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Abstract: Objective  To explore the effect of antibacterials on serum pepsinogen levels in patients
with gastric ulcer of Hp infection and its curative effect. Methods A total of 86 patients with gas—
tric ulcer of Hp infection were selected in the First Affiliated Hospital of Xiamen University from Oc—
tober 2015 to September 2016 and divided into control group (n=43, treated with omeprazole) and
study group (n=43, treated with amepprazole and metronidazole) . The serum levels of PGI and PGII
were compared before and after treatment, and curative effects were observed between the two groups.
Results  There was no difference on PG I, PG levels in the two groups before treatment (all P>
0.05) . The PG 1, PGIl levels in the two groups were all decreased after treatment (all P<0.05) .
The PG 1, PGI levels in study group after treatment were (137.10+12.27) pg/L, (8.69+£1.09) pg/
L, respectively, and they were lower than those in control group (all P<0.05) . The treatment effec—
tive rate (95.35%) in study group was significantly higher than that in control group (74.42%) (P<
0.05) . Conclusion  Antibiotic treatment may have better efficacy and can effectively reduce serum PG I

and PGl levels in patients with gastric ulcer of Hp infection.
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