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[Abstract] Objective This paper aims to investigate the incidence of chronic atrophic gastritis
(CAG) and the expression of gastric function index of Helicobacter pylori (Hp) infected with different
antibodies. Methods One hundred and sixty cases of CAG patients hospitalized in Dongguan People’s
Hospital from March 2019 to June 2020 were continuously enrolled, and 172 patients with chronic
nonatrophic gastritis (CNAG) were included as the CNAG group during the same period. All patients
were diagnosed with Hp infection by " C breath test. Virulence factor and antibody typing of Hp were
detected by Western blotting. The expressions of serum pepsinogen | (PG ), PGl , Gstrin-17 (G-
17), and anti-Hp IgG antibodies were detected by ELISA. The differences of Hp infection rate, the
positive rate of different virulence factors. and the serum PG | , PG|l , G-17. and anti-H p IgG antibody
were compared between the CAG group and the CNAG group. Results A total of 332 patients were
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enrolled, of which 214 are Hp positive patients and the Hp positive rate is 64. 46%. The Hp positive
rate in the CAG group is 72. 50%, higher than that in the CNAG group (56. 97%) with statistically
significant differences (P = 0. 003). The positive rate of type Hp [ in the CAG group is 50. 62%,
higher than that in the CNAG group (32. 56%), with statistically significant differences (P =0. 001),
and cytotoxin-related protein A (CagA) and vacuolating cytotoxin A (VacA) are significantly more
positive than those in the CNAG group (P =0. 034). In comparison with the CNAG group. the CAG
group has a higher expression of anti-H p IgG antibody but lower serum concentrations of PG [ , PGII ,
G-17, and PG 1 /PG]l (PGR) (P<C0. 05). The results of Pearson correlation test show that CagA is
negatively correlated with PGR and G-17 (P<C0. 05). Conclusions The CagA detection rate and serum
PG, PGIl , and G-17 expressions in CAG patients with different antibody type Hp are different. The
expression of serum PG |, PG [l , and G-17 helps respond to the Hp toxicity factor CagA, thus

providing reference for formulating the clinical treatment plan and improving the prognosis of patients.
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