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ABSTRACT

Plasminogen Activators;

(t— PA) activity, and analyze comparatively.

types of coronary heart disease (CHD) and high TG concentration.

types of CHD and 40 patients with high TG concentration and 40 controls were measured.

ty were determined.

Plasminogen Activator Inhibitor 1;

Coronary Disease

Aim To investigate the relationship between triglyceride (TG) concentration and tissue plasminogen activator

plasminogen activator inhibitor— 1 ( PAI- 1) activity in patients with different

Methods TG concentrations of 73 patients with different
Meanwhile, t— PA and PAI- 1 activi-

Results PAI- 1 activity in patients with high TG or CHD were higher than those of the control group,

but t— PA activity were lower than those of the control group in patients with high TG and acute myocardial infarction ( AMI) or

unstable angina pectoris (UAP) at same time.

activity.
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TG positively correlated with PAT- 1 activity but negatively correlated with t— PA

Conclusion TG may play an important role in the pathogenesis of CHD by inducing fibrinolytic dysfunction
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Table 1. TG concentration and t- PA activity, PAI- 1 activity of all samples (; *5)
Groups n TG (mmol/L) t— PA (kIU/L) PAI- 1 (kAU/L)
Control 40 1.36 0. 41 0. 4577 £0. 177 0. 5335 £0.215
HTG 40 3.248 £1.289 0.225 0. 113° 0. 898 0. 168"
CHD
AMI with HTG and UAP with HTG 13 3.187 1. 121 0. 1062 £0. 1230" 1. 1056 10. 114°
AMI with NTG and UAP with NTG 24 1. 6070 £0. 5299 0. 1435 +0. 1157" 0. 8564 10. 346"

OMI with HTG and SAP with HTG 11 2.94510. 7214

OMI with NTG and SAP with NTG 25 1. 6013 0. 621

0. 1845 +0. 1528" 0. 8453 0. 2217*

0. 2357 0. 009° 0. 7466 0. 114*

a: P< 0.05, b: P< 0.01, compared with control group.
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