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[ Abstract |

biological procession such as the proliferation, migration and apoptosis of cells. The two pathway could

TGF-B and MAPK signal transduct pathway in cells plays an important role in many

make complex cross-regulation on cell membrane receptor, signaling molecule and nuclear gene, leading
to biological effect. They could inhibit or promote the progression of cardiovascular diseases such as hy-
pertension , atherosclerotic and cardiomyocytes.
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