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Role of ECF sigma factors of Porphyromonas gingivalis on biofilm formation or virule
nce
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Extracytoplasmic function (ECF) sigma factors are known to transmit changes in env
ironmental signals to specific responses in gene expression.In the genome of periodontal pathogen Porphyro
monas gingivalis, six ECF sigma factors were identified. To elucidate the role of ECF sigma factors in thi
s bacterium, chromosomal mutants carrying a disruption in each ECF sigma factor-encoding gene were constru
cted. Our results indicate that PGO162 (PGN_0274) mutant showed decreased gingipain protease activity.Furt
hermore, the mutant defective in PG1827 (PGN_1740) was sensitive to hydrogen peroxide compared with the wi
Id-type strain. In addition, the PGN_0274 and PGN_1740-defective mutants had increased biofilm formation c
ompared with the wild type. Collectively, our studies demonstrate that each ECF sigma factor is cooperativ
ely involved in P. gingivalis virulence.
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