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The role of Fc receptor genes in regulation of signal expression

associated with susceptibility to periodontitis
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WFZERL I OEZE (F£30) : The aim of this study is to elucidate the role of Fc receptor genes in
regulation of signal expression in relation to susceptibility to periodontitis. Our results
indicated differential profiles of humoral immunity against periodontopathogens, cytokine
production, and leukocyte proteome among Fc receptor genotypes, which may lead to
inter-individual difference in susceptibility to periodontitis.
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