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The relationship between Porphyromonas gingivalis and clinicopathological
characteristics and prognosis of esophageal cancer”
LI Shuoguo , JIA Ruinuo ,GAO Shegan”
(Seven Department of Oncology ,First Af filiated Hospital of Henan University of Science and
Technology,Luoyang, Henan 471003 ,China)
[ Abstract] Objective To detect the expression of Porphyromonas gingivalis (PG) in the esophageal
mucosa and the relationship between PG and the diagnosis and prognosis of esophageal squamous cell carcino-

ma (ESCC). Methods

Unique protease Kgp in percutaneous tissue,adjacent normal tissues and normal esophageal mucosa. The rela-

The immunohistochemical SP method was used to detect the expression of PG and its
tionship of PG infection and clinicopathologic characteristics of ESCC was analyzed. Results The positive ex-
pression rate of PG in percutaneous tissue,adjacent normal tissues and normal esophageal mucosa was 60% ,
15% ,0,and the positive expression rate of Kgp was 68% ,40% ,0 respectively. PG infection was positively cor-
related with differentiation,lymph node metastasis and TNM stage. Conclusion PG infects the epithelium of
the esophagus of ESCC patients, PG infection is associated with the progression of ESCC,it may be a biomark-
er of ESCC. Eradication of PG may reduce the incidence of ESCC.

[Key words] Porphyromonas gingivalis;esophageal neoplasms;cell differentiation;lymphatic metastasis;
prognoses
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