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Identification of genetic risk factors of aggressive periodontitis by genome
wide approach
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In this research project, we used genome-wide approach to identify genetic
risk factors associated with the onset and progression of aggressive periodontitis (AgP), and
further elucidated the expression and functional analysis of the identified genes using in vitro.
Using genomic DNA obtained from 44 patients suffered from aggressive periodontitis who admitted to
participate in this study, exome sequencing was performed, and the result was compared with the
database contains the genomic information from healthy people. Based on this result, eight
AgP-disease-associated genes were identified and the functions of four of them in periodontal
ligament cells were elucidated in vitro.
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