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Functional analysis of CD69 induced in CCC cells cultured under serum starvation
and hypoxia

Kanayama, Tomohiko

3,300,000

HI
Fs-Spl
CD69 CD69
in vitro

Ovarian clear cell carcinoma (CCC) is poor prognostic and frequent in Japan. We
found that expression of CD69 gene is robustly and synergistically activated in CCC cells in response to
serum starvation and hypoxia. CD69 is well known as a T cell activation marker, and is supposed to
regulate the adequate immune response through its expressing on the surface of immune cells. However, the
expression and characteristics of CD69 in solid tumor has never been characterized. To characterize the
role of CD69 in CCCs, we performed the cell characteristic analyses under SSH condition. Then, CD69
dependent enhancement of cell migration and invasion activities with fibronectin as a chemoattractant
were determined. In order to understand how CD69 facilitates association of CCC cells with FN, we

performed various in vitro experiments. Our results suggest that CD69 enhances CCC cell-FN interaction
through activation of cell surface integrin.
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