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[Abstract] Objective To detect plasma plasminogen activator inhibitor-1(PAI-1) and to understand its change
before and after treatment in the patients with cerebral thrombosis. Methods The double-antibody sandwich enzyme-
linked immunosorbent assay was used to detect the plasma PAI-1 level in 35 cases of cerebral thrombosis complica-
ting hypertension(mixed group) .33 cases of simple cerebral thrombosis( thrombosis group) ,30 cases of hypertension
(hypertension group) 30 control cases(control group) and other 30 healthy subjects as normal group. Results The
31.6)ng/mL and (87.2 +
23.6)ng/mL in the cerebral thrombosis group, (96.2 +

plasma PAI-1 level before and after treatment were (185.6 + 26. 7)ng/mL in the mixed
group,(163.5 £ 30.8) ng/mL and (80.4 =+ 26.3) ng/mL
and (54.8 # 22.5)ng/mL in the hypertension group, (45,5315, 4)ng/mL and(40. 2412, 8) ng/mL in the control
group, respectively. The plasma PAI-1 level in the normal group was (25. 2+8. 3)ng/mL. The plasma PAI-1 level
before and after treatment in the mixed group and the thrombosis group were significantly different (P<C0. 01). Com-
paring the former three groups with the normal group showed significantly different (P<C0. 01). Conclusion The
plasma PAI-1 level reflects the changes of the patient’s coagulation and [ibrinolysis status and is closely associated
with endothelial cell injury, which can be used as an effective experimental index for observing the disease condition
and treatment effects in the patients with cerebral thrombosis.
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