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Changes of Gastric Acid OQutput and Serum Gastrin in Patients with Advanced
Liver Cirrhosis

Jae Ho Park, MD; Young Woo Kang, MD; Soong Kook Park, MD

Department of Internal Medicine,
Keimyung University, School of Medicine, Taegu, Korea

Increased incidences(5-40% ) of peptic ulceration in the patients with liver cirrhosis have been observed
but the pathogenesis has not been clarified. Furthermore, elevated levels of gut hormones have been pointed
out in cirrhotic patients, and an impairment of the inactivation process at the liver was suggested as a mechanism
of the elevation of some of gut hormones. And there was a tendency to correlate a pathogenesis of peptic
ulcer with changes of acid output.

This study was conducted to investigate the pathogenesis of peptic ulcer in liver cirrhosis, and the changes
of acid output and serum gastrin concentrations to the pentagastrin in patients with advanced liver cirrhosis
and normal control subjects were checked. Fifteen patients with advanced liver cirrhosis and 10 normal control
subjects were randomly selected for this study, and the basal acid output(BAO) and maximal acid output(MAO)
after pentagastrin injection were measured. At the same time serum gastrin concentrations of each subject
were measured before and 15, 45, 90, 120 minutes after pentagastrin injection(6ug/kg).

The response of acid output to the pentagastrin was adequate in the patients with advanced liver cirrhosis
as well as in the normal control group. There was no significant difference in amount and pattern of acid
output between two groups. After injection of pentagastrin, the serum gastrin concentration increased significan-
tly at 15 minutes in both groups, and it may be partially due to cross reaction of pentagastrin and serum
gastrin. There was no significant difference in serum gastrin concentration between two groups.

These results suggested the concentration of serum gastrin and gastric acid output did not seem to be
direct relationship with pathogenesis of peptic ulcer in the patients with liver cirrhosis. Because the role
of defense mechanisms in peptic ulceration was overlooked, further comprehensive study to evaluate their
role is needed to make clear the pathogenesis of peptic ulcer formation in liver cirrhosis.
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Atk A7) kite] sensitivitys gastrin 10pg/ml7t
A)o] ¥, interassay coefficient variation 2.9%, intraas-
say coefficient variation 6.6% ©|™ G5-172] 100%,
G17-19 100%, G17-112] 90%, G34-19] 71% ¢
cross reactivity® 7FAe RO &
Z43ke Blolth

2] total gastrin®] &

SAXM2 LY

Pentagastrin A% 9] v ale ’Z}B] (paired t-
test) & o] &A1, AYETY FIHAEST &

A7k H]IE ttestE o] &3t H T

d4 H

FzTd FEUNEEF SRTAAM Y AR
HH 5 S5 %5 #4129 MAOE 6.24mEq/hr&
BAO 1.81mEq/hrEt} 9314 F7bsle A3 v
& EA(P<0.05), AdUzTe] MAOE 10.22
mEq/hr2 BAO 1.93mEq/hroll B3] #2384 &7}
3tod, pentagastrinZt=-oll thal 23 w8 Bt}
(P<0.05). 1eiut &7 Atole] BAO, MAOE 7tz

Table 1. Changes of acid output to the pentagastrin in patients with advanced liver cirrhosis and normal control

group
BAO (mEgq/hr) MAO (mEg/hr)
(mean+SD) (mean+SD)
Cirrhosis (n=15) 1.81+1.90 6.24+5.90*
Control (n=10) 1.93+1.53 10.22+7.61*
BAO: Basal acid output
MAO: Maximal acid output
* . P value (BAO vs M@Q) <0.05
Eg/h
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Fig 1. BAO(mEq/hr) and MAO(mEq/hr) in control group and cirrhosis group.
Mean values are represented by horizontal lines.
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Felst zpol7t glATH(Table 1, Fig 1).
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pg/ml, 90F1= 94pg/ml, 120%-9)< 116pg/mIZ A,

pentagastrin FAFE 158 HIXE HYL, ol
pentagastrin FAFA ] vl&} §9&A FUHe Ao
24 (P<0.05), °]¥ 2% T4 35}a pentagastrin F
A% 45%, 90%, 1208+ pentagastrin FAFA of
Hsto] F7h Ho] AR folahA= GUTHTa-
ble 2).

BNzt SFUEHESTNA pentagastring
AL A %5.9] HA gastrin FEH] 1l ol A A gast-
rins = pentagastrin FAFA, 2831 FARS 154,
45%, 904, 1208 EFolAM NE freofdt ztel7t ¢l
21t} (Table 2, Fig 2).

Table 2. Changes of serum gastrin concentration(pg/ml) to the pentagastrin in patients with advanced liver cirrho-

sis and normal control group

Before Minutes after pentagastrin(6 ug/kg)
pentagastrin 15 45 90 120
Chrrhosis 80+46.5 138+62.1* 86+41.0 94+64.3 116+118.2
(n=15)
Control 83+52.0 115+20.4 78+23.7 66+24.1 72+ 26.0
(n=10)

* : P value(before vs after Pentagastrin) <0.05

Gastrin concentrations (pg/ml)

400 -
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Time in minutes

Fig 2. Serum gastrin concentrations after pentagastrin injection
*. Insignificant difference compared to the control group.
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