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An Experimental Study of Striatal-derived Neurotrophic Factor
Treating the Rat Model of Parkinson's Disease

GUO Wan-hua, HE Jiang-hai, QING Hong

(Division of Neurosciencess Department of Histology and Embryology, Sun Yat-sen

University of Medical Sciences Guangzhou 510089, China)

Abstract: [Objective] To explore the therapeutic potential of striatal-derived neurotrophic factor (SDNF)
in Parkinson's disease. [Method] The 6-hydroxy dopamine (6-OHDA) induced hemiparkinsonian rat model w as
established and the intranigral single injection of SDNF at early stage of 6-OHDA lesion and the supernigral re-
peated injection of SDNF 2 weeks later in 6-OHDA lesion were performed to observe the therapeutic role of
SDNF on the rat model. [Results] The early single injection of SDNF could arrest a decline of the number of
mesencephalic dopamine (DA ) neurons caused by 6-OHDA lesion. Although there was no obvious influence on
the survival number of mesencephalic DA neurons in the repeated injection of SDNF 2 weeks later in 6-OHDA
lesion, it could decrease the average rate of apomorphine-induced rotations of rat model and increase the level of
DA as well as reduce the rate of homovanillic acid (HV A) level to DA level in the lesion side of striatum of rat
model. [Conclusion] SDNF may prevent the degeneration of mesencephalic DA neurons at early stage of 6-OH-
DA lesion and enhance the function of remaining DA neurons later.
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