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Porphyromonas gingivalis is a major pathogen in severe and chronic

manifestations of periodontal disease, which is one of the most common infections of humans. A
central feature of P. gingivalis pathogenicity is dysregulation of innate immunity at the gingival
epithelial interface; howerver, the molecular basis for the P. gingivalis-dependent abrogation of
epithelial barrier function remains undetermined. Gingival epithelial cells express JAM1, a tight
junction-associated protein, regulates epithelial barrier function. Here we show that the
Arg-specific or Lys-specific cysteine proteases (gingipains) secreted by P. gingivalis can
specifically degrade JAM1. A P. gingivalis lacking gingipains was impaired In degradation of JAM1.

Specific degradation of JAM1 by P. gingivalis provides the molecular basis for a bacterial strategy

leading to periodontitis.
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