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Abstract: Objective To investigate the serum level of thrombin activatable fibrinolysis inhibitor (TAFI) and inflammatory cy-
tokines in patients with acute ischemic stroke (AIS),and to explore their relationship,as well as in order to lay an experimental
foundation to early diagnosis or risk factor assessment of AIS. Methods A total of 86 acute ischemic stroke patients were selected
as AIS group,and 86 cases of healthy people were selected as control group. Serum TAFI level was determined by immunoturbidim-
etry. Serum interleukine-1g8 (IL-1B) ,interleukine-6 (IL.-6) and tumor necrosis factor-a(TNF-a) levels were determined by enzyme-
linked immunosorbent assay (ELISA). Serum proclcitonin (PCT) and C-reactive protein (CRP) levels were determined by colloidal
gold immunochromatography. Results ~ Serum TAFT level in AIS group was significantly lower than that of the control group
[(17.48£2. 79 pg/mL wvs. (27. 23 £3. 27) pg/mL ], (P<C0. 05). Serum IL-18,IL-6, TNF-a, PCT and CRP levels in AIS group
[(10.14=2.05)pg/mL ws. (4. 45+0. 78) pg/mL;(110. 10411, 12) pg/mL ws. (81. 18 £7. 58) pg/ml; (13. 024 1. 61) pg/mL ws.
(6.90+1.55) pg/mL;(0.80+0.11)ng/mL wvs. (0.4340. 10)ng/mL;(16.414+2. 4D pg/mL wvs. (5. 60+ 1. 11) pg/mL] were signif-
icantly higher than that of the control group. Correlation analysis showed that there was a negative correlation between serum TAFI
concentration and IL-18,1L-6 , TNF-a, PCT and CRP levels both in AIS patients and in controls. Conclusion TAFI could inhibit
chronic vascular inflammation. The change of TAFI could be considered as a biomarker for AIS diagnosis or high risk assessment
factor.
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