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Abstract: [ Objective ] To investigate the expression of Keapl-Nrf2-ARE signaling pathway-relat-
ed protein in gastric adenocarcinoma and its clinical significance. [Method] The expression of
nuclear factor E2-related factor 2(Nrf2) and anti-oxidant responsive element(ARE) in 64 samples
of gastric adenocarcinoma and the corresponding adjacent tissues were detected with immunohis-
tochemistry. [Results ] The expression levels of Nrf2 and ARE in cancer tissues were 1.78+0.34
and 1.69+0.45,which were significantly higher than those in adjacent tissues(P<0.05). The positive
rates of Nrf2 and ARE in poor and moderately differentiated tumors was 79.1% and 88.4% in
cancer tissues, which were higher than those in well differentiated tumors(P<0.05). The positive
rates of Nif2 and ARE was 81.4% and 90.7% in TNM stage Il and IV patients,which were sig-
nificantly higher than those in stage 1 and Il gastric adenocarcinoma.(P<0.05). In patients with
lymph node metastasis, the positive rates of Nrf2 and ARE was 80.5% and 92.7% ,which were
significantly higher than those of patients without lymph node metastasis (P<0.05). Correlation
analysis showed a significant positive correlation between Nif2 and ARE protein expression in
gastric adenocarcinoma tissues(y*=17.322, P<0.001). [Conclusion] The expression of Nrf2 and
ARE protein are up-regulated in the cancer tissues of patients with gastric adenocarcinoma,indi-
cating that Keap1-Nif2-ARE signaling pathway may be closely related to the occurrence and de-
velopment of gastric adenocarcinoma.
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