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Introduction

lonotropic glutamate receptors (iGluRs) are well-known targets
contributing to the central nervous system-related phenomena, including
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We here utilized HIP-009 cells, which are human fetal hippocampus- ° 607
derived neural stem/progenitor cells. In the present study, we characterized P
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HIP-009 cells were purchased from PhoenixSongs Biologicals (Branford, CT). Cells . . '
were expanded and differentiated as described in the manufacture’s Instructions. Briefly, \\}o‘\ ) S ~
cells were proliferated on laminin-coated dishes in Neural StemCell Growth Medium Dy Q° Q\Q %\«" L
(PhoenixSongs Biologicals). Before the start of differentiation, expanded cells were . | K J - @" v \@“
plated on laminin-coated plates in Neural Transition Medium (PhoenixSongs Biologicals) . . < — . - . — R : — _ _ _ _
for three days. After that, cells were seeded on poly-D-lysine-coated plates in Neural Neural stem/progenitor markers were positive in undifferentiated HIP-009 cells Markers for neurons and astrocytes were positive in differentiated HIP-009 cells Population analysis of differentiated HIP-009 cells
Differentiation Medium  (PhoenixSongs  Biologicals) for differentiation. The Undifferentiated HIP-009 cells were immunostained with neural stem/progenitor Differentiated HIP-009 cells were immunostained with neuronal markers (BI11-tubulin, MAP2, A ratio of neurons (Hu C/D-positive cells) and astrocytes
differentiation process was carried out for ~ 28 days, during which half of the media was markers, nestin, SOX1, Musashi-1, DCX and PAX®6, and a proliferation marker, NeuN and Hu C/D), a glutamatergic neuron marker (vGlutl), a GABAergic neuron marker (GFAP-positive cells) among total cells was calculated.
changed twice a week. Ki67. Scale bar, 100 um (GABA) and an astrocyte marker (GFAP). Scale bar, 100 um (upper) and 50 um (lower). Values are expressed as means = S.E.M. N = 10.
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» AMPA-evoked Ca?* influx was observed without desensitization Ca?* influx in undifferentiated and differentiated HIP-009 cells by each agonist
inhibitor, CTZ. . mRNA eXp reSSiOn Of |G|URS . EC., values of each agonist were as follows: glutamate, 4.81 & 0.30 uM; NMDA, 7.47 * 0.41 uM; AMPA, 3.47 X 0.33 uM; KA, 33.47 X 1.14 uM.
Values are expressed as means = S.E.M. N = 3—4.
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AMPARS: o:amino-3-hydroxy->-methy|-4-isoxazolepropionate receptors RT-gPCR analysis of HIP-009 cells log[Compound (M)] expressed as means + S.E.M. Inhibition of AMPA- or KA-induced Ca?* influx
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