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First of all, I wish to express my sincere thanks for the ESPE Sabbatical Leave Program 
for the generous support to my sabbatical stay the academic year 2004-5!! Without this, 
the research stay would not have been possible.  
 
1. The year was spent as a sabbatical leave in the Lab of Prof C. Ronald Kahn MD at the 

Joslin Diabetes Center, Harvard Medical School. The aim was to make a mouse model 
of a novel diabetes gene my laboratory just has isolated, and to use cellular studies to 
try and understand why our patients get diabetes when they have mutations in this 
particular gene. The progress of the work was good, and the data are now in the 
process of being analyzed. This is in line with the plans for the stay. To further 
continue this project, I have sent one of my MD PhD students, Helge Ræder, for a stay 
in Kahn’s lab from June 2005. Another of my MD PhD students, Mette Vesterhus, 
will follow Helge Ræder from January 2006. 

 
2. I plan to return to Harvard regularly in order to continue our collaboration and 

supervise the two students.  
 

3. During my stay I gave one guest lecture at the Rhode Island Hospital, Rhode Island, 
one at the University of Chicago, Illinois, and one in Malaga, Spain. I attended the 
American Diabetes Association Annual Meeting in San Diego. I participated in 
several courses. Moreover, I gave three oral and one poster presentations at 
Harvard/Joslin Diabetes Center during my stay, and attended several seminars and 
lectures.  

 
4. Six Pub Med listed papers and two book chapters were published during my year in 

the US. One paper and one book chapter are in the press and three more papers have 
just been submitted. Most of this work was partially completed before my stay (see 
below). Results primarily obtained during the year are currently being analyzed and 
will be published. 

 
5. Socially, the family and I had a wonderful year in Boston. This city has lot to offer 

regarding music, museums and other culture. We have left our hearts in Boston and 
hope not before long to return for shorter stays. 
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