]
Zywssan, insuling] ZripR el Pesridigkee] BE
o] fHLE ) et 47 x 2 8l e (Kirkeby, 1972) 7
B fife #bE —% 7)o sl e} M= £FL
WA e e fd Ade fobGE, 1977, miF tri-
glyceride catecholamine®] {ERjo® i EHE fiims
o H@fmatel Rfel 4#) triglyceridefy el {Eifis] = 3
AAedpe) Gz A 2 Hall L¥sie] b S e
B4 sk A #d e b Al glx g
A+t

b Bhaeehel 4 i WAl HWE AR
g A o, (il cholesterolfifiol Rfsll A= LA
of Helel ERSE #HECE, 1970 &, 1971:%,
19757} 9l = KW, T AT e & SRt ad
= #HRE ®(Mayer et al., 1959 &%, 197507 9
ov —gie g LEE o, R Bl
= mErd ¥ %A Lidcdz a@chE, 1976).

Z Wl A = % cholesterolffi® 193mg% & L7
ARGE %7 bitsie] g et AiEsA L gkt
(P<0.1). MEzEds} )% cholesterolzte]l  HRARA R
wal Pt WRBIRFE/ L ¥Ha Axcde A4 A4
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oo] [ cholesterolst B¥erztel BABMELS old &
#to] Bo] 51z 9lch Bottcher®(1960)2 FUBHK
SURBRe Wik &F9 RE A2 wsddx
8 32, Baker%(1961), Fazekas%(1962) & M7t £3
el ol & kLS Bk old HBRTF
femetel 2k murstdel. ool 3ol PhearZ (1962)
W Scott’E(1965)-2 Mo HEREIRER =2} 10~
1655 TA @aslel, RS BEHE ERV A
Z BEEYIAE B 227 Jdo2: REE #
age #5stdet. Kannel%(1971) 2 Framinghami#
ol Al kb Mg (atherothrombotic  brain in-
farction)®] T 7h AR ABERST sle A
Lo EEmmo] 5z, MiiF cholesterol® 55EELLTE HF-of
At #EekelA EWE P o], 46mTF HF
of 4 mE HHEe B 9le= Sf20—400 lipopro-
teine H-& BT Aut A7z ek oWl TR
Fo WK T KEIK =& Tl A w2
2 Bkel X = 3 M H (circulating lipids)§o] &
ek FH-e Tt BEENECl < B A= fiimiel
o @esEmrel #ES oelele Braunwald(1976)°] K
e} —-Fake

Zptpiel Russrbed iR el BEel Y #he
Al ook, Nefzger#(1967)2 B # 3R Al =
MiEE cholesterolffie) #@hol slolctz %=, Holla-
nderf:(1975)- JuEsrE BRIt 9R 7 T Muiy IRHe
Az TRtz 3EA BE fEslg A9 K#Eez [
e dw sdet. BT BE F 1A% LA
o #7AAAE Bl bRz Plor, FRAYE)
o ARl A e AR WiRYe) RET wetb W
F2 TRk fpelx, A% BK M2E4
Mgz mpd e ehel o

o) T i cholesterolfii: AL 7H Llge
Wiz TResHE Bime Ryg. M triglyceridefii
W 3~48 2 bBietn o LRSS PR = fES
el ot & #éEsh MLl cholesterolst triglyceride
E7 &l G2 #Hste FEHEE 29
A gt

i AE LA S i DHER = A 4880
Lirgel = BEsl Bxstsdelsb 78 bifel EFREE
TFHes] & fHpgel dlleh. &k MxFRs A5 48K
Mkl RIEY miF BELiEfE T2 e Efsdde
7 % TRRE s AFEd 2R EEEFEZAA
Fssle] Sbkiie FEs miF BEHLEE WY
BT ol-&8 mudd.

S OEEES BEehE BENL FHERCN B
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EfES] A U god, KEFY BHd A= &
W LHEECT MY MEe BRY & Adx HR
BRER] HlE ETAADY BEE Y TRBIKS
B et AR BRE F dlx b$0 8389 A
= ERES FEE 7] o8 BRsH Boh(Ellis et
al.,1976). o} dl Bl Wiehy 42 fvPRIE (platelet
thrombus)o] g elol Moz Re oAz <
HA o2+ 74 Y mkkEme thromboxane
Mgt Wepts) o) B LEESE F & LM 258, Jesn
t UAES FEETel el #5729k (Moncada et
al., 1976). Thromboxane2 BEF{LIEHE arachidonic
acid?®] cycloperoxideo] Al 5 = prostaglandin& —
el M= 2 BEE7L BEMLIRE Z R ol #iRkel 4]
B EEEiE] LIS thifkel e Y WIHEM:
= vtz shller. bt Sk LIRS Eike] #Mest
SMpcBel g Mol {UBHRbS] =2 2Ry E
A = FHMstd diAn PRt B sidle] gl
olek & oz Hzsc)

Hois BEEIE S b IRE S MR R Bl A=
pdo]l o t(ily, 1978; A5Hh, 1978) K PHgEe] Al
T MLiF cholesterolffiel 1 MWELIGE < E7 %
M-S v Z3 ARBEA KA A 25 TET  AER
BAER7E sidheh. ol & imdk BEAERREMAL BEM S
HRuiiE H#ol 41 cholesterol, triglyceridefii®} #£R3} v}
o WA G, 1979 —&3te Ao i RRsE
PR fepol FREfate] Safol 43 Aol ofvle}
edtaeel AR G Aol R mige MRHA = HiE
1ol #ERel oleos =t BlE 4+ el

