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[ Abstract ] Objective To study the mechanism of nucleotide oligomerization domain (NOD) 1 and
NOD2 in the pathogenesis and development of Hp positive gastric cancer. Methods The protein and mRNA
expression levels of NOD1 and NOD2 were detected by immunohistochemistry and real-time fluorescence
quantitative PCR,respectively,and the results of Hp negative and positive gastric cancer groups were com-
pared. And the expression levels of caspase-3 and NF-kB in early and middle-advanced Hp positive gastric
cancer group were detected by Western blot. Results There were significant differences in the expressions of
NODI1 and NOD2 protein between Hp negative and Hp positive gastric cancer group (P <C0. 05),and the ex-
pressions of NODI1 and NOD2 protein were high in Hp positive gastric cancer group. There were significant
differences in expressions of NOD1 and NOD2 mRNA between the two groups (P<C0. 05),in which NODI
and NOD2 mRNA expressions were high in Hp positive gastric cancer group. There were significant differ-
ences in expressions of caspase-3 and NF-«kB between in early and middle-advanced Hp positive gastric cancer
group (P<C0.05),in which the expression of caspase-3 and NF-«kB in the middle-advanced Hp positive gastric
cancer group was higher than that in the early gastric cancer group. Conclusion The expressions of NODI1 and
NOD2 increased in Hp positive gastric cancer. Both of them may play a role in promoting apoptosis in the de-
velopment of gastric cancer by activating NF-kB pathway and apoptosis factor caspase-3.
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