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MFERR R OBEE (L) : GM1-gangliosidosis is a lysosomal lipid storage disorders.
Microarray analysis using the brain of model mice revealed that expression levels of gene
related to the intracellular protein degradation and inflammation was changed when
compared to the normal mice. These data would be beneficial for the future development of
a novel molecular targeted therapy for the brain pathology of this disease.
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