2 v EW AL BE cholesterolfifis} EE{LIT I
7b gl whel Bk bERSET g 2ol AL %
wrheel IREINANY Mty BTl 4] 8] EbIHGe) [
—o Eel e BEE ol e 5 gk m
i BRELIREIESY Wk cholesterol§ v &3 flfE
e R Mol slv ¥ITS H @MmeisA
o] fUREE == AEe Bis ABAETEAY W
<+ RS G bl o, i REMERTE M A B
FEE LR s o Mo RBHEE w2} Mk
o Muh=)ol z7le] EHARAES miF AMMLARH ¥RE
T REA 2 B SMiEd xolt MM =37
HeAl A= i BFACIEEE ST LHTe o] o] Mifituol
e A& oprlstel e} #Ed ol S Fg
g BELRTEA M Res g8BEHE S
F (SHR)A A P wisge) Brst miF Mm{bigEif
7t R MU b= W% (Saito et al., 19765
Tomita et al., 1979} 7} ¢l oo} SHR& f#hs}Hed

e

Wel B ERTCLERD S BE#(~3H) i 8L
RHEE EZsA  EFstx glutathione peroxidase
(GSH-PX) #ithol 2Al Wolxl 2, e K&l
B 2 #hoke] SHRe Barmiite AmqbIRH
o] IET fEEIE dhel ) repelddel. oA Y miF A
FEALISEHE L SRR ES] MR 1= BEhel Wz L
PHEESE, JEEEeRo) fbkflel HEFSHA Lt ddol B
#aAl Fresl A& cholesterolo] v} triglyceride®]
sk E e Bkl 9 Aoz BEue M
FHHER M BRI HEE o B H
ftizb glow My ARMEMES %F & Ao $Hle
olw] <]z} gleol WEHMY HEET WHED & & Fol
).

0 GAREINE S AR s s P,
fafrel witgol vt Abadh BbRFe] = M BETLR

Z RGRE RSl & ek glvh iy e
o] Fiovel 4] prostaglandinste] MBS /{R8E9

ol Al WA FIMHE MESHFEoR  prostaglanding]
deht gL #ael BN E st fFiEleiok ¥ M
et Qg

Wt 19809 FABB) A GHEE R E EWA
17249 A 1y PERMERE S} Jiidy choleslerol & i
Pyl Z IBE BB 674, BoldE UsE 187, BREM:O
FEigeRE B 1240l Al G AREILEEE, i chole-
sterol, I triglyceride® st =, otk LAY

B 5F, MEErh R Tl Al BRG] wRE I
¥ kR, % cholesterol, [Mi# triglyceridef

F o ek v 22 S 23k

I Ergme] EiEA 172479 i cholesterol 4*
Wil 170.84:36. 3mg%el i, ©] Uil cholesterolfl 1=
ifio] Mmsle] whel EXEEEG.

o, BRSOl EAERA 1T242 i BEELERE
s 3. 1130.56nm MDA /mle] = o] i
of whet Wik Lysbel Fichel = & AT dh

3 ks g EiTRES eAREARE R A g
BRLARBEE EW A JLoe %2 deae M
cholesterol, 1 triglyceridefii®= EF AR LRI
o

4. B LEEZEC A iy EMEREES
of & L7 # RS THReta, i cholesterolfEt:
el <k FEESt Tt 2ol = Fike 2 [
u] itfE triglyeeridefii® ik 1.8},




—BiiFn % REA FHRE KA OF 8RR

5. Rssedhel Skl mul BEMEINEES B0
ZLAE ¥ miy cholesterolffis Wiz Thastz, Mm%
triglyceridefti+ #iz ¥ &=t

6. M BMCEMS i cholesterolfiish= IE
w4 (RERBRERA A fEe ST e

—ABSTRACT—

Study on Serum Lipid Peroxide Level
in Normal Adult Koreans and
Cardiovascular Diseases

Se Hwa Yoo, Young Woo Lee,
and Sung Ho Lee
Department of Internal Medicine, Cellege of
Medicine, Seoul National Universily,
Secul, Korea

Lipid peroxidation in vivo has been identified as a
basic deterioration reaction in cellular mechanism of
aging process. Because of the damaging effects of lipid
peroxidation and of accumulation of its character-
istic product, this reaction is emphasized as one of
the most deteriorative reactions that results in dam-
age to cellular components. Lipid peroxide has been
suspected as they might play some role in the process
of athersclerosis and vascular complications of cardi-
ovascular discases.

To assess the role and responses of lipid peroxide
in cardiovascular disease, thie author measured serum
lipid peroxide level in 172 cases of normal adult
Koreans and in patients with hypertension, coronary
heart discase, acute myocardial infarction and acute
stroke. The author measured lipid peroxide by fluoro-
metry according to the method after Yagi, with the
following conclusions.

1. The mean serum cholesterol level in normal
adult Korcans with ideal body weight is 170.84:36.
3mg%, influenced by ages but not by sex.

2. The mean serum lipid peroxide level in normal
adult Koreans is 3.1120.56 n mole MDA/ml, influe-
nced by ages but not by sex.

3. The serum lipid peroxide level is not signift-
cantly elevated in patients with hypertension and
stable coronary heart diseases, but the serum chole-

sterol and triglyceride levels in the patients are higher

— 522 —

than the normal population.

4. During the course of acute myocardial infarction
the serum lipid peroxide level is sharply elevated
initially and lowered rapidly. The serum cholestero]
level is lowered slightly and recovered to initial level
in two weeks and the serum triglyceride level s
elevated slightly.

5. During the course of acute stroke syndrome the
serum lipid peroxide level is sharply elevated initial-
ly and lowered rapidly. The serum cholestercl level
is lowered slightly and serum triglyceride level is
elevated during the initial two weeks.

6. The serum lipid peroxide level is not signifi-
cantly correlated to the scrum cholesterol level in

health and in cardiovascular discases.
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