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1. P. gingivalis®| 2,2t HQ,

P, gingivaliss= hemin 5 micrograms/ml2} mena-
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broth(TSB)ol| A T3} 22 571A] & o=
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5'-GCGGTTATCAGCGAAGAGAC-3'
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5-TTGTCAGCGATAACGCACTC-3'
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Figure 1, P, gingivalis GroEL gene2] &SI U=E E0jF = PCR ME2| W [FSAIT,
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-Abstract-

Environmental factors regulating the expression of
Porphyromonas gingivalis heat shock protein

JEOM-IL CHOI

Department of Periodontology, School of Dentistry, Pusan National University

The present study was done to evaluate the environmental factors responsible for the expression of
Porphyromonas gingivalis heat shock protein. The intensity of the heat shock protein gene expression was
comparable to those seen by the heat shock ptreatment of the bacteria (44 °C) when the bacteria was grown as

a mixed culture or biofilm state at 37 °C,
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