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Abstract

<FONT face=Verdana=AIM: To evaluate the effect of isinglass on chronic atrophic
gastritis(CAG) in rats and its mechanism. <BR>METHODS: An animal model of CAG in
accordance with the previous experience of combined administration of 60%
ethanol, 20 mmol/L sodium deoxycholate and 0.1% ammonia water was
established in SD rats. Isinglass was used as preventive therapy while we were
establishing CAG rat model. Finally all the rats were executed and pathologic
changes of the gastric mucosa were studied by gross appearance and microscopy
and serum epidermal growth factor (EFG) and growth hormone(GH) contents were
tested. <BR=RESULTS: In each isinglass prevention group, inflammation grade of
gastric antrum was less than that in model group (P<<0.01) while the mean ratio of
the thickness of gastric mucosal gland and muscularis mucosa (L1/L2), the number
of gastric glands in 1 mm lengths of mucosal layer in longitudinal sections were
much better than those in model group (P<0.01).They were very close to normal
control group (P>0.05). The expression of proliferating cell nuclear antigen (PCNA)
in gastric mucosa and serum EFG level were higher than those in model group
(P<0.01, P<0.05), but serum GH content showed no different between isinglass
prevention group and model group. <BR>CONCLUSION: Isinglass preventes the
gastric mucosal atrophy in the CAG model. Its mechanism may be related to the
effects of decreasing the gastric mucosal damage, promoting the cell proliferation

and increasing of internal EFG secretion. </FONT>
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