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Insulin replacement therapy reverses the abnormalities in spatial learning and memory as well as the neurogene-
sis disorders in the hippocampal dentate gyrus of rat with streptozotocin — induced type 1 diabetic en-
cephalopathy ~ CUI Wei ~ gang ,GUO Ling, LAN Ling, et al. Department of Anatomy, Guangzi Medical
University, Nanning 530021, China

[Abstract] Ohjective to explore the relationships between type 1 diabetic encephalopathy and neurogenesis
in the hippocampal dentate gyrus, and the effects of insulin replacement therapy on the disease. Methods
Streptozotocin— induced type 1 diabetic encephalopathy and insulin replacement therapy models of Wistar rats
were respectively developed. Morris water maze, bromodeoxyuridine(BrdU), BrdU + NF (neurofilament), and
BrdU + GFAP (glial fibrillary acidic protein) immunohistochemistry were used to detect the spatial learning and
memory, the survival, migration and differentiation of neural stem cells in the hippocampal dentate gyrus of model
rats. Results The abilities in spatial learning and memory, the numbers of BrdU — positive, BrdU+ NF — posi-
tive and BrdU+ GFAP — positive cells in encephalopathy group rats were significantly decreased(P<0.01), while
insulin administration raised the above parameters near the normal levels of the control group rats (P<0.01).
However, the migration of neural stem cells in the dentate gyrus was not affected even under the condition suffer-
ing from diabetic encephalopathy. Conclusion The decreases in cell survival rate and cell differentiation rate in-
duced by a long — termed lack of insulin may result in the development of type 1 diabetic encephalopathy, indicat-
ing that early insulin replacement therapy can reverse the impairments in the dentate gyrus neurogenesis, and can
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help to prevent and to treat diabetic encephalopathy.
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Analysis on clinical characteristics of 6037 cases of female peptic ulcer =~ SUN Li — ling, HUANG Gang ~
ding ,ZEN Guo — qun ,et al . Nanning the First People’ s Hospital , Nanning , Guangzi 530022, China
[Abstract] Objective To find out the clinical characteristics of female peptic ulcer disease. Methods The
analysis of 6037 cases of female peptic ulcer from 17 hospitals in Nanning during 1992~ 1997 were performed.
Results (1) Among all the cases, 5308(84.16% )cases were duodenal ulcers, 590(9.35%) cases were gastric
ulcer, 134(2.22% )cases were compound ulcers, 5(0.08% )cases were esophageal ulcer. (2) The total sites of ul-
cer were 7187 sites, of them 6271(87.25% ) sites were found in duodenal, 911(12.68% ) sites were found in
stomach ,5(0.07%) sites were found in esophagus. (3)Gastric ulcers were mainly found in gastric antrum(440
sites,48.30% ), duodenal ulcers were mainly found in front wall of duodenum( 3082 sistes 49.14% ), frost shape
ulcer were mainly found in posterior duodenal bulb. (4) The majority of peptic ulcer diseases were found between
the ages of 20 and 59 years(86.8%). With age increasing , the tendency of duodenal ulcer was decreasing and



