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[ ABSTRACT] Aim To observe serum PON-1 activity in patient with acute coronary syndrome( ACS) and investigate its role

in acute coronary syndrome.

Methods Serum PON-1 activity was assessed by use of phenylacetate( arylesterase) as sub-

strate.  PON-1 activity of 40 patients with acute coronary syndrome, 32 patients with stable coronary heart disease( SCHD) and 24

controls were determined by the use of a recording spectrophotometer.

(AMI) and unstable agina pectoris( UAP) , serum PON-1 activity| 95 £42 Hmol/( Lemin), 80 £36 Umol/( L*min),

Results In patients with acute myocardial infarctioon

respectively |

were significantly lower( P< 0. 05) than those in patients with SCHD [ 133 £29 Umol/( L*min) | and controls [ 136 £64 Umol/( L

*min) | ; there was no difference between SCHD group and controls.

Serum PON-1 activity was positively correlated with serum

triglyceride levels(r= 0.496, P= 0.001) and with ApoB(r= 0.342, P= 0.002), but serum PON-1 activity was not correlated

with high density lipoprotein cholesterol( HDLC) .

Conclusions The low serum PON-1 activity in patients with ACS indicat-

ed the reduction of antioxidant properties may involve in the production of ACS.
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Table 1.  Clinic characteristics of the four study groups( %

s).

Index Controls SCHD AMI UAP

n 24 32 29 31

Age( year) 56.7%8.0 61.3%8.1 63.4%10.4 62.1+9.7

Sex(M/F) 14/10 20/12 1811 1912

BMI 22.3%3.7 24.3%2.7 23.432.6 23.8%3.1

Smokers(%)  9(37.5%) 11(34.4%) 12(41%)  13(42%)

SBP(mm Hg)  113*17 11915 123124 13121

DBP(mm Hg) 74.8%8.9 75.8%9.0 76.2%9.0 79.1%14.2

BS(mmol/L) 4.9%1.1  54%0.7 55307 53%0.7

BUN(mmol/L) 4.8%1.6 59%*1.7 6.0%l.6 55%1.8

Cr( Hmol/L) 11315 115 %28 115 £32 121 £44

UA(Hmol/L) 361195  399F121  356+100 407 £127
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2. 4AEEMmMASANINERFSEE 1 JEHALLE.
Table 1.

Lipid and serum paranoxonase activity levels of the four groups(x %) .

e . TG TC LDLC HDLC ApoA ApoB PON-1 activity
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (¢/L) (¢/L) [ Hmol/ (L*min) |
Controls 24 1.69+0.4716  4.55%0.73 2.5440.73 1.24%0.23 1.06 0. 16 1.28%0.32 136 64
SCHD 32 1. 74 £0. 69 4.4310.63 2.447%0.73 1.20 0. 36 1.11%0.26 1. 18 +0. 35 133 £29
AMI 29 1.36 0. 57 4.62%1.08 2.79%1.02 1.21%0.30 1.20%0. 26 0.95 *0. 38 95 +40%
UAP 31 1.68 +0.73 4.447%0.93 2.66 0. 72 1.08 0. 24 1.19%0.27 1.18%£0.35 80 136>

a: P< 0.05; b: P< 0.01, compared with control groups; ¢: P< 0.05; d: P< 0.01, compared with stable coronary heart disease group.

3. MERFSEFEHSMAEMNHEXMEXR.
Table 3.
ids and apolipoproteins.

Correlation of serum paranoxonase activity with lip-

TG TC HDLC LDLC ApoA Apo B
PON-1  0.496° 0.160 - 0.034 0.125 0.015 0.342"

TG 0.306" - 0.319" 0.192* 0.048 0.511"

TC 0.087 0.813" 0.247* 0.541"
HDLC -0.042 0.354" -0.264
LDLC 0.269°  0.439"
APOA - 0.341"

a: P< 0.05, b: P< 0.01.
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