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and oral microflora change in gastric cancer patients
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We elucidated the mechanism of the immune response of oral mucosa to H.
pylori and clarified the effects of gastric mucosa pathogens and oral indigenous bacteria on each
mucosa in H. pylori-infected gastric cancer patients. Here, we found that stimulation of oral
mucosal epithelial cells with H. pylori LPS induces inflammatory-related genes that are different
from E. coli LPS stimulation. Furthermore, the saliva samples of gastric cancer patients before and
after surgery and samples collected from gastric mucosal tissues were classified into H. pylori oral

serum positive group and oral serum negative group, and groups similar in age and sex were
extracted. The flora and gastric mucosal flora were analyzed.



38 ,11/7,2015, )

Helicobacter pylori (H. pylori) H. pylori
H. pylori
(LPS)
TLR4 IL-8
H. pylori LPS
LPS H. pylori LPS
LPS
H. pylori
Farrell
16sRNA
5
H. pylori
H. pylori
H. pylori
H. pylori
H. pylori H. pylori
hTERT RT7
1gG Pi26511, PgHW24D1, Pgsu63,Pg381,Td

19G ELISA



LPS

Real time PCR ELISA

H. pylori

pylori

H. pylori LPS

pylori C. albicans

LPS

H. pylori

H.



1 1 0 0

Ishida Y, Ohta K, Naruse T, Kato H, Fukui A, Shigeishi H, Nishi H,Tobiume K, Takechi M. 86

Candida albicans B -glucan-containing particles increase HO-1 expression in oral keratinocytes 2018
via ROS/p38MAPK/Nrf2 pathway.
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