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[ Abstract] Objective To investigate the levels of serum soluble ST2 in patients with early
myocardial infarction and its relationship with myocardial viability. Methods The levels of serum soluble
ST2 was measured with ELISA assay within 12 hours of the onset of NSTEMI in 30 patients, and 30
patients were subjected to cardiac magnetic resonance imaging on the 7th day of myocardial infarction and
were divided into the following three groups by the transmural extent of myocardial infarction manifested
in the delayed enhancement magnetic resonance imaging(DE-MRI):transmural enhancement group,
non-transmural enhancement group and mixed group. All patients underwent PCI at 7-14 days after AMI
and cardiac magnetic resonance imaging 6 months after the procedure to analyse the infarct mass, abnormal
wall motion score and left ventricular ejection fraction(LVEF) and their relationship with the levels of
serum ST2 in early stage of myocardial infarction. Results The levels of serum ST2 in transmural
enhancement group was significantly higher than that of non-transmural group and mixed group (P<0.05),
mixed group vs. non-transmural (P<0.05); Compared with the parameters before PCI, the infarct mass and
abnormal wall motion score in three groups after PCI were decreased, but the infarct mass after PCI was
significantly decreased in the non-transmural enhancement group and mixed group(P<0.05). Abnormal
wall motion score was significantly decreased in the non-transmural enhancement group after PCI1(P<0.05).
LVEF was significantly improved after PCI in three groups, but the improvement in non-transmural
enhancement group and mixed group were more significant(P<0.05). The levels of serum soluble ST2 in
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patients with early myocardial infarction were related with myocardial viability before PCI and 6 months
after the procedure. Conclusion The levels of serum soluble ST2 might imply myocardial injury in early
myocardial infarction, and could be used to predict myocardial viability on the 7th day of myocardial

infarction before PCI and 6 months after the procedure.
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