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RESEARCH AREA

The aim of our group is to understand the molecular 
mechanisms of various human diseases, laying down 
the foundations for new diagnostic and therapeutic 
approaches. Our experiments focus on the inflammatory 
processes that determine the pathomechanism of a large 
number of major human diseases. We investigate their 
molecular mechanisms using transgenic animal models, 
healthy and patient-derived human cells and tissues, 
state-of-the-art molecular biology and gene editing, as 
well as functional and imaging methods. We have close 
collaboration with several prominent international research 
groups. Our group is supported by several programmes of 
excellence, including the Frontline and Topical Excellence 
programmes, as well as the European Union’s largest 
international rheumatology consortium.

TECHNIQUES AVAILABLE IN THE LAB 

Transgenic technologies (knockout, knock-in, gene-
addition mutants) in mammals
Autoimmune and inflammatory disease models
In vitro and in vivo genetic modelling of human diseases
Molecular biology and genetics
Immune cell analysis, culture, genetic modification
Whole-genome gene editing
High-throughput confocal microscopy
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