©
2012 2014

Microarray analysis in spinal cords of sporadic ALS patients with cell-type
specific transcriptome
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We employed unbiased screening to identify significantly misregulated 173 genes
in sporadic ALS spinal cords with microarray. Similar experiments have been done before, therefore we
went further by newly focusing on the cell-types that express misregulated genes. With cell-type specific
transcriptome, we could analyze the microarray data from spinal cord samples composed of heterogenous
cell-types in full detail. Nearly half of the misregulated genes in ALS spinal cords were expressesd
abunduntly in microglia or astrocytes. Many of those genes were also changed in ALS mouse models. We
confirmed that the prediction for the cell type abundantly expressing the genes were correct by the
immunohistochemistry for CLEC7A, GPR65, NOX2, CHI3L1, Oncostatin M receptor, CEBPD, and calponin 3 with
ALS mouse spinal cords.

We could present the useful methods for analyzing microarray data derived from spinal cord samples

composed of heterogenous cell-types.
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