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Curriculum vitae

since 2009	 Independent group leader, Max Delbrück Center for Molecular Medicine
2001 – 2008	 Postdoctoral fellow, lab of Lily Jan, University of California, San Francisco
1997 – 1999	 Undergraduate student in medicine, University of Hamburg
1995 – 2000	 Graduate student in biochemistry and postdoctoral fellow (Thomas J. Jentsch), Center 

for Molecular Neurobiology (ZMNH), Hamburg 
1990 – 1995	 Undergraduate student in physics and economics, University of Hamburg

Research fields

The work of our group is aimed at understanding signal and transport processes on the molecular 
level. We focus on:
n �Functional characterization of the recently identified TMEM16 family of ion channels
n �Understanding the pathophysiology of diseases caused by mutations in this gene family, including 

ataxia, Scott syndrome, and muscular dystrophy 
n �Regulation and interaction partners of proteins
n �Identification of “new” ion channels and other molecules involved in neuronal excitability and 

synaptic transmission. 

Activities in the scientific community, honors, awards   

2009/2011	 Teaching, Helmholtz Graduate School, Max Delbrück Center for Molecular Medicine 
2001/2004	 Human Frontier Long-Term Fellowship Award
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