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During his PhD training he studied anti-C1q
autoantibodies in murine models of lupus nephritis and established why such antibodies
can be found in healthy people without pathological consequences and why they are
pathogenic in lupus patients. During his postdoc in Malmé, Sweden, he mainly focused
on the interaction between complement and autoantigens such as DNA and apoptotic
cells again mostly in the context of SLE. Now in his current position at the Dept. of
Rheumatology at the LUMC, in Leiden the Netherlands, his team focuses on anti-
citrullinated protein antibodies (ACPA) and their biochemical and biological properties in
relation to clinical presentation of RA as well as genetic variants of complement
components in relation to RA. Some of the work is highlighted in the papers as listed
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