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ABSTRACT Objective: To investigate the role of nuclear factor-kB (NF-kB) in the development of gastric cancer mediated by He—
licobacter pylori infection. Methods: From March 2016 to March 2019, a total of 110 patients with gastric diseases diagnosed and treated
were enrolled. gPCR were used to detect the relative expression of NF-«kB, and Helicobacter pylor: (Hp) infection were detected by im-
munoblotting. And carry out correlation analysis. Results: In the 110 patients, there were 9 patients of gastric cancer (gastric cancer
group) and 101 patients of benign gastric disease (benign group that included 52 patients of superficial gastritis, 26 patients of atrophic
gastritis, and 23 patients of dysplasia). The Helicobacter pylori infection rates were 88.9 % in the gastric cancer group, which were signif-
icantly higher than that in the benign group (10.9 %) (P<0.05). The positive rates of NF-kB expression in gastric cancer group were 77.8 %,
which were significantly higher than that in benign group (14.9 %)(P<0.05). In the 110 patients, linear correlation analysis showed that
Helicobacter pylori infection and NF-kB expression were positively correlated with gastric cancer (P<0.05). The receiver operating char-
acteristic curve (ROC) showed that the area under the curve of Helicobacter pylori infection and NF-kB positive differential diagnosis of
gastric cancer were 0.669 and 0.713, respectively. Conclusion: NF-«B are highly expressed in gastric cancer, and it are accompanied by
Helicobacter pylori infection. There are significant correlation between them which together mediate the development of gastric cancer.
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Table 1 Comparison of general data between the two groups

Gender

Groups n SBP (mmHg) BMI (kg/m?) DBP (mmHg) (male / female) Age (years)
Gastric cancer group 9 127.22+ 14.20 22.48+ 2.19 81.30+ 10.77 5/4 50.23% 5.38
Benign group 101 125.55+ 13.98 22.10% 1.98 80.92+ 8.92 51/50 51.44+ 4.27
2.2 W THRAFE RSB SRS B 10.9 %(P<0.05), W3 2.
B AL RO | TR TR IR RN 88.9 %, W = T RAEHAY
%2 PN TIEATE BRI SR E (1, %)
Table 2 Comparison of Helicobacter pylori infection in two groups (n, %)
Groups n Type I Type Il Total
Gastric cancer group 9 6 2 8(88.9)*
Benign group 101 8 3 11(10.9)

Note: Compared with the benign group, *P<0.05.

2.3 NF-«B RixPHMEETLE
B H) NF-kB KRR K 77.8 %, B ET R

1Y 14.9 %(P<0.05), .3 3,

% 3 W4H NF-«B RiLPAMEZEITEL (], %)

Table 3 Comparison of positive rate of NF-«kB expression between the two groups (n, %)

Groups n NF-kB expression positive NF-kB positive rate of expression
Gastric cancer group 9 7 77.8%
Benign group 101 15 14.9
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Table 4 Correlation between Helicobacter pylori infection, NF-kB expression and gastric cancer (n=110)

Index Helicobacter pylori infection NF-kB positive expression
r 0.452 0.673
P 0.012 0.000
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