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[ Abastrast] Objective To investigate the mechanism of Helicobacter pylori (HP) enhancing the
expression of cancer ousinhibitor protein phosphatase 2A (CIP2A) in patients with gastric cancer, and to
provide theoretical basis for clinical treatment. Methods Total of 80 patients with gastric cancer in our
hospital from October 2012 to September 2015 were collected. HP and the gastric cancer cell from tissue
samples were cultured, and the changes of CIP2A protein expression were detected by real-time fluorescence
quantitative method and Western blot. The correlation of CIP2A expression in gastric cancer tissue and
clinicopathological features of Hp infection were analyzed. The prognostic factors of patients with gastric
cancer were analyzed by Cox proportional hazards regression model. Results The positive expression
rates of CIP2A protein in gastric cancer tissues, paracancerous tissues and normal gastric mucosal tissues
were 66.3%, 25% and 10%, respectively, with significant difference (y* = 37.29, P = 0.025). The expression
levels of CIP2A protein in gastric cancer tissue of tumor infiltrating extent and lymph node metastasis were
significantly high. The infection rate of HP in patient of gastric cancer group (67.5%) was significantly
higher than that of the control group (40.0%), with significant difference (*= 5.136, P = 0.023). The positive
expression rate of CIP2A protein were 11.5% and 88.9% in gastric cancer group with non-HP infection
and with HP infection, with significant difference (y* = 8.428, P = 0.005). The prognosis of patients were
significantly correlated with the clinical pathological features which include lymph node metastasis, tumor

infiltration depth and expression of CIP2A protein in gastric cancer tissue. Conclusions HP infection rate of
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patients with gastric cancer was higher than that of the normal population; CIP2A protein expression was an

independent prognostic factor in patients with gastric cancer.
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