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Acute gastric mucosal lesion and parietal ultrastructural changes in rats with open abdominal trauma after

seawater immersion
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[ABSTRACT] Objective.To investigate the dynamic changes of oxyntic function and its relationship with acute gastric mu-
cosal lesions (AGML) in rats with open abdominal trauma after seawater immersion. Methods; Totally 104 SD rats were ran-
domly divided into 5 groups: normal control group, simple open abdominal trauma group, simple abdominal seawater immer-
sion group, celiac normal saline immersion group, celiac seawater immersion group, and the later 4 groups were each further
divided into 3 groups after 1, 2, 3h treatment respectively. The changes of gastric mucosal ulcer index(UI), pH of gastric
juice and the ultrastructural changes of parietal cells were observed. Results: With the passing of immersion time, pH of gas-
tric juice decreased and Ul increased gradually in experimental rats. Moreover, there was a significantly negative relationship
between UT and pH value(r=—0. 700 35,<C0. 01). Parietal cells were in a resting state in normal control group, but were
active in experimental control groups and experimental group, especially in rats with open abdominal trauma after 3 h seawa-
ter immersion. Conclusion: Seawater is a traumatogenic factor, which may excerbate AGML by promoting the parietal cells
to secret gastric acid.
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Fig 1 Ultrastructural changes of gastric parietal cells in ali zroups

A Control group( X6 400); B: Seawater-immersing trauma 1 h group(X 20 000); . Seawater-itnmers'ng tranma 2 h group(X15 000);

D: Seawater-immersing trauma 3 h group(xX 6 500); E
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