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and Plasminogen Activator Inhibitor-1 in Chronic Stable Angina
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Background : Impaired fibrinolytic system has been considered to play an important role
in the pathogenesis of coronary artery disease, especially associated with thrombus formation.
To evaluate the pathogenetic role of fibrinolytic system in coronary artery disease, major deter-
minants of fibrinolytic system, tissue plasminogen activator(t-PA) and plasminogen activator
inhibitor-1(PAI-1) levels were measured in control(n=7) and chronic stable angina patients
(n=7).

Methods : Blood samplings were done in resting state, venous occlusion, and peak exercise.
Levels of plasma t-PA antigen and PAI-1 antigen were measured by ELISA method.

Results :

1) In resting state, there was no significant difference in plasma level of t-PA(control group 3
9.15+ 2.82ng/ml vs. study group ; 9.65+ 3.53ng/ml) and PAI-1{control group ; 2027+ 9.98ng/ml
vs. study group s 1743+ 3.53ng/ml) between each group.

2) With venous occlusion test, increment of plasma t-PA level was noted in both groups
which was lower in patient group, however, this difference in increment was not statistically
significant.

3) Increased plasma t-PA level was noted after exercise in both groups.

4) Plasma level of PAI-1 was not significantly changed after venous occlusion or exercise
in both groups.

Conclusion : In patients with chronic stable angina, there was no definite evidence of impaired
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fibriolytic system although plasma t-PA increased somewhat less after venous occlusion in

patients with chronic stable angina than control.

KEY WORDS : Coronary artery disease * Tissue type plasminogen activator * Plasminogen ac-

tivator inhibitor-1.
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3. €& t-PA ¥ PAIX|(Table 3.)

F3€ €% vPA R PALIRE MG ¥
tPAX] 7} AL 9.15+ 2.82ng/ml, AL 9.65
+3.53ng/mlo] 432, A PAI-1X] &= Aol 20.27
+9.98ng/ml, #x}Toll A 17.43+ 3.53ng/mlE z}z}

Table 1. Patients characteristics in study groups
Control(n=7) CAD(n=7)

Age(yrs) 56.9% 13.7 63.1£ 75

BMI(kg/m?) 97.14£15 25.1£238

Cholesterol 186.6+52.4  187.1428.3
(md/d1)

Triglyceride 161.9497.8  155.7+79.4
(md/dl)

HDL(mg/dI) 4144113  46.6% 105

LDL(mg/dl) 118.0£50.1  109.14 24.9

mean* SD
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Table 2. Exercise TI-201 myocardial SPECT

Contol(n=7) CAD(n=7)

Maximum

168.6+ 27.9 176.4+ 19.7
BP(mmHg)
Maximum HR(/min) 154+ 125 152.3+15.3
BPXHR 25807+ 3558 27000+t 4757*
Stress defect extent( % )
Immediate 597+ 5.41* 20.2% 14.6*
Delayed 3.86% 3.06 108+ 13.3

*§ p-value <{0.05, meant SD
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coagulability) o] \} A f-A8859 Foll (defective
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# o= plasminogen®} DA 224 FFHE

Table 3. Plasma level of t-PA & PAI-1 antigen concentration in study groups

Control(n=7) CAD(n=7)

T-PA Resting 9.15+2.82 9.65% 3.53
(ng/ml) Venous occlusion 17.76+ 13.39* 15.07+7.35%
Peak exercise 12.52+ 3.52 12.53+ 5.33*%

PAI Resting 20.27+ 9.98 17.43+ 3.53
(ng/ml) Venous occlusion 19.2% 8.57 15.07£7.35*
Peak exercise 17.17£7.27 12.53+ 5.33*

* 5 p-value <{0.05 vs. resting
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=

{.-% control
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resting
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Fig. 1. Plasma level of t-PA.
CAD : Coronary artery disease.
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