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Time to put periodontal 
disease on the list of chronic 
inflammatory diseases 
contributing to premature 
atherosclerosis

Legge and Hanly are to be commended 
for an excellent review on the manage-
ment of premature atherosclerosis in 
patients with chronic inflammatory dis-
ease.1 Perhaps the review would be more 
complete if it included a substantive dis-
cussion on the potential for an individu-
al’s cumulative burden of inflammation to 
be amplified by periodontal disease. 

The most common form of periodontal 
disease is chronic inflammatory peri-
odontal disease. A multifactorial disease, 
chronic inflammatory periodontal disease 
begins with a microbial infection on tooth 
surfaces, followed by a host-mediated 
destruction of adjacent tissues. Cells that 
mediate inflammation generate cyto-
kines, eicosanoids and matrix metallopro-
teinases that cause clinically significant 
connective tissue and bone destruction.2

Cytokine-induced destruction of colla-
gen leads to not only the loss of the 
investing bone, but also damage to the 
connective tissue supporting the lining 
epithelium approximating the tooth. In 
this typical periodontal lesion, the integ-
rity of the lining epithelium is compro-
mised, allowing bacteria, bacterial by-
products and the cytokines released in 
response to the initiating bacteria to pen-
etrate regularly through the ulcerated 
epithelium into the bloodstream.3

The consequences of biofilm accumu-
lation in a particular individual are influ-
enced by various well-established risk 
factors for chronic inflammatory peri-
odontal disease, which are also common 
to other systemic diseases, including 

tobacco use, obesity, nutrition, exercise, 
hypertension, dyslipidemia, psychosocial 
stress, sleep disorders, excessive alcohol 
consumption and changes in bone 
metabolism.4 Not surprisingly, emerging 
data continue to indicate that periodontal 
diseases may also be associated with a 
wide array of systemic diseases and con-
ditions, including cardiovascular disease.5

Establishing causality between inflam-
mation of oral origin and any of the associ-
ated inflammation-driven chronic diseases 
will continue to be challenging. To establish 
proof, we will need to quantify the specific 
level of inflammation of oral origin that con-
tributes to the systemic inflammatory bur-
den. Although efforts to do so are under-
way,6 there is still work to be done. 
Long-term intervention studies assessing 
the effect that ongoing dental therapy 
(aimed at helping patients achieve and 
maintain a functioning dentition with min-
imal inflammation over their life span) has 
on associated systemic diseases will be nec-
essary before causality can be determined.

Nevertheless, there is now undeniable 
evidence that the local inflammatory 
response to periodontal biofilm spills into 
the circulatory system contributes to the 
level of systemic inflammation.3,7 There is 
also evidence that periodontal interven-
tion can result in a reduction in systemic 
markers of inflammation.8 Even in the 
absence of hard data establishing a 
causal relation between periodontal dis-
ease and systemic disease, evidence cer-
tainly suggests that periodontal disease is 
a contributing factor to the associated 
systemic diseases.9 

It seems prudent to add periodontal dis-
ease to Legge and Hanly’s discussion con-
cerning which factors contribute to the 
excessive cardiovascular disease burden 
they noted in patient populations. More 

importantly, co-managing the care of 
patients with risk factors for common sys-
temic diseases like periodontal disease and 
cardiovascular disease may be an impor-
tant part of managing both diseases.4
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