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“Thus the “forgotten organ” of the 
gastrointestinal microbiota is a prime 

candidate to be in influenced by 
evolutionarily unprecedented 

postprandial luminal carbohydrate 
concentrations. The present 

hypothesis suggests that in parallel 
with the bacterial effects of sugars 
on dental and periodontal health, 

acellular ours, sugars, and 
processed foods produce an  

inflammatory microbiota via the 
upper gastrointestinal tract, with 
fat able to effect a “double hit” by 
increasing systemic absorption of 

lipopolysaccharide.” 



2



3



4



5

Conclusions—Our results 
suggest that the exposure to 

periodontal pathogens or 
endotoxin induces systemic 

inflammation leading to 
increased risk for CVD. 
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“These Klebsiella strains are resistant to 
multiple antibiotics, tend to colonize 

when the intestinal microbiota is 
dysbiotic, and elicit a severe gut 
inflammation in the context of a 

genetically susceptible host. Our 
findings suggest that the oral cavity 

may serve as a reservoir for potential 
intestinal pathobionts that can 
exacerbate intestinal disease. “
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Periodontal infection (P. gingivalis) 
carries a unique risk for development 
of autoimmune antibodies associated 

with RA. Patients with RA have either 
lost many teeth or usually have severe 
periodontitis. Additional research, both 
in regards to basic mechanisms as well as 

clinical studies, are necessary before it can 
be said that there are causative links 

between RA and periodontitis
Journal of Oral Microbiology 2012
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Antibody Array 12 – Pathogen-Associated Immune Reactivity Screen™  
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Figure 13. Mechanism of Oral Pathogens in Autoimmunity.  Keystone and pathobionts such as P. 
gingivalis and S. mutans can trigger periodontitis, which alters microbiota, which leads to dysbiosis, 
opening of intestinal tight junctions, systemic inflammation and autoimmunity. Diagram courtesy of Cyrex Labs
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MYPERIOPATH MOLECULAR ANALYSIS OF PERIODONTAL AND SYSTEMIC PATHOGENS
Results

: The result graphic (above) shows the bacterial level for each of the assayed species. The vertical axis displays bacterial genome copies/milliliter in log10. The limit ofLegend
quantification (LQ) is the lowest bacteria level that can be repeatedly measured. The black lines across each colored bar are the Therapeutic Threshold.

Interpretation of Results

This result shows a combination of 2 high risk ( , ) below, and 1 moderate risk ( ) pathogens above, the therapeutic threshold. High levels of 
,  are frequently part of this complex bacterial profile.

The bacterial species  and/or  are strongly associated with chronic periodontitis, are transmissible and tissue invasive even at low amounts of
these organisms. Moreover,  is present in 20-40% of cases of periodontitis where because it possesses proteins needed for adherence and
invasion of host cells, it can cause destruction of periodontal tissue.
The detected pathogens are also risk factors for various systemic diseases, including atherosclerosis, type 2 diabetes, arthritis, dementia and
several types of cancer. Periodontal infections involving  have been associated with widespread and tissue invasive diseases of the lung,
pancreas, heart, and bone. The spread of  infections is direct and often associated with abscess formation.

Treatment Considerations: to be determined by the healthcare professional

 Scaling and root planing (SRP) is a mainstay of therapy to disrupt biofilm, remove plaque and debride compromisedMechanical/Debridement:
tissue. This patient harbors a series of pathogens ( , ) that may be refractory to this treatment.
Local Antibiotics and Chemical Hygiene: As an adjunct to SRP, sub-antimicrobial doses of doxycycline hyclate lower collagenase activity and
reduce periodontal pocket depth. Alternatively, locally delivered antimicrobial agents (LDA) including minocycline microspheres, doxycycline hyclate
in an absorbable polymer, or chlorhexidine in a gelatin matrix have been shown to decrease pocket depth modestly.
Pocket or Field Decontamination: Laser decontamination as an adjunct therapy to SRP may be beneficial in reducing probing depth and bacterial
loads. The consideration of using lasers as an adjunct to SRP is dependent on type of laser used and the particular protocol.
Chemical and Gaseous antiseptics: Chlorhexidine or Povidine iodine rinses can reduce periodontal pocket depth. Prescription tray application of
peroxide gel, as an adjunct to frequent periodontal maintenance appointments for refractory patients, demonstrated significant reductions in
bleeding on probing. Ozone is a volatile antiseptic that can disrupt microbial membranes.
Probiotics and Prebiotics: Probiotics are live, beneficial bacteria, typically administered as a food or dietary supplement. Prebiotics are
non-digestible ingredients that promote growth of commensal bacteria. Research shows that prebiotics and probiotics control the growth of
pathogens and reverse tissue destruction caused by periodontitis.
Periodontal Surgery: For severe and/or refractory periodontitis - surgical approaches such as gum flap repairs, procedures to reduce pocket
depth, or other restorative procedures may be indicated.

