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the non-neuronopathic phenotype of Gaucher disease. Treatment with
CBE causes no motor deficits but strong neuroinflammation,
suggesting that this induced model has in total a weaker phenotype
compared to the 4L/PS-NA model.

Furthermore, brain tissue of both models was
analyzed for neuroinflammation by histological
methods. The 4L/PS-NA mouse model was

additionally examined for visceral symptoms. _ . _ The liver of 5 weeks '
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old 4L/PS-NA mice and control littermates was labeled with CD45 antibody for leukocytes (A) and F4/80
for macrophages (B). CD45 and F4/80 (green); DAPI (blue).
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