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Table 1 Portal pressure in rats with portal
stenosis and liver damage.
No.: Number of rats,

mean+SD, *: p<0.001 compared with
control.
No. Portal pressure

Control 11 132.9+21.7

Portal stenosis 10 212.5+27.3"

Liver damage 8 201.3+24.6"
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Fig. 1 Gastric mucosal blood flow in rats with portal stenosis and with liver

damage.
mean = SD,

*: p<0.001, **: p<0.01.
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Fig. 2 Gastric mucosal potential difference in rats with portal stenosis and with

liver damage.

meanSD, *: p<0.001, **: p<0.01, **: p<0.05.
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Fig. 3 Gastric mucosal prostaglandin E.

liver damage.
mean+SD, *: p<0.001.
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Studies on gastric mucosal lesions in liver damage
Part 1: An experimental study using rat models
Toru SUGIHARA
The First Department of Internal Medicine, Okayama University Medical School

(Director: Prof. H. Nagashima)

Gastric mucosal lesions such as gastric ulcers and erosions are frequently observed
in patients with liver cirrhosis. Although portal hypertension is suggested to play a
role in the development of gastric mucosal lesions, the pathogenesis still remains undisclosed.

Gastric mucosal blood flow(BF), potential difference(PD) and prostaglandin E,(PGE;) were
analyzed using both rats with liver injury induced by carbon tetraoxide and rats with portal
hypertension induced by incomplete portal occlusion. BF, PD and PGE. were lower in the
rats with injured liver and with portal hypertension than in control rats. BF and PD were
lower in the rats with injured liver than in the rats with portal hypertension.

These results support the view that the impairment of the defensive factors of gastric
mucosa represented by BF, PD and PGE: play an important role in the pathogenesis of gas-
tric mucosal lesions in rats with injured liver. Portal hypertension was considered to be a
factor contributing to the impairment of the defensive factors of gastric mucosa.



