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Protection of neuron nutrition active peptide on microglia in Parkinson s disease rats
and its mechanism
YIN Shengming', YU Degin', PENG Yan’, ZHAO Jie', TANG Jin’, ZHANG Warr gin'
(1. Department of Physiology, Dalian Medical University, Dalian 116044, China; 2. Functional Laboratory,
Dalian Medical U niversity, Dalian 116044, China; 3. Dalian Medical University, Dalian 116044, China)
Abstract: Objective T o observethe protection of neuron nutrition active peptide (NNAP) on the Par
kinson’s disease (PD) rats and its effect on the microglias. Methods & H ydroxydopamine (6 OHDA) was
used to prepare the PD rat model. Further, the effects of NNA P on the rotation behavior and the immuno-
reactivity of substantial nigra dopaminergic ( DA) neurons and microglia cells were observed by behavior
test and immunocytochemistry. Results T he results show that PD rats treated with NNAP [ 0. 05 mg/
(kge d), ip] for 7 d behaved the decreased rotation times compared to PD group obviously (P< O 01).
Furthermore, in the lesion side of 6 OHDA rat, compared with the model group, the therapeutic rats re
vealed the obvious increased number and the optical density of DA neurons in 20 000 Um” measure area
(P< 0 01); The obvious decreased number and the optical density of the microglia cells compared to PD
group in the midbrain (P< Q 01). Condusion The results suggest that NNAP could inhibit the immuno-
reactivity of microglia cells, which may involve in the protection function in PD rats.
Key words: neuron nutrition active peptide (NNAP); Parkinson s disease (PD); dopaminergic newr
rons; microglia cells
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