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[Abstract] Objective To analyze the correlation between expressions of Helicobacter antibody repertoire, gastrin-
17 (G-17) and pepsinogen (PG) and peptic ulcer. Methods The case data of 125 patients who were diagnosed with pep-
tic ulcer or gastric cancer by digestive endoscopy and histopathological examination in department of gastroenterology of
the hospital were retrospectively analyzed from April 2021 to April 2022. Among them, 90 cases diagnosed with peptic
ulcer were included in peptic ulcer group and 35 cases diagnosed with gastric cancer were enrolled as gastric cancer group.
Another 50 healthy subjects with physical examination during the same time period were selected as control group. The
levels of G-17, PG I and PG II and Hp antibody repertoire and positive rate of Hp were compared among the three groups

at admission. The differences in levels of G-17, PG I and PG II between Hp-positive and Hp-negative patients with peptic
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ulcer were analyzed. Receiver operating characteristic (ROC) curve was drawn to evaluate the diagnostic efficiency of G-
17, PG I and PG [ on Hp-positive peptic ulcer. Results At admission, the levels of G-17 and PG [ in peptic ulcer
group were significantly lower than those in gastric cancer group while the level of PG I was significantly higher than
that in gastric cancer group (P<0.05), and the levels of G-17 and PG- ] in control group were lower than those in the
other two groups (P<0.05) while the level of PG-] was higher than that in the other two groups (P<<0.05), and there
was no statistical significance in the Hp antibody repertoire between peptic ulcer group and gastric cancer group (P>
0.05), and the positive rates of various antibodies in the two groups were higher than those in control group (P<0. 05).
Among the 90 patients with peptic ulcer, 67 cases were positive for Hp, and among the 35 patients with gastric cancer,
31 cases were positive for Hp. There was no statistical difference in the positive rate of Hp between the two groups (P>
0.05). The levels of G-17 and PG [I in Hp-negative patients with peptic ulcer were significantly lower than those in Hp-
positive patients while the PG ] level was significantly higher than that in Hp-positive patients (P<<0.05). The areas
under the curves (AUCs) of G-17, PG I, PG I and their combined detection in the diagnosis of Hp-positive peptic ul-
cer were 0. 633, 0. 768, 0. 761 and 0. 854 respectively. Conclusion The levels of G-17 and PG-]] are decreased while the
PG-1 level is increased in patients with peptic ulcer and patients with gastric cancer, and the changes of the above indica-

tors in patients with Hp-positive peptic ulcer are more significant, which can assist clinical diagnosis of gastrointestinal

diseases.
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Table 1 Comparison of clinical data among the three groups
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WAEMEA 00 48(53.33) 42(46.67) 53.02+8.35 22.04+1.31 38(42.22)

A3 n

BR4 35 17(48.57) 18(51.43) 52.1748.61 21.89+1.40 17(48.57)
X R4 50 27(54.00) 23(46.00) 52.69+7.38 21.93+1.26 19(38.00)
£/F 0. 286 0.161 0.199 0.943

P 0. 867 0.851 0.819 0. 624
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Table 2 Comparison of levels of G-17, PG [ , PG I and Hp antibody repertoire among the three groups
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L] n G17(pmol/L)  PGL(ng/ml)  PGll(ng/mL) e A 0sKD  VacA91KD  UreA-66KD  UreA-30KD
BHRFA 90  6.37+1.450 109.11420.440 14,962,159  65(72.22)Q  61(67.78)Q  63(70.00)D  85(94.44)®  88(97.78)®
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Table 3 Comparison of levels of G-17, PG | and PG I between pa-
tients with peptic ulcer of different Hp infection status
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Table 4 ROC curve analysis of levels of G-17, PG I and PG II in the diagnesis of Hp-positive peptic nlcer
L BAERME HBI/W .27 €29 BRED AUC SE 95%CI P
G-17 7.72 pmol/L 0. 300 34.33 95. 65 0.633 0. 063 0.525~0.732  <0.05
PGI 117. 24 ng/mL 0. 561 86. 57 59. 57 0.768 0. 069 0.667~0.850  <0.05
PGII 16. 70 ng/mL 0.522 52. 24 100. 00 0.761 0. 050 0.659~0.845  <0.05
KAaRM - 0.616 74.63 86. 96 0. 854 0. 051 0.764~0.920  <0.05
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Figure 1 ROC curves of G-17, PG I and PG II in the diagnosis of Hp-
positive peptic ulcer
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