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[ Abstract ] Growth differentiation factor 15 ( GDF-15) is a stress-responsive protein that belongs to the super family of transforming
growth factor B. It has been proved to be a biomarker in cardiovascular diseases,such as coronary heart disease and heart failure. Recently,
the GDF-15 concentrations were reported to be higher in patients with atrial fibrillation,and can possibly be used as its prognostic indicator.

But the specific mechanisms remain unclear. In this article,, we review the recent studies that discussed the research advancement of GDF-15

in the development of atrial fibrillation.
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