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Aim To investigate the association of C-reactive protein ( CRP) with carotid intima media thickness and some

Methods  Carotid IMT was measured by high resolution B-mode ulirasound, and blood

levels of CRP, lipids, clotting factors and fibrinolytic parameters were determined by relevant biochemical assay in 91 subjects.

Results

The difference in level of CRP between subjects with carotid IMT 20. 8 mm and those with IMT < 0. 8 mm was not

significant (4.4 £4.3 mg/L vs 2.7 %1.3 mg/L, P= 0.07), while the IMT was significantly higher in 6 subjects with CRP 8.

0 mg/L than those with CRP< 8.0 mg/L (1. 033 £0. 294 mm vs 0. 812 £0. 222 mm, P< 0.05).

The level of CRP was post

tively correlated with triglyceride level, activities of coagulating factor VII and plasminogen activator inhibitor type-1 on multiple

stepwise Tegression analysis.

flammation in the pathogenesis of atherosclerosis.
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Table 1. The association of serum CRP with cardiovascular

risk factors ( n= 91)

+ coefficiency ¢ value P value

=

Parameters

BMI (kg/m?) 2554302 0.140  0.902 0.373

SBP (mmHg) 127.2%16.3 0.202 1.269  0.213
DBP (mmHg) 80.418.5 0. 201 1.245  0.221
TC (mmol/L) 5.79%0. 99 0.102  0.631  0.532
TG (mmol/L) 2.38%1.47 0.533 3.280  0.002

HDLC (mmol/L) 1.26 0. 27 0.144 0.840  0.407

LDLC (mmol/L) 3.53£0.93 0.073 0.467  0.643

FIB (mg/L) 2459 +625 0. 026 0.165  0.870

Factor VII (%) 87.92%16.9 0. 406 2.498  0.017

Factor X (%) 90. 44 £14.53 0. 140 0.885  0.382

PAF1 (kU/L) 18.83£8.28 0.312 2.032 0.05

tPA (kU/L) 1.40 £0. 25 -0.059 0.364 0.718

58.719.6 0. 170 1.109  0.275

Age (years)

SBP: systolic blood pressure, DBP: diastolic blood pressure.
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