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INTRODUCTION AIM
Hunter Syndrome (Mucopolysaccharidosis Type ) is caused by the deficiency in the lysosomal enzyme iduronate 2-sulphatase (IDS). * To develop new in vitro cellular models of MPS Il bone and joints tissues editing the IDS gene through CRISPR/Cas9
The disorder compromises multiple tissues. In bones particularly causing coarse facial features, skeletal deformities, thoracolumbar kyphosis, macroglosia, technology.
macrocephaly.
Available treatments only show effects at visceral level, with limited effects in bones and joints.
Current in vitro and in vivo models of MPS Il provide limited information about the molecular basis of the disorder, however pathogenic mechanisms involved in

bone and joints pathophysiology are still unknown METHODS ANDIRESULTS
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Fig. 2: Scheme of the IDS enzyme activity assay by fluorimetric method based in the use & oo
Fig. 1: Genome editing workflow in the SaOS-2 and SW982 continuous cell line. We obtained different clones with IDS sequence alterations of 4-MU-1doUA(2S) performed in SaOS-2 and SW982 wild type and edited clones. Q\c;b'L &L &
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