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[Abstract] Objective To examine the change in nuclear factor-«B (NF-kB) activity, tumor necrosis
factor-a (TNF-a) and soluble thrombomodulin (sTM) levels at different time following reperfusion in acute
myocardial infarction (AMI), and to identify the role of ischemia/reperfusion after ischemia in injury to
endothelial cells and its relevant mechanism. Methods AM1 group included 8 randomly selected patients
with AMI, and a normal control group (»=8) compoising individuals who underwent health check. NF-xB
activity in monocytes was determined by electrophoretic mobility shift assays (EMSA). The level of TNF-a
was measured by radio-immunity and sTM was measured by enzyme linked immunosorbent assay (ELISA).
Results The NF-kB activity, TNF-a and sTM levels raised dramatically at 0.5 hour after reperfusion,
reaching peak at 1 hour and declined gradually at 3, 12 and 24 hours. The levels of all the determined
parameters at every time point were significantly higher than that of normal control group, and their levels at
1 hour were significantly higher than that at 24 hours (all P <<0.05). There was a positive correlation
between the NF-«B activity and the levels of TNF-a and sTM (all P<{0.05). Conclusion These results
indicate that NF-«B is activated and the levels of TNF-a and sTM rise significantly after reperfusion in AMI.
The activation of NF-kB maybe one of the most important pathogenic mechanism of endothelial injury.
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