Ataxia related protein sacsin knockout disrupts the intermediate
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BACKGROUND SACSIN KNOCKOUT IN C6 RAT GLIOMA CELLS
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To determine the role of sacsin in glial cells,

CONCLUSIONS

we deleted it from C6 rat glioma cell line by
a CRISPR/Cas9 approach (Fig. A). We are e« Astrocytes express sacsin (Fig. C).
currently characterizing the sacsin knockout « Mitochondrial network is absent in the juxtanuclear area in C6 sacsin KO cells (Fig. E).

cell line.  The intermediate filaments vimentin, GFAP and vimentin accumulate in the juxtanuclear area in sacsin KO cells (Fig. F).
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