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WFFER R OBEZE (Fa30) : Glu X° NMDA (259 2 MassthtiiElc, 2 b= v B U 7B,
mPTP JERkRE., S har RU TN Ca¥ . 5LV UCP2 BB ESDFEN DL &b —iiE
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% &, NMDA BEFEICE- TS by U THEEE Ca DR LR L & bic, EHM
JAZEH HEL U7, WA 3517 5 NMDA FMEMETIH O HBIZIZ, S har R 7R
(CHEBLIT 5 UCP2 BREIENE G425 LHER SN D,

WFFER R OB (J£30) : Glutamate neurotoxicity was found to at least in part involve mitochondrial
membrane potential disruption, mPTP orchestration, mitochondrial free Ca®* levels and UCP2
expression in rat hippocampal and cortical neurons. In HEK293 cells with acquired NMDAR channels
and overexpressed UCP2, a more marked increase was seen in mitochondrial free Ca®" levels, in
addition to more severe cell death, after the exposure to NMDA than in cells without UCP2
overexpression. Accordingly, UCP2 could play a role as a determinant of the neurotoxicity mediated by
NMDAR through a mechanism related to the modulation of mitochondrial free Ca®* levels in neurons.
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