Optimizing a Genomic-Wide Assoclation Study In Ligature-Induced Peri-implantitis
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Abstract: Dental implants are increasing in prevalence as desirable options in replacement of missing teeth. Unfortunately, implants
come with complications, and animal models are key to studying the pathophysiology of complications, such as peri-implantitis (PI). B.
PI is characterized by inflammation in the tissues around dental implants with progressive loss of supporting bone. VCF files from
the Mouse Genomes Project were merged using bcftools. PLINK was employed to create filtered bed files. This study outlines a
genome-wide association study (GWAS) for peri-implantitis in mice. Phenotype files were generated separately for control and
ligature-induced peri-implantitis groups, incorporating average linear and volumetric bone loss measurements. The GWAS analysis
was performed using FaST-LMM. This approach allows for identifying genetic variants associated with peri-implantitis
susceptibility, potentially revealing novel insights into the disease’'s molecular mechanismes.
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