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ABSTRACT: Growth differentiation factor-15 (GDF-15)is a member of the transforming growth factor-B superfamily. Recent
experimental research and clinical studies have found that GDF-15 is highly expressed in myocardial ischemia or ischemia/reperfusion
injury, which can reduce myocardial necrosis and apoptosis. In the condition of pressure overload, GDF-15 over expression, or
exogenous GDF-15, can inhibit myocardial hypertrophy and dilation, appearing to have a cardio-protective effect. Some clinical studies
show that the circulating level of GDEF-15 is significantly higher in patients with acute coronary syndrome, GDF-15 may provide
predictive information for patients.
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