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Summary: (1000 characters) 
 
The role of monocytes in endothelial cells (EC) differentiation, contributing for 

vessels network repair and renewal have been recently shown in inflammation, 

cardiovascular and hematological diseases. Our in vitro preliminary results show that 

monocytes cultured in special conditions can differentiate into ECs and monocytes 

from cancer patients have an increased potential of EC differentiation. 

It is known that some drugs (β-blockers, HDACs inhibitors and thalidomide and 

analogs), already approved for human use, have simultaneously a pro-apoptotic role 

in EC and a modulatory role in monocytes differentiation.  

Neoangiogenesis is a crucial step in cancer and the anti-angiogenic strategy has 

been disappointing so far. Hence, we hypothesized that these drugs can be used to 

treat cancer by disturbing neoangiogenesis and vessels stability.  

This project will disclose the mechanism underlying monocytes differentiation into 

ECs, the usefulness of monocytes levels as a prognostic factor for cancer 

progression and the validation of some of these drugs as an alternative to fight 

cancer.  
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