Follow up Recommendations

Good periodontal health depends on compliance of a home care regimen as detailed by your healthcare provider. Daily brushing, flossing, as well
as attention to nutrition, proper rest and cessation of smoking are essential.
Follow-up testing between 6-12 weeks with MyPerioPath is recommended. Persistence of bleeding on probing is often indicative of unresolved
infection. Retesting will identify residual or refractory bacteria. Currently there is not a cure for periodontal disease, only periods of remission.
Assessment of a patient's level of inflammation with Celsus One is valuable in deciding the frequency of patient recall and treatment.
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 Porphyromonas gingivalisFusobacterium nucleatum/periodontium

Aggregatibacter actinomycetemcomitans

Treponema denticola

Tannerella forsythia

Eubacterium nodatum

Prevotella intermedia Campylobacter rectus

Peptostreptococcus Eikenella corrodens

Capnocytophaga 
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Ordering Provider

 

Sample Information
Date Of Birth: 06/28/1947 (70 yrs)
Gender: Female
Patient Id: 
Patient Location: The UltraWellness
Center

Todd LePine MD
55 Pittsfield Road Suite 9
Lenox, MA 01240
413-637-9991

MYPERIOPATH MOLECULAR ANALYSIS OF PERIODONTAL AND SYSTEMIC PATHOGENS

Pathogen Result Clinical Significance
Porphyromonas gingivalis High Very strong association with PD: Transmittable, tissue invasive, and pathogenic at relatively low

bacterial counts. Associated with aggressive forms of disease.

Tannerella forsythia High Very strong association with PD: common pathogen associated with refractory periodontitis. Strongly
related to increasing pocket depths.

Treponema denticola High Very strong association with PD: invasive in cooperation with other bacteria. Usually seen in
combination with other bacteria.

Eubacterium nodatum High Strong association with PD: specific role uncertain. Often seen in refractory disease.

Fusobacterium
nucleatum/periodonticum

High Strong association with PD: adherence properties to several oral pathogens; often seen in refractory
disease.

Prevotella intermedia High Strong association with PD: virulent properties similar to Pg; often seen in refractory disease.

Peptostreptococcus (Micromonas)
micros

High Moderate association with PD: detected in higher numbers at sites of active disease.

Capnocytophaga species
(gingavalis,ochracea,sputigena)

High Some association with PD: Frequently found in gingivitis. Often found in association with other
periodontal pathogens. May increase temporarily following active therapy.

Not Detected: (Aa) Aggregatibacter actinomycetemcomitans, (Cr) Campylobacter rectus, (Ec) Eikenella
corrodens

 Result: PATHOGENIC BACTERIA DETECTED, 8 ABOVE THERAPEUTIC THRESHOLD
Bacterial Risk: HIGH - Very strong evidence of increased risk for attachment loss

 
Legend

 = Therapeutic Threshold*
DL = Detection Limit

 Periodontal disease is caused by specific, or groups of specific bacteria.Result Interpretation:
Threshold levels represent the concentration above which patients are generally at increased risk for
attachment loss. Bacterial levels should be considered collectively and in context with clinical signs and
other risk factors.
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Additional information is available from  OralDNA.com
Methodology: Genomic DNA is extracted from the submitted sample and tested for 10 species-specific bacteria and 1 genus of bacteria known to cause periodontal
disease. The bacteria are assayed by real-time quantitative polymerase chain reaction (qPCR). Bacterial loads are reported in log copies per mL of sample (e.g. 1x10^3
= 1000 bacteria copies per mL of collection). *Modified from: Microbiological goals of periodontal therapy; Periodontology 2000, Vol. 42, 2006, 180-218. This test was
developed, and its performance characteristics determined by OralDNA Labs pursuant to CLIA requirements. This test has not been cleared or approved by the U.S.
Food and Drug Administration. The FDA has determined that such clearance or approval is not necessary.
 

  
 

 

 
 

   
 

 

70yo female with diagnosis of 
frontal lobe dementia/Alzheimer’s


