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The preliminary study on clinical significance of the troponin antibody in patients with acute myocardial in-
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[ Abstract] Objective To Analyze the variation of troponin autoantibodies in patients with acute myocardial infarction, to
study on the clinical significance of testing troponin autoantibodies. Methods 68 patients confirmed AMI in our department during A-
pril 2011 and March 2012 were taken venous blood for the test of troponin I and troponin autoantibodies titer. The diagnosis was con-
firmed and within 24 h after diagnosed according to the test results. All cases were divided into troponin autoantibody-positive group (13
positive group) and troponin autoantibody-negative group (55 negative group ). Comparison was made on the troponin levels while diag-
nosis was confirmed , between the groups on the troponin levels within 24 h after diagnosed , and the immediate angiography results. Coro-
nary artery lesion was evaluated by Gensini integral and SYNTAX index. The left ventricular ejection fraction (LVEF) ,left ventricular
end-diastolic diameter (LVEDD) ,left ventricular end systolic diameter ( LVESD) were comparedat 7 days and 180 days after diag-
nosed. The relationship between troponin autoantibody and the changes of cardiac function of patients with AMI in short-term period and
long-term period were evaluated. Results There was no statistically significant difference in the levels of Troponin autoantibody positive
group while diagnosed. However,the troponin levels 24 h after diagnosed were significantly higher than negative group (P <0.01).In
the positive group,the probability of multivessel disease is much higher than the negative group. The Gesini integral and SYNTAX index
of the positive group are higher than that of the negative group (P <0.01). At 7 days and 180 days after diagnosed,the BNP level of
Troponin autoantibody-positive group was significantly higher than that of negative group (P <0.01). The left ventricular remodeling in-
dex LVEDD and LVESD of positive group were higher than negative group (P <0.05) ,and EF is lower (P <0.05). Conclusion The
Troponin autoantibody may influence the concentration of troponin I at early stage of AMI,which can interfere with the early diagnosis of
acute myocardial infarction and evaluation of cardiac function. Preliminary observations from the long-term follow-up visit shows that the
presence of troponin autoantibodies may affect the postoperative recovery of cardiac function in myocardial infarction.
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(FLX800 %!, & [H BioTek 2~ &]) , &8 I8 liA% 1Y ( Flour
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