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[ ABSTRACT] Aim To study whether cease- smoking time takes effect on plasma high sensitive C-reactive protein ( hsCRP)
and malondialdehyde (MDA) levels of stable angina pectoris patients. Methods 101 subjects in hospital suffering from sta-
ble angina pectoris were investigated.  The subjects were divided into 3 groups according to their smoking status: smokers, non-
The last group were divided again into two subgroups according to differ
Levels of plasma MDA were determined by thibabituric acid
method, while hsCRP by transmission turbidimetry method. Results Levels of plasma hsCRP and MDA were higher in smok-
ers group than in nonsmokers group (4.82£0.37 mg/L to 1. 74 £0. 31 mg/L, P< 0.01; 1. 08 £0. 31 mmol/L to 0. 86 0. 20
mmol/L, P< 0.01); Levels of plasma hsCRP were lower in long time subgroup than in short time subgroup (1. 91 0. 26 mg/L to

4.66%0.24 mg/L, P< 0.05), while levels of plasma MDA have no significant difference in the two subgroups (0. 93 £0. 17

smokers and former smokers who had stopped smoking.

ent cease smoking time: long time group and short time group.

mmol/L to 0. 95 0. 14 mmol/L , P> 0. 05).

extent but maybe it takes effect on them for a different time.
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Conclusion Smoking takes effect on oxidative stress and inflammation to some
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Table 1. Characteristics of different groups and sub- groups of patients

¥ TR AR AL AL

(n= 28) (n=34) ILIAIHA (n= 23) KWIMIHEA (n= 16)
EW () 64.6%2.6 68.7%6.6 65.70 £2. 31 60. 89 9. 17
) (5 &) 24/4 28/6 19/4 151
4K (mm Hg) 13319 126 £29 125 +20 122%15
#FOKE (mm Hg) 85 +5 80 =8 828 847
fREIEH (ke/m?) 23.013.2 23.212.5 23.412.6 22.0%4.7
HAE (mmol/L) 7.1%1.5 7.2%1.9 7.2%1.5 7.1%2.0
i =g (mmol/L) 1.5%0.7 1.4%0.4 1.3%0.4 1.3%0.4
SHERE (mmol/L) 4.2%0.5 4.610.6 4.610.6 4.610.6
mEAEEMES (mmol/L) 0.99 %0.28 1.15%0.24 1.18%0. 21 1.14%0.24
R EREE N (mmol/L) 2.8410.49 2.7910.93 2.8410.44 2.81%0.51
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Table 2. Comparison of plasma hsCRP and MDA levels in dif-
ferent groups and sub- groups of patients

5 4 . mEC RMEA -
(mg/L) (mmol/L)
UG UEN 28 4. 82 %0.37 1. 08 *0. 31
T e 34 1.74 %0.31° 0. 86 £0. 20
TR 20 39 3.53%0.29 0.94%0. 17
A TR A 4 23 4.66+0.24 0.95 £0. 14°
A ZH 16 1.91 *0. 26 0.93 *0. 17*

a: P< 0.05, SARALELE; b: P< 0.01, SWIHALLES o P<
0.01, iz HImmaA this.
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