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Abstract

Background: There was an exponential increase during the recent years in the number of studies
investigating a possible role of herpesvirusesas arisk factor in periodontal disease. The aim of this study
istoinvestigate the possible pathogenic role of EBV and HCMV in aggressive and chronic periodontitisin
Syrian patients.

Materials and methods: 60 subjects were recruited from patients referred to the Department of
periodontology — Faculty of Dentistry — Damascus University. Patients were distributed into 3 groups:
The aggressive periodontitis group (16 patients). The chronic periodontitis group (14 patients). The
control group (30 individuals with no periodontal disease).Clinical periodontal parameters (pocket
probing depth, clinical attachment level, and papillary bleeding index) were recor ded. Real-time PCR was
used to detect nucleic acids of EBV and HCMV in subgingival samples at the molecular biology
laboratory- Al-Assad Univerdty Hospital in Damascus. Results: EBV DNA was detected significantly in
aggressive and chronic groups (7/16 sites, p=0.001 and 5/14 sites, p=0.004 r espectively) compared to 1/30
sitein control group. HCMV was also detected significantly in aggressive and chronic groups (5/16 sites,
p=0.001 and 4/14 sites, p=0.002 respectively) compared to 0/30 sitesin control group. Clinical parameters
(PPD, CAL, and PBI) were sgnificantly correlated to the presence of EBV and HCMV DNA (p<0.05).
Conclusion: periodontal disease is associated with higher detection percentage of EBV and HCMV DNA
compared to periodontally healthy individuals. In addition there is significant correlation between viral
DNA presence and theincrease in periodontal clinical parameters.

Key words: periodontal disease, aggressive periodontitis, chronic periodontitis, herpesviruses, HCMV,
EBV, real-time PCR.
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