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ABSTRACT Objective: To study the relationship between pepsinogen (PG) I, II level and Helicobacter pylori (HP) infection in pa-
tients with chronic gastric disease. Methods: 64 cases with chronic gastric disease who were treated in our hospital from December 2012
to December 2016 were selected as the subjects, which were divided into chronic gastritis group (23 cases), gastric ulcer group (22 cases)
and gastric cancer group (19 cases) according to the type of disease. Another 30 healthy persons in our hospital during the same period
were selected as the control group. The serum levels of PG I and PG 1II in each group were measured by immunoturbidimetry, the HP in-
fection rate in each group was determined by rapid urokinase method, the incidence of HP infection, the serum levels of PG I, PG II, PG
I/PG 1I in each group were compared, the relationship between HP infection and serum level of PG I, PG II and PG I/PG II were com-
pared. Results: The positive rates of HP in chronic gastritis group, gastric ulcer group and gastric cancer group were 60.87%, 63.64% and
78.95%, respectively, which were significantly higher than 13.33% of the control group (P<0.05). The serum levels of PG I, PG I/PG Il in
chronic gastritis group, gastric ulcer group and gastric cancer group were lower than those in the control group, and the gastric cancer
group were lower than that in chronic gastritis group and gastric ulcer group (P<0.05), there was no significant difference in serum PG II
in each group (P>0.05). The levels of PG I and PG I/PG I in the HP positive of all the subjects were lower than that of HP negative (P<0.05),
there was no significant difference in serum PG II in each group (P>0.05), serum PG I levels of HP positive in chronic gastritis, gastric ul-
cer group and gastric cancer group were lower than those in the control group, and the gastric cancer group were lower than those of
chronic gastritis, gastric ulcer group (P<0.05), the level of PG I/PG II of HP positive serum in gastric ulcer group and gastric cancer group
was lower than that of the control group, and the gastric cancer group was lower than that of the chronic gastritis group (P<0.05). Conclu-
sion: The levels of PG I and PG II in patients with chronic gastric disease are decrease, the levels of PG I and PG II in HP positive pa-
tients decreased more significantly, the level of serum PG I and PG I/PG 1II also show a declining trend with the increase of the degree of
disease.
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Table 1 Comparison of the positive rates of HP between the four groups

Groups n HP positive (case) HP negative (case) HP positive rate (%)
Chronic gastritis group 23 14 9 60.87°
Gastric ulcer group 22 14 8 63.64°
Gastric cancer group 19 15 4 78.95°
Control group 30 4 26 13.33

Note: compared with the control group, “P<0.05.
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Table 2 Comparison of serum levels of PG I,PG II and PG 1/PG II between the four groups(x+ s)

Groups n PGI(ng/L) PGII(ug/L) PGI/PGII
Chronic gastritis group 23 86.32+ 12.38* 15.01+ 2.85 5.75¢ 1.03®
Gastric ulcer group 22 83.01% 11.52* 15.33+ 2.81 541+ 0.73%
Gastric cancer group 19 75.44% 10.01* 15.19+ 3.01 493+ 0.71*
Control group 30 99.44+ 15.41 14.83+ 2.59 6.71x 1.37
F - 53.751 2282 16.282
P - 0.000 0.156 0.035
Note: compared with the control group, *P<0.05; compared with the gastric cancer group, "P<0.05.
%R 3 A[E HP Be# M55 PGI.PGII & PG /PG I kK FLb B (x+ s)
Table 3 Comparison of serum PG I, PG II and PG I/PG II in different HP infection( xt s)
Groups n PGI(ug/L) PG II(pg/L) PG I/PG I
HP positive 14 76.37+ 6.51% 15.03+ 2.91 5.08% 0.62*
Chronic gastritis group
HP negative 9 102.01% 10.11 14.99+ 2.20 6.80+ 1.02
HP positive 14 73.65% 7.52% 15.13+ 2.44 4.76x 0.69*
Gastric ulcer group
HP negative 8 101.25+ 9.84 15.67+ 2.05 6.46x 1.99
HP positive 15 68.34+ 7.01*® 15.22+ 2.70 4.49% 0.51*
Gastric ulcer group
HP negative 4 100.18+ 8.65 15.13+ 2.57 6.62+ 2.28
HP positive 4 85.81% 6.01* 14.82+ 2.32 5.58+ 0.60°
Gastric ulcer group
HP negative 26 102.03+ 8.99 14.86% 2.61 6.86x 0.97

Note: compared with HP negative, ‘P<0.05; compared with the control group, "P<0.05; compared with gastric cancer group, ‘P<0.05.
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