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Effect of Gypenosides preparation on expression of nerve growth factor gene of cerebrum in type 2 diabetic
rats/'BAO Haihua, GUO Xinmin, NIE Ying,et al.//Chinese Journal of Rehabilitation Medicine, 2006,21 (4):
328—329

Abstract Objective:To study the effect of Gypenosides on the expression of the brain nerve growth factor mRNA
in type 2 diabetic rats.Method:Selecting type 2 diabetic rats with gastric filling of various dosage of Gypenosides
and Physiological saline, ten rats in each group and ten normal rats as control, the expression of brain NGF mR-
NA was measured with by RT-PCR. Result:The mRNA expression of Brain NGF in type 2 diabetic groups were
lower than that of normal group(P<0.05),and the Gypenosides groups were higher than that of type 2 diabetic mod-

el(P<0.05).Conclusion : Gypenosides can increase the mRNA expression of brain NGF in type 2 diabetic rats.
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