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Levels of serum pepsinogen and gastrin-17 in patients with liver cirrhosis

and its correlation with the clinical manifestation
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Abstract ;[ Objective ] To explore the levels of serum pepsinogen(PG)and gastrin-17(G-17)in patients
with liver cirrhosis and its correlation with the clinical manifestation. [ Methods |One hundred and twenty
patients with liver cirrhosis diagnosed in our hospital were selected as subjects from January 2017 to Au-
gust 2019, According to the causes of liver cirrhosis, viral hepatitis cirrhosis(n=80) were designed as obser-
vation group 1,alcoholic cirrhosis(n=21)were designed as observation group 2, metabolic cirrhosis(n=9)
were designed as observation group 3,and hepatic venous reflux obstructed cirrhosis(#=10) were designed
as observation group 4. According to the Child-Pugh classification criteria of liver function, 120 patients
with cirrhosis were divided into Child-Pugh class A(n=34),Child-Pugh class B(n=150),and Child-Pugh
class C(n=136). The control group was 60 healthy subjects Serum PG [ ,PG [l and G-17 levels were
measured and compared in all patients with Liver cirrhosis and healthy subjects. Pearson correlation analy-

sis of serum PG [ ,PG ][ and G-17 levels correlates with cirrhosis lesions. The 13 C respiratory test was
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used to detect Helicobacter pylori (H p)infection in patients with cirrhosis. [ Results ] The serum levels of
PG T ,PG [l and G-17 in the observation group were higher than those in the control group,and the levels
of PGR were lower than that in the control group(P<C 0. 05). The levels of PG [ ,PG [[ and G-17 in the
Child-Pugh class C and Child-Pugh class B were higher than those in the Child-Pugh class A,and the PGR
was lower than that in the Child-Pugh class A (P<C 0. 05). The serum PG | , PGII and G-17 levels of
Child-Pugh class C were higher than those of Child-Pugh class B, and the PGR was lower than that of
Child-Pugh class B(P<C 0. 05). Pearson correlation analysis showed that the serum PG ] ,PG]Il and G-17
levels and degree of liver cirrhosis lesion were all positive correlation (Child-Pugh classification) (r =
0. 812,r= 0. 827,r= 0. 885,P<C 0. 001) ;the PGR level of non Hp infected patients was higher than that
of Hp infected patients(P<C 0. 05). Two groups of serum PG [ ,PG ]| and G-17 levels comparison,there
were no statistical differences(P>>0, 05). [ Conclusion |]Serum PG | ,PG 1l and G-17 levels in patients with
liver cirrhosis is increased, while PGR levels is decreased. The more severe the cirrhosis,the higher the ser-
um levels of PG [ ,PG ]I and G-17,which are positively correlated with the degree of cirrhosis. Hp infec-
tion on liver cirrhosis has no significant effect on the levels of PG T ,PG [ and G-17.
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