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ABSTRACT
[Lp(a)], apolipoprotein Al (Apo Al), apolipopro-

The levels of serum lipoprotein (a)

tein B(Apo B), high-density lipoprotein cholesterol
( HDLC ),
(LDLC), total cholesterol (TC), triglyceride (TG),
malondialdehyde (MDA ) and superoxide dismutase

low-density lipoprotein  cholesterol

(SOD) were measured in 30 old healthy subjects and
44 old patients with coronary heart disease(CHD). Lp
(a), Apo B, LDLC and MDA were higher, and Apo
Al, HDLC and SOD were lower in CHD patients than
in controls (P <CQC. 05 or P<0. 01). Multiple regres-
sion analysis revealed that levels of LDLC correlated
significantly with level of MDA (»=0. 5139, P <CO0.
001) and level of HDLC correlated significantly with
serum SOD activity (r=0. 5702, P<(0.001). The re-
sults suggested that hyperlipemia in old CHD patients
was closer relationship to lipids peroxidation.
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Table 1. Levels serum lipids, malondialdehyde and
superoxide dismutase in patients with coronary heart

disease and in controls (z+s).

Control (n=30) CHD (n=44)
Lp(a) (g+L™M 0.114+0.08  0.314+0.30"*
Apo Al (gL 1.071+0.13 0.91+0.14* "
ApoB (g-L™M 0.88+0.21  1.044+0.34°°
HDLC (mmol » L") 1.15+0.21  0.80+0.25*"
LDLC (mmol « L") 2.84%0. 64 3.47£0.76" *
TC (mmol » L) 4.2840.73 4.6040. 88
TG (mmol « L") 1.10%+0.43 1.66+0.99°*
MDA  (gmol+ L") 3.68+0. 39 4.47+0.89° "
SOD (UL 132413 108421 "

¥ P<<0.05, » * P<T0.01, compared with control group.
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Table 2.
malondialdehyde (MDA ) and superoxide dismutase
(SOD) in patients with coronary heart disease

Multiple regression analysis of lipids with

MDA SOD
PR* P PR P
Lp(a 0. 355 <0.05 0. 3006 >0.05
Apo Al 0. 032 >0.05 0. 3869 <0. 05
Apo B 0.3532 <0.05 0.2936 >0.05
HDLC 0. 0561 >0.05 0.5112 <0. 001
LDLC 0.5717 <0. 001 0. 0833 >0.05
TC 0.5265 <0.01 0. 0082 >0.05
TG 0. 1496 >0.05 -0. 3209 <0. 05

= PR: coefficient of partial correlation
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Figure 1. Correlation between malondialdehyde
( MDA > and low-density lipoprotein cholesterol
(LDLC).
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Figure 2. Correlation between superoxide dismutase

(SOD ) and high-density lipoprotein cholesterol
(HDLC).
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BRIAER N EN R EHE (V)

medial calcification of artery, MCA

arteriosclerotic heart disease, AHD
arleriosclerotic nephrosclerosis, ANS

arteriosclerotic renal failure, ARF

DEIRR essential fatty acids, EFA
FHHEZE median tolerance dose, MTD
e ¥ EFE I R] median lethal time, MLT
EHBOLE half lethal dose, HLD
EAEHE AR galactose tolerance test, GTT
LB galactosyl transferase, GTase
bk §. 33 serine phosphatide, SP
NGHEE marginal infarct, MI

shke % arterial embolism, AE
shikEZE arteriospasm, AS

K51 arteriosteogenesis, AS

P EEL

sk IERE{L intimal arteriosclerosis

Bhk MR T A, arterial thrombosis

oh ik SR atheromatous degeneration
ShIXRE (L E % arteriosclerotic obliteration
Zh BKBE {1 i % arteriosclerotic dementia
SRR AL U R

SRKRE(LYE'FEE 1L

SIKELET B

SRR (L PE AR R T

ShAREE L4 L 0 B R TR
(L ERRGEIE

Ak 1AL

BRI PR (b v A

arteriosclerotic retinopathy, ASR
arteriosclerotic cardiovascular disease
artertosclerotic parkinsonism
arteriofibrosis

atherosclerotic occlusion
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