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Research summary

Tumor tissues are composed not only of cancer cells but also of tumor vessels, cancer associated fibroblasts 
(CAFs) that play important roles in cancer progression. This tumor microenvironment is influenced by tumor 
specific cytokines that alter the structures of various organelle of tumor component cells. However, the roles 
of such tumor specific cytokines in the formation and maintenance of such organelle structures have not yet 
been elucidated. We attempt to study how transforming growth factor-β (TGF-β), which is abundant in tumor 
microenvironment, affect the mitochondria-associated membrane (MAM) of tumor endothelial cells. In tumor 
microenvironment, endothelial cells undergo endothelial-to-mesenchymal transition (EndMT), which leads to 
the formation of CAFs. This study will help understand the novel mechanisms how TGF-β-induced alteration 
of MAM is involved in the progression of cancer and aid developing new therapeutic strategies.

Figure

In tumor microenvironment, TGF-β induces 
endothelial-to-mesenchymal transition (EndMT) in 
which endothelial cells lose their characteristics 
(cell-cell contact and expression of endothelial 
markers, such as VE-cadherin) and acquire 
mesenchymal characteristics (high migratory 
activities and expression of mesenchymal markers 
such as smooth muscle α-actin).
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