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mGluRs-mediated plasticity of corticostriatal pathway and the progress on

exercise prevention of Parkinson's disease
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Abstract: Hyperexcitability in the corticostriatal glutamatergic pathway may play a pivotal role in the pathogenesis

of Parkinson's disease (PD). Metabotropic glutamate receptors (mGluRs) modulate glutamate transmission by both

pre- and postsynaptic mechanisms, making them attractive targets for modifying pathological changes in the

corticostriatal pathway. Exercise reportedly alleviates motor and cognitive dysfunction via inducing neuroplasticity

in corticostriatal synaptic junction. Here, the mGluR-mediated glutamatergic transmission in corticostriatal pathway

and the plasticity mechanism underlying behavioral improvement by exercise intervention was reviewed.
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WARTL T IB BN 2 - SCIRAE Glu g 5 il Dy e 7
RIFEM, I IE )T FR0A] F R SCR AR A 248 7o Y%
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ANGURA AR L2 70 % 7 PEH 98 B 2 —, 188 T
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AN AT M F AR Uk () BRI, 1 mGIuRS %
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PD JREIRA N, Glu g Rl 1) =7 7 M AL 5
& B2 - BUIR A E B Th B8 O% B 35 L 16 45 M S
mGluRs 25 7 Zid #2. AR gy a5
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