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Phase 2 Study: CSF Biomarkers and Responder Analysis
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2X Greater CSF Caspase 3 % reduction in responders
compared to non-responders at 12 weeks post-

transplantation*®
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*Responder defined as 2100% ALSFRS-R slope improvement at 12 weeks




NurOwn® (MSC-NTF cells) may tip the balance linking
neuronal cell death and neuroinflammation
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