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Abstract: In order to detemine the anti-diabetic effect and potential mechanism of a novel soluble epoxide hydrolas inhibitor
(A34) on diabetic mice. Type 1 diabetes mellitus (T1DM) mice were induced by streptozotocin (50 mg/ (kg * d) for 5 days,
ip. ) and the hypoglycemic effect of A34 were evaluated by water and food intake, non-fasting and fasting blood glucose.
glucose tolerance and plasma insulin level in diabetic mice after water administration. The underlying mechanism was explored
via measuring the expression level of sEH in islets, the morphological change of islets and the concerntration of cytokines INF-
Y and IL.-4 in plasma. Compared with diabetic model group, the water and food intake (p<C0.01, p<C0.05), blood glucose
(p<<0.01), glucose tolerance (p<<0.01) and plasma insulin level (p<C0. 05 ) were improved in A34 group. Additionally, A34
could protect pancreatic islet morphology, suppress sEH expression in islet (»p<Z0.01), reduce the ratio of INF-y to IL-4 in
plasma (p<C0.05 ). These results showed that A34 prevents hyperglycemia and B-cell dysfunction through regulating the

dynamic balance of pro-inflammatory and anti-inflammatory cytokines in diabetic mice.
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Fig. 2 Effects of A34 on water and food intake in diabetic mice
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Fig. 3 Effects of A34 on non-fasting and fasting blood glucose in diabetic mice
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Fig. 4 Effects of A34 on glucose tolerance in diabete mice
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Fig. 6 Effects of A34 on histopathological morphology of the pancreas in diabetic mice
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Fig.7 Immunohistochemical staining for sEH in islet
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Tab.1 Effects of A34 on inflammatory factors IFN-Y and 1L.-4 in diabetic mice
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2RO, S T1IDM /N BRUIOBE Y 185 4, 458 = W5 DR /Dy BRI 2 B 15 3R K1 BT il i 1 30 48 g 0 A
10 B R A
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