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Correlation between Helicobacter pylori infection and expression of EGF,

EGFR and HER? in patients with gastric cancer”
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(1. Department o f Gastroenterology ,General Hospital of Tianjin Medical University , Tianjin 300042,
China ;2. Department of Gastroenterology , Tianjin Dongli Hospital , Tianjin 300300, China)

[Abstract] Objective To investigate the relationship between Helicobacter pylori (Hp) infection and
the expression of epidermal growth factor (EGF) ,EGF receptor (EGFR) and human epidermal growth factor
receptor-2 (HER2) in the patients with gastric cancer. Methods The clinical data of 249 patients with gastric
cancer pathologically diagnosed in the General Hospital of Tianjin Medical University and Tianjin Dongli Hos-
pital from September 2019 to September 2021 were analyzed retrospectively. The differences in the clinical da-
ta were compared between the patients with Hp positive and negative. The Spearman correlation analysis was
used to evaluate the correlation between the degree of Hp infection and the expression of EGF, EGFR and
HER2 proteins in tumors and lymph nodes. Results Among 249 cases, 104 cases (41.77%) were Hp positive
and 145 cases (58. 24 %) were Hp negative. There was no statistically significant difference in the general data
between the patients with Hp positive and negative (P >>0. 05). There was no correlation between the degree
of Hp infection and the expression of EGF, EGFR and HER2 in the patients with gastric cancer, and the
difference was not statistically significant(P>0.05). The HER2 expression in tumor tissue was moderately
correlated with EGF (r = — 0. 683), EGFR (r=20.461) and HER2 expression in local lymph nodes (r =
0.734). The expression of EGF in tumors and lymph nodes was correlated with the level of EGFR.
Conclusion There is no correlation between Hp infection and the expression of EGF, EGFR and HER2 in
gastric cancer tissue of the patients with gastric cancer.
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