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[ Abstract)

Yang Xi" , Liu Yujie, Ma Huijuan.

Growth differentiation factor-15 is a divergent member of the transforming growth factor-
beta (TGF-B) superfamily, which mainly expressed in the macrophage cells, adipocytes and endothelial
cells. As a novel adipokine, GDF15 shows many effects in anti-inflammatory, promoting oxidative metabo-

lism, inhibiting appetite and weight loss, which can improve obesity, insulin resistance and glucose toler-
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ance. GDF15 represents a new target for the treatment of obesity and type 2 diabetes.
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