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[ ABSTRACT]

lationship between paraoxonase activity and coronary heart disease.

Coronary Heart Disease; ~ Paraoxonase;  Superoxide Dismutase; — Malondialdehyde; ~ Pheny Acetate

Aim To understand the paraoxonase( PON) activity in the patients with coronary heart disease, and the re-
Methods
branches narrow ( 250%), and 62 control group with no coronary artery narrow or narrow <50%, were diagnosed by coronary
Blood paraoxonase ( PON1) activity, superoxide dismutase (SOD) and malondialdehyde (MDA) levels were tested
Results
control group, PONT1 activity and SOD were markedly decreased (P< 0.05), MDA were increased in coronary heart disease ( P

106 cases having one or more than two

angiography.
and analyzed by pheny acetate method and colorimetric method respectively in these two groups. Compared with the
< 0.01); PONI activity was positively associated with high density lipoprotein (HDL) cholesterol and SOD, was negatively asso-
ciated with MDA.
< 0.05), with the more severe lesion of coronary artery, the more lower PON1 activity.

Compared with no coronary artery narrow or narrow <50% , the PON1 activity were markedly decreased ( P
Conclusion PON1 activity were

lower in the patients with coronary heart disease, lower PON1 activity was relative with the severe degree of coronary heart disease.
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RLCX HLAEE, HEN 2 XHEH, #FEEH
RCA FF &M VA K 3 3 & 4.
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B # T47 CAG A wl & BB B ## fik fn 10 mL,
ETEA TS+, EAN 10%EDTA-Na 30 UL Fo 4
fAEE 40 UL, 38 47,2 h T 4T 3 000 /min & & 10
min, 2 % M1 %, 3T BPR A T - 45 CRIR KA F & W,
MEWKHAEZIRT AR, HX 4C 3000 /min
B0 5 min, B EFER.
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% 1. BOFEESHREMAEKFREE (v )

W

B (n= 62) TR A (n= 106)

A [ B (mmol/L) 4.56 0. 98 4.61%1.08
H 9 =& ( mmol/L) 1.88£1.23 1.90*1.13
HDL( mmol/L) 1.25%0.74 1. 09 £0. 67
LDL( mmol/L) 2.91 1.4 2.96 0. 83
WAEE A Al(g/L) 1.33 %0. 33 1.27 %0.31
HIEE D B(g/L) 0.79 %0. 13 0.81 0. 11
REHE H(a) (mg/L) 15413 198 £13*

a N P< 0.05 5XIRALLE.
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0.01), SOD & EZK TR ( P< 0.05); H - J§ B3
ETAHEZL(P< 0.01) (% 2) .
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B (x %)

Z H n PONI( Pkai/L) SOD(KU/L) 74— ( Hmol/L)
Xt FE2H 62 134172 63.4%5.7 4.1%0.5
HOH4 106 113 £64° 43,8 £8. 2% 9.4%1.8°

a N P< 0.01,b A P< 0.05, 5xtHRA L,
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ToAH A .
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J7i 2 ST HL n PON1 ¥
0 ST H 62 134 +72
I ZRARH 32 126 +62"
2 3R A 30 115 £55%
33RARA 44 108 57

aN P<0.05 51 ZWABLLEK; b P<0.001, 50T H
H#z .
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