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The research progress of apelin/APJ system’s structure and function
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Abstract : Putative receptor protein related to the angiotensin receptor ATI ( APJ) and its ligand-apelin,
widely exist in a variety of tissues and organs. They have attracted great attention because of participating in
regulating vascular system, angiogenesis, tumorigenesis and so on. This paper reviewed the structure and

physiological and pathological features of apelin/APJ.
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The role of transforming growth factor-gl in the development of tumor

XU Yun ,HAN Shuzhai
( College of Basic Medicine ,Jining Medical University , Jining 272067 , China;
Affiliated Hospital of Jining Medical University, Jining 272029 , China)

Abstract : Transforming growth factor-g (TGF-B) is a multifunctional cytokine with biological activities,
which is highly expressed in various tumour cells and closely related to the occurrence, development and
prognosis of tumor. In most of the cells, TGF-B1 exerts its biological effect through the classical (rely on
Smad) and non-classical ( do not rely on Smad) pathway in signal transduction. Research shows that TGF-g1
influences the development of tumor mainly through the transformation of epithelial mesenchymal, the im-
mune cells in the tumor microenvironment and the receptor for carcinoembryonic antigen. To illuminate the

molecular mechanism of TGF-B1 in cancer will provide new treatments to prevent recurrence of the tumor

and delay the transfer process.

Keywords : TGF-31 ; Tumor; Epithelial-mesenchymal transition
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