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Growth differentiation factor-15 (GDF-15), a member of the transforming growth factor-f (TGF-B) superfamily,
is a stress response protein. GDF-15 can be released by macrophages, cardiomyocytes, adipocytes and endothelial
cells, it has been shown to play multiple roles in various histopathological damages, including cardiovascular
diseases, tumor, obesity, kidney diseases and inflammation. Circulating level of GDF-15 is correlated with severity
of disease. In addition, GDF-15 is a highly reliable predictor of disease progression, and it possesses potential value
as a disease biomarker in various diseases.
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Figure 1 GDF-15 mediated Smad and non-Smad signal pathways
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