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Abstracgt Objective To exp pre e effectof rotenone on e Jevels of exci@ory anno acids ( EAAS and he expression of
NMDA recepor ( NMDAR) in he striatm of mt M ethods Chronjc rotenone jnfoxicated mode]was estab lished through supcu
neous mplantng am nposnotic pump wihy otenone i the back of mt The Jevels of gutanate (G luy and aspartic acid ( AsP)
in striatum of rat were detected by high Perpmance Jiduid chramaography ( HPLC), and the expression of NMDAR subunits’
mRNA such as NRr NI%A and NRZB were measured bYRT-PCR Results Canpared with hose in controlgroup the levels
of Glu and Asp in striatum of rotenme treated groups were pcreased sgnificantly (P<<( 1) andmRNA expressons ofNR1
and NRZA in a]] rotenone treated groupPs were dhvousy up- regu]ated and te expression ofNRZB mRNA i h&h dose (4mg&, k&)
rotenone treate] group was also enhanced sgnificant]ly (Concluson Jtwas suggested that rotenone could induce the ncrease of
EAAs i he striaum and as a consequence  the expression of NMDAR mRNA was also up regulated whichmghthe he Possi
b Je mechan jsm of 0tenone neuroOXic ity
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