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Systemic Immunological Consequences of Chronic Periodontitis
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ABSTRACT

csEN model identifies systemic immune alterations associated with ChP RESULTS
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(Center) Baseline immune network with the 17 canonical features selected by the csEN model, labeled on the correlation network, that differ between ChP patients and controls. (Periphery) Box plots
. depicting 12 of the canonical csEN model components (Archsinh ratio of the stimulated samples compared to unstimulated samples, z-scored).
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