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Oral diseases have been reported to affect approximately 3.5 billion people worldwide,
and in Korea, gingivitis and periodontal disease ranked first in the most frequent
diseases from 2019 to 2021. Microorganisms that cause oral diseases include not only
some bacteria such as Streptococcus mutans, Porphyromonas gingivalis, Fusobacterium
nucleatum, Streptococcus gordonii, Leptotrichia buccalis, Prevotella, and Treponema, but
also fungi Candida albicans and archaea Methanobrevibacter oralis. In the process by
which oral microorganisms cause periodontal disease, bacteria such as Streptococcus
mutans first proliferate to form a biofilm, and then obligate anaerobes, opportunistic
bacteria, and pathogens attach, proliferate and settles down, forming plague in the
subgingival area of the host with weakened immunity. In this way, various interactions
within the community are important in causing oral disease. Furthermore, substances
and inflammation resulting from oral microorganisms and oral diseases are closely
related to the occurrence of digestive diseases, diabetes, cardiovascular diseases,
cognitive function, rheumatoid arthritis, premature birth, and cancer, and vice versa.
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[Fig. 1] Comparison of estimated global case numbers for
selected NCDs[1].
*Note. Data are for all ages and both sexes from GBD
2019; oral diseases do not include lip and oral cavity
cancer. A standard method has been applied.
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[Fig. 2] A schematic highlighting the composition of the
term microbiome containing both the microbiota
(community of microorganisms) and their “theatre of
activity” [10].
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