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Drug Resistance Updates (DRU; USA) from 1997

Journal of Antimicrobial Chemotherapy (JAC; England) from 1998 to 2005
The Lancet Infectious Diseases (TLID; England) from 2001 to 2005
International Journal of Antimicribial Agents (IJAA) from 2004
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Gordon Research Conference for Staphylococcal Diseases (GRCSD)

American Society of Microbiology (ASM)

International Symposium on Staphylococci and Staphylococcal Infections (ISSSI)
President of ISSSI (2004)
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