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[Abstract] Objective

muscle in diabetic rats. Methods

To investigate the regulation of emodin on endoplasmic reticulum stress response of intestinal smooth
SD rats were divided into control group.diabetic group and emodin group randomly. 10 weeks lat-
er, the intestinal motility,apoptosis, GRP78 and Caspase-12 proteins of intestinal smooth muscle cell were detected through intesti-
nal propulsion rate, TUNEL and immunohistochemistry respectively. Results The rats in diabetic group and emodin group ap-
peared the symptoms of diabetes. 10 weeks later,compared with control group, the intestinal propulsion rate of the diabetic group
decreased significantly (P<C0. 05) ,cell apoptotic rate. GRP78 and Caspase-12 proteins of intestinal smooth muscle increased signifi-
cantly(P<C0. 05). Compared with diabetic group,the intestinal propulsion rate of emodin group increased significantly (P<C0.05),
cell apoptotic rate, GRP78 and Caspase-12 proteins of intestinal smooth muscle decreased significantly(P<C0. 05). Conclusion The

endoplasmic reticulum stress may be involved in the cell apoptosis of intestinal smooth muscle in diabetic rats, which played a partial

role in the pathogenesis of intestinal dynamic obstacles of diabetes. Emodin may reduce the apoptosis induced by endoplasmic reticu-

lum stress of the intestinal smooth muscle in diabetic rats so as to improve the intestinal motivation.
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