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The changes of gastric parietal cellular configuration in rats under sepsis
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[ Abstract] Objective To assess the changes of gastric parietal cellular configuration in rats under sepsis
and try. to elucidate the role of acid in_the stress ulceration. Methods and methods The rat models of sepsis
were made. The gastric pH value was measured and the gastric ulcer index (UI) was evaluated. The mor-
phology of parietal cells was observed using Immunofluoresence with confocal laser scanning microscope
(CLSM). Results Gastric pH value of intact rats was negatively correlated with UL. The gastric pH value
in sepsis 24h rats and sepsis 48h rats were significantly lower than that of control groups. The gastric pH val-
ue in sepsis 48h rats was no different to that in sepsis 24h. The gastric Ul in sepsis 24h rats were significant-
ly higher than that in control groups. The gastric Ul value in sepsis 48h rats was significantly higher than that
in sepsis 24h rats. Gastric pH value of sepsis rats was not correlated with Ul and negatively correlated with
the number of secreting parietal cells UL. The number of secreting parietal cells in both groups was signifi-
cantly more than that in intact rats. Conclusion Rats under sepsis developed gastric mucosal lesions and
increased acid secretion. The severity of gastric mucosal lesions was not correlated with gastric pH value.
Gastric acid is one of reasons that induce stress ulcer by sepsis.
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