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CORRIGENDUM

Loss of glucocerebrosidase 1 activity causes lysosomal
dysfunction and a-synuclein aggregation
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Correction to: Experimental ¢ Molecular Medicine (2015) 47, The authors have noticed an error in publication of this paper.

el53; doi:10.1038/emm.2014.128; published online 27 March  Throughout the article text, 'GTP-binding protein type Al

2015 (GBAI) gene' should have been read as 'glucocerebrosidase
(GBAI) gene'.
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