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Research

We are particularly interested in the reaction of mammalian cells to challenges such as during
infection with bacteria, viruses or parasites. In recent years, we have been focusing on the
role of the mitochondrial apoptosis pathway in such infections. Apoptosis is rarely induced,
but the cells activate the pathway nevertheless to a sub-lethal level, which has numerous
consequences, such as inflammation and senescence. We are trying to understand molecular
signals at and around mitochondria, as well as the biomedical consequences of this activity.



