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1. University Education

1998-2002    
  Ph.D., University of René Descartes, Paris, France.



  Inserm Unit 423

 Supervisor
  Dr Corinne Antignac 
 Thesis entitled Characterisation of cystinosin, the protein encoded by CTNS, the gene 

                          underlying cystinosis, and generation of a mouse model.

1997-98
  Honour’s degree in Molecular Genetics of Developmental and

  Oncogenic Diseases, University of René Descartes, Paris, France.

  Inserm Unit 423

 Supervisor
  Dr Corinne Antignac 
 Title of report  Identification of the murine homologue of the gene responsible for cystinosis,

  Ctns.  

1993-97
  Bachelor of Science degree in Molecular Biology and Genetics, 

  University of Denis Diderot, Paris, France.

2. Research experience

2002-to date 
Researcher associate, The Scripps Research Institute, Department of Molecular and Experimental Medecine, San Diego, California, USA

Supervisor
  Dr Daniel R. Salomon

Project entitled Tissue engineering for successful islet transplants with endothelial progenitors and proangiogenic growth factors.
1997- 2002
Ph.D. 
Thesis entitled “ Characterisation of cystinosin, the protein encoded by CTNS, the gene underlying nephropatic cystinosis, and generation of a mouse model ”.
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4. Research project

Islet transplantation is a promising treatment for insulin-dependent diabetes mellitus. The objective of my work is to test the use of lentiviral gene therapy to deliver a soluble factors that will be both proangiogenic and immunosuppressive to enhance transplant revascularization and preserve functional islet mass. The underlying premise of our research in tissue engineering and gene therapy is that the ability to enhance the revascularization of transplanted cells and control the implantation site, including the host immune response, will create a platform to advance the field. The Specific Aims are: 1) Demonstrate that the co-transplantation of islets with endothelial cell progenitors or mature endothelial cells modified by ex vivo gene therapy with lentiviral vectors to deliver the proangiogenic and immunosuppressive factor will enhance islet revascularization and preserve functional islet mass and, 2) Demonstrate that co-transplantation of islets with host-derived endothelial cell progenitors or mature endothelial cells modified will protect both mouse allografts and pig islet xenografts from rejection in immune competent mice.
This strategy will be used to protect islets after transplantation and could even allow successful xenotransplantation, resolving two major challenges for islet transplantation: the death of transplanted islets within the first few weeks and the lack of available islets.

