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Abstract ; Heart failure is the final stage caused by cardiac dysfunction and structural changes. Cardiac fibrosis, cardiac

hypertrophy and aorta stenosis are important inducements of heart failure. Transforming growth factor-g ( TGF-B) signaling

pathway is widely involved in many pathological processes of cardiac remodeling induced by cardiac fibrosis, cardiac hyper-

trophy and aortic stenosis. Among them,the classical and non-classical TGF-B signaling pathways play an important role in

regulating the proliferation, migration and differentiation of vascular endothelial cells and vascular smooth muscle cells.

TGF-B signaling pathway accurately controls the proliferation and angiogenesis of vascular endothelial cells and smooth

muscle cells through a complex and accurate regulatory network. It can not only promote cardiac hypertrophy but also induce

cardiac fibrosis, which eventually leads to heart failure. Therefore, accurate regulation of TGF-B signaling pathway may

become a new target for the treatment of heart failure in the future.
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