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Lysosomal disease is caused by impairment of lysosomal degradation system,
but similar diseases are caused not only by reduction of lysosomal enzyme activity but also
intracellular transport. We edited genes related to lysosomal functions or intracellular trafficking

to prepare knock-out cell lines of these genes, and investigated cellular phenotypes. Our results
showed that autophagy was significantly impaired only in a part of the lysosomal enzyme deficiency,
and suggested that the mechanism of autophagy disorder among them was not uniform.
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Gene list of our established knock-out cells (lysosomal storage disorders)